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ALZHEIMER’S RATES fcionin

Alzheimer’s is not just memory loss.
Alzheimer’s Kills.

*1in 3 seniors dies with
Alzheimer’s or another
dementia. It kills more than
breast cancer and prostate
cancer combined.
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RATES OF NEURODEGENERATION /Zrcionia

There are currently three times the number of new Alzheimer’s
disease cases compared to HIV/AIDS — that is One hew case
every four seconds.

The world is now facing an epidemic of dementia. By 2050, it is

estimated that China will have a population of demented people
equal to the current population of California (37 million). Almost
5.5 million Americans suffer from the ravages of Alzheimer’s

disease. Among the top ten causes of death in the
U.S., the dementias are the only ones that do
not have a cure.

The greatest risk factor for Alzheimer’s is age. At age 65, 1 in 20
people develop the disease. By age 75, 1 in 10 have Alzheimer’s.

At age 85, 1 in every 2 people becomes
demented. : ND

PARKINSON'’S DISEASE £rchonia

Parkinson's disease is 50% more common
than previously reported, researchers say

For the study, researchers examined Parkinson’s incidence from 2012 healthcare data in North America. The data included
cohorts of 6.7 million person-years of adults aged 45 and older and 9.3 million person-years of adults aged 65 and older.

The researchers found that 60,0000-95,000 people were diagnosed with PD in
North America in 2012, significantly more than previous estimates of 40.000—
60,000

Trusted Source
Advanced age was strongly linked to an increased rate of PD, and males were consistently more likely to develop the
condition than females.

« Open Access

- Published: 15 December 2022
Incidence of Parkinson disease in North America

npj Parkinson's Disease
volume Duplication, citation or distributiorfof this material in whole or in part
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APRIL 1, 2022
Half of older adults now die with a

dementia diagnosis, up sharply from

two decades ago

The study, published in JAMA Health Forum by a University
of Michigan team, uses data from 3.5 million people over
the age of 67 who died between 2004 and 2017.

...claims with dementia diagnosis
rose to more than 47% in 2017.

Trends in US Medicare Decedents’ Diagnosis of Dementia
From 2004 to 2017

PhD, MPH?23; Chiang-Hua Chang, PhD2¢; Sharon Simonton, PhD, MPHz4; et al
PHss

Sl

Alzheimer’s cases could
triple worldwide by 2050.

The Global Burden of Disease Study represents the first
effort of its kind to forecast the future rates of Alzheimer’s in
204 countries and territories, and the projections are dire. It
estimates the number of adults over the age of 40 living with
dementia worldwide will increase from 57 million to 153
million over the next three decades.

ARTICLES| VOLUME 7, ISSUE 2, E105-E125,
Estimation of the global prevalence of dementia in 2019 and forecasted prevalence in 2050: an
analysis for the Global Burden of Disease Study 2019

GBD 2019 Dementia Forecasting Collaborators 1

Show footnotes

Published:January 06, 2022DOI:https:




EUROPE fonn

In 2018, an estimated 9.1 million people aged over 60 are living with
dementia in EU member states, up from 5.9 million in 2000. If the age-
specific prevalence of dementia remains the same, ageing populations
mean that this number will continue to grow substantially in the future.

The overall number of people living
with dementia in EU countries is
expected to rise by about 60% over
the next two decades to reach 14.3
million in 2040, with the oldest people (those aged over 90)

accounting for a growing share.

9

NEURODEGENERATIVE DISEASE  /frcionin

NEURODEGENERATIVE
DISEASE COSTS EXCEED $655
BILLION A YEAR IN MEDICAL

EXPENSES AND ECONOMIC
LOSSES (USA, 2020)

May 27,2021 (WASHINGTON, D.C.) The Partnership to Fight Chronic Disease (PFCD) today released a literary review an
infographic data on Alzheimer’s disease and related dementias (ADRD), Parkinson’s disease and motor neuron diseases, specifically
amyotrophic lateral sclerosis (ALS) and spinal muscular atrophy (SMA). The data review examines specific disease burden, economic
burden, individual costs, and caregiver burden for these neurodegenerative diseases. The annual cost for these conditions in the U.S. was
$655 billion in 2020, including direct medical and non-medical costs and indirect costs from lost productivity and uncompensated
caregiving hours.

Duplication, citation or distribution®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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AUSTRALIA fErcHonia

New report reveals the Australian
burden of disease for brain disorders
is almost twice the global figure

€ Neurological, mental health and substance use disorders
currently account for over 20% of the burden of disease in Australia.
In the future these brain disorders will have a greater cost to the
Australian economy than heart disease, cancer, and respiratory
disease combined. Mindgardens Neuroscience Network
commissioned KPMG to review this data and our White Paper
shows the burden of disease cost in 2017 was in excess of $74
billion. We need to build new models of care to reduce this burden of
disease for all Australians. 9
Let’s start this conversation today, not tomorrow.

NeuRA ) 14 March 2019

Discover — Conquer —— Cure

WHAT IS YOUR
PURPOSE?

“THE GREATEST
TRAGEDY IS NOT
DEATH
BUT
LIFE WITHOUT
PURPOSE”

ial in whole or in part
NB is prohibited.



CURRENT ALLOFATHIC

MODEL FOR ALZHEIMER’S FERCHONIA

FDA Grants Accelerated Approval for Alzheimer’s Disease
Treatment

January 06, 2023 Today, the U.S. Food and Drug Administration
approved Legembi (lecanemab-irmb) via the Accelerated Approval pathway for the

treatment of Alzheimer’s disease.

These results support the accelerated approval of
Legembi, which is based on the observed reduction
of amyloid beta plaque, a marker of Alzheimer’s
disease.

Legembi was approved using the Accelerated Approval pathway,
under which the FDA may approve drugs for serious conditions
where there is an unmet medical need and a drug is shown to have
an effect on a surrogate endpoint that is reasonably likely to
predict a clinical benefit to patients. The results of a Phase 3
randomized, controlled clinical trial to confirm the drug's clinical
benefit have recently been reported and the agency anticipates
receiving the data soon. "

ALZHEIMER’S: THE AMYLOID ONLY HYPOTHESIS

Seminal Alzheimer's study claiming memory-robbing disease
was caused by build-up of protein in brain may have been
MANIPULATED, damning investigation claims

* Images used to prove a protein is behind Alzheimer's may have been tampered

* Forensic imaging experts say they appear doctored to 'better fit a hypothesis'

¢ Seminal paper was used as starting point for billions of pounds of research
Experts fear the allegedly falsified results have misled research over the last 16 years,
potentially wasting billions of pounds of funding.

CURRENT ALLOPATHIC MODEL FOR
#fercHoNIA

A six-month investigation by Science, considered one of the
world's most respected research journals, uncovered
‘shockingly blatant' tampering of results in the seminal 2006
University of Minnesota study.

Published in rival journal Nature, the study became one of the most cited articles on Alzheimer's
ever published.

Around £1.3billion ($1.6billion) of funding for studies mentioning amyloids was spent by the US
Government over the last year alone. It made up half of the country's total Alzheimer's research
funding.

But images from the study, which involved injecting mice with the protein, appear to be

doctored to 'better fit a hypathesis, Acerrding 4@ RrElisaheth Bik, a forensic image
consultant who was askedtot reviesantiiéedatiry. DC, DACNB is prohibited.



ALZHEIMER’S DRUGS (rcionin

Manufacturers need to be more open about a dangerous
Alzheimer’s drug side effect

By Madhav ThambisettyNov. 28, 2023

brain swelling and bleeding that are together called amyloid-related imaging abnormalities, or ARIA,
which have been found in all three drugs designated as “breakthrough treatments” by the Food and Drug
Administration: lecanemab, aducanumab, and donanemab. I am especially worried about drugmakers’
lack of transparency in fully reporting all details of clinical outcomes related to ARIA.

the FDA has determined that these drugs should carry a black
box warning, the highest level of precaution reserved for
medicines associated with major risks of harm to patients.

Each of the three new Alzheimer’s drugs have also been linked with patient deaths in clinical trials

the maker of lecanemab has refused to share any
clinical trial data with other researchers

Rev Neurol (Paris)

2022 Dec;178(10):1011-1030. doi: 10.1016/j.neurol.2022.06.012. Epub 2022 Sep 29.
High-clearance anti-amyloid immunotherapies in Alzheimer's disease. Part 1: Meta-analysis and review of efficacy

and safety data, and medico-economical aspects N Villain 1, V Planche >, R Levy 3

CURRENT ALLOPATHIC

MODEL FOR ALZHEIMER’S

OTHER CONSIDERATIONS FOR LECANEMAB
-ONLY CLEARED FOR EARLY ONSET DEMENTIA, AB PLAQUE REDUCTION

-MUST DO IV DOSE EVERY 2 WEEKS
-13% OF THE STUDY PARTICIPANTS HAD BRAIN SWELLING
-17% OF PARTICIPANTS HAD LIFE THREATENING BRAIN BLEEDS

-MULTIPLE DEATHS WERE REPORTED DURING THE STUDY ESPECIALLY
THOSE ON BLOOD THINNERS. BLOOD THINNERS MAY BE A
CONTRAINDICATION FOR IT’S USE. OTHER COMMON SIDE EFFECTS
INCLUDED NAUSEA, CHILLS, BLOOD PRESSURE FLUCTUATIONS AND

FEVERS

-COST OF THE DRUG IS $26,500/YEAR. HOW MUCH OUT OF POCKET
DEPENDS ON YOUR INSURANCE COVERAGE. WILL INSURANCES EVEN
COVER IT (THEY ARE WAITING TO SEE IT°’S ACTUAL CLINICAL EFFECTS)

-SAME COMPANY (BIOGEN ALONG WITH JAPANESE COUNTERPART EISAI)
AND SIMILAR DR%MMUHEMM&OM# this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.



CASSAVA SIMUFILAM fconin

Scientist behind Alzheimer’s drug in late-stage trials is

indicted on charges of research fraud

The charges are related to alleged fabrication of research images and
data that Hoau-Yan Wang may have used to secure federal grants
from the National Institutes of Health.

The Summary

» A neuroscientist whose work helped pave the way for an Alzheimer’s drug candidate was indicted on charges of

fraud.
« The charges are related to the alleged fabrication of research images and data that the scientist may have used to

secure grants.
« The manipulation of research images is a growing concern in the scientific community. (REVIEW THE ORIGINS

OF THE AMYLOID HYPOTHESIS)

The indictment charges Wang with one count of fraud against the United States, two counts of wire fraud and one count of false
statements. It accuses Wang of manipulating or adding to images of Western blots, a laboratory method that
researchers use to identify proteins, in order to bolster evidence and help secure grants.

The indictment also suggests that Wang may have lied to scientific journals to substantiate his research,
which contributed to the early development of simufilam.

The drug is currently in a late-stage clinical trial, and some 735 patients had participated as of May 2024, according to a news

release from Cassava last month.
17

ALZHEIMER’S MEDICATIONS  /Zrionia

HEALTH AND SCIENCE

Eli Lilly Alzheimer’s treatment
solanezumab failed to slow disease
progression

PUBLISHED WED, MAR 8 202311:34 PM ESTUPDATED THU, MAR 9 20231:50 PM EST

KEY POINTS
. Solanezumab’s failure is a blow to efforts to treat Alzheimer’s in

people who are in the very early stage of the disease and have not
yet shown clinical symptoms.

» Solanezumab did not clear or halt accumulation of brain plaque and
did not slow cognitive decline in the participants who received the
treatment.

Duplication, citation or distributiongf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



PURDUE PHARMA UPDATE ERCHONIA

Supreme Court overturns opioid settlement with
Purdue Pharma that shielded Sacklers

After the Supreme Court struck down a controversial bankruptcy plan from Purdue Pharma, the

maker of OxyContin, those who sued the drug company were left uncertain about when promised

funds would be available to combat addiction and other damage from the ongoing drug epidemic.

The ruling upended a carefully-crafted settlement worth roughly $8 billion, and involving the

Sackler family, which owns Purdue, and all the individuals, states and local governments that had

sued over harms from the opioid epidemic.

Purdue Pharma was facing thousands of lawsuits for falsely marketing OxyContin as non-
addictive and fueling the opioid crisis. The company filed for bankruptcy in 2019.

Before that, the Sackler family, which owns Purdue, had moved about
811 billion of profits into personal accounts. In his ruling, Gorsuch
said members of the family had created a “milking program” designed
to shelter opioid profits from their company’s bankruptcy.

During the bankruptcy negotiations, the family offered to pay $6 billion in exchange for
immunity from future lawsuits.

A federal bankruptcy judge approved that deal in 2021, but Gorsuch ruled that it was an overreach.

OVER 500 EXPERIMENTAL DRUGS INTENDED
TO TREAT OR CURE ALZHEIMER'S DISEASE
HAVE FAILED IN THE PAST 30 YEARS MAINLY
BECAUSE OF THE SHORTCOMINGS OF THE
"AMYLOID HYPOTHESIS". A
THE FDA HAD ONLY SIGNED OFF ON5
DRUGS TO MANAGE ALZHEIMER'S
SYMPTOMS SINCE 2003.

HOWEVER, COMMONLY USED CLASSES OF DRUGS MAY
INDUCE DEMENTIA LIKE SIDE EFFECTS AND OTHER
NEUR’.)LQ(‘HCAL DE QPDEF""




PHARMACEUTICALS AND

DEMENTIA ferctiona
These 5 Popular Medications Have Been Linked With
. Alzheimer's, Research Shows

1. Benzodlazemnes (BZD) have been associated with an increased dementia risk, the Alzheimer's Association

reports. However, the interpretation of this data is "uniquely challenging because the conditions for which BZDs are prescribed
(anxiety, agitations, insomnia) are also symptoms of ADRD," warns the site.

The National Library of Medicine reported that a meta-analysis of
ten different studies found "that BZD significantly increases the

risk of dementia in the elderly population" noting the significance of long-term use:
"The risk is higher in patients taking BZD with a longer half-life (greater than 20 hours) and for a longer duration (greater than
three years)."

é.XﬁTICHOLINERGICS. Long-term use was also found to be significant in research regarding anticholinergics.
"Anticholinergics are drugs that block the action of acetylcholine," explains Healthline. "Anticholinergics can treat a variety of
conditions, including urinary incontinence, overactive bladder (OAB); [and] chronic obstructive pulmonary disorder (COPD)"
among other conditions. Tricyclic antidepressants (for example: amitriptyline) first generation antihistamines (for example:
chlorpheniramine, diphenhydramine) overactive bladder antimuscarinics (for example: oxybutynin)

When the researchers examined medication use, they found that people who used anticholinergic drugs were more likely

to have developed dementia than those who didn't use them," says Harvard Health, emphasizing that this increased with "the
cumulative dose."

"Taking an anticholinergic for the equivalent of tljree years or more was associated with a 54
percent higher dementia risk than taking the same dose for three months or less," warned the site.

PHARMACEUTICALS AND

DEMENTIA fezctiona
These 5 Popular Medications Have Been Linked With
Alzheimer's, Research Shows

3. Statins

A class of statins called lipophilic statins—which include drugs such as Lipitor, Lescol, and Livalo—can be very effective at

lowering high levels of cholesterol. But studies have shown a possible link between use of these drugs and
cognitive decline.

"While you would expect that statin use would reduce the risk of cognitive decline and dementia because statins lower

cardiovascular risks and the risk of stroke, it hasn't been clearly shown to be the case,” JOAnn Manson, MD, told
Harvard Health. "It's surprising that there's not a clearer reduction seen. If anything, some
of these studies have raised concerns about cognitive risks."

4. Anti-seizure drugs

One type of anti-seizure drug, Levetiracetam, was found in 2021 to actually improve cognitive functions in Alzheimer's
patients. But other anti-seizure meds are linked to an increased risk of dementia, revealed a study which focused on
patients in Germany and Finland and was published in the JOurnal of American Geriatrics
Society. These include drugs like Depakote and Topamax.

"Continuous use of anti-epileptic drugs for a period exceeding one year
was associated with a 15 percent increased risk of Alzheimer's disease in
the Finnish dataset, and with a 30 percent increased risk of dementia in

the German datas%llc§%¥§t§&i&%ﬁ£ﬂl¥§ material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.



PHARMACEUTICALS AND

DEMENTIA fercrionn

These 5 Popular Medications Have Been Linked With
Alzheimer's, Research Shows

5. Parkinson’s disease medications
"Parkinson's disease is a progressive disorder that affects the nervous system and the parts of the body controlled by the
nerves," the Mayo Clinic explains. "Although Parkinson's disease can't be cured, medications might significantly

improve your symptoms."

Unfortunately, some of the medications used to treat the
disease "may lead to major side effects such as memory loss,
confusion, delusions, and compulsive behaviors" as a result
of their effects on the pathways for the neurotransmitter
dOpamine, reports Pharmacy Times.

23

MEDICATION INDUCED DEMENTIA  /ionia

Popular medication could increase
dementia risk by staggering 79 per cent

A new study says you may want to think twice before reaching for prescription sleeping tablets.
Research published in the Journal of Alzheimer's Disease discovered that white people had a 79
per cent highqr risk of developing dementia whpn on sleeping meds. . .

- Benzodiazepines such as Halcion, Dalmane or Restoril, which

are prescribed for chronic insomnia — almost twice as likely
- Trazodone (trade name Desyrel or Oleptro), an antidepressant

that is sometimes prescribed to help people sleep — 10

times as likely
« “Z-drugs” such as Ambien, which are sedative-hypnotics —

more than S€VEN times as likely
Journal Journal of Alzheimer's Disease, vol. 91, no. 3, pp. 1133-1139, 2023

Accepted 24 November 2'6‘223? ?Té@rﬁggﬂbﬁ:g memgﬁ I(;fﬁl:dpart



PHARMACEUTICALS AND
DEMENTIA #ERCHGNIA
These Common Insomnia and Anxiety Drugs May Increase Your
Dementia Risk, Study Shows

Mario M. Dorostkar, neuropathologist, and co-author of
the Nature Neuroscience study tells Woman’s World, they

affect the structure of dendritic spines...the drug
interferes with the dissolution and reformation
(of neuronal dendritic activity).

“A disturbance in this process leads to impaired
memory and cognition,” he explains.

- Published: 28 February 2022
Long-term diazepam (VALIUM) treatment enhances microglial spine engulfment

and impairs cognitive performance via the mitochondrial 18 kDa translocator protein (TSPO)

«  Yuan Shi, Mochen Cui, Katharina Ochs, Matthias Brendel, Felix L. Striibing, Nils Briel, Florian Eckenweber, Chengyu Zou, Richard B. Banati, Guo-Jun Liu, Ryan J. Middleton, Rainer
Rupprecht, Uwe Rudolph, Hanns Ulrich Zeilhofer, Gerhard Rammes, Jochen Herms & Mario M. Dorostkar
Nature Neuroscience

vAliima

INHALERS AND BRAIN

DEGENERATION fercrionin

Common steroids used for asthma, allergies linked to brain
decline, study finds B M JOU rnals

Updated 6:31 PM ET, Tue August 30, 2022

Conclusions Both systemic and inhaled glucocorticoid
use are associated with decreased white matter
integrity and limited changes in GMV. This association
may contribute to the neuropsychiatric side effects of
glucocorticoid medication, especially with chronic use.

White matter is the tissue that forms connections between brain cells and the rest of the
nervous system. Having less white matter can slow the brain's ability to process
information, pay attention and remember. Lower levels of white matter have also been
connected to psychiatric issues such as depression, anxiety and irritability. The study
followed 500,000 people from 2006-2010

Association between use of systemic and inhaled glucocorticoids and changes in brain volume and white matter

microstructure: a cross-sectional study using data from the UK Biobank

Duplication, citation or distributioféof this material in whole or in part
+ http://orcid.org/0000-0002-000 i eralssion démhdeotederry, DC, DACNB is prohibited.




PHARMACEUTICALS AND

DEMENTIA £ercrona

Study finds link between proton pump inhibitors and dementia

Avoidance of PPl medication may prevent development of dementia, researchers suggest

Older people treated with proton pump inhibitors (PPIs),
which are typically used for gastroesophageal reflux
disease and peptic ulcers, may be at increased risk of
developing dementia, according to the results of a
German study published in the Journal of American

Medical Association Neurology
[1] on 15 February 2016.

Researchers discovered that the patients who used PPIs regularly — at least one

prescription per quarter in an 18-month period - had d 4‘4‘0/ 0

higher risk of developing dementia (azard ratio

[HR], 1.44 [95% confidence interval [CI], 1.36-1.52]; P<0.001), than patients not
prescribed PPIs. 27

PPI'S AND DEMENTIA (rcionin

HIGHLIGHTS

After following 1,983,785 individuals for a median of 10 years, 99,384 developed dementia
PPIs were used by 21.2% of cases and 18.9% of controls

PPI use was associated with increased dementia rate regardless of time of treatment onset
Magnitude of associations increased with younger age at diagnosis

PPI use was not associated with dementia occurring after age 90 years

In conclusion, exposure to PPls was found to be
associated with an increased rate of all-cause dementia
occurring before 90 years of age regardless of time of
treatment initiation according to the diagnosis. Longer
cumulative duration of PPI use yielded higher risk
estimates

Proton pump inhibitors and dementia: A nationwide population-based study

Nelsan Pourhadi, Janet Janbek, Christina Jensen-Dahm, Christiane Gasse, Thomas Munk Laursen, Gunhild Waldemar

) . ication, citation or distributio@&f this material in whole or in part
First published = 05 OCtOber 2&§:thout permission of Trevor Berry, DC, DACNB is prohibited.




EEG EFFECTS OF COMMON

MEDICATIONS/SUBSTANCES  fretiona

DELTA THETA ALPHA BETA ALPHA PF
BENZODIAZEPINES + + - +
ALCOHOL + +
GABAPENTIN + + -
RISPERDAL + + + +
ABILIFY - =
ADDERALL/RITALIN - + +
AMBIEN - = +
MELATONIN - - +
COCAINE - — + o
CAFFEINE -
ZOLOFT + + o
MARIJUANA - +
FENTANYL + +
CORTISONE +
KETAMINE - +

29

ARE THERE VIABLE SOLUTIONS?

Duplication, citation or distributioAof this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Boosting neuron formation can cure Alzheimer’s
disease

[Aug 21, 2022:

The study, to be published in the Journal of Experimental Medicine (JEM),
shows that new neurons can incorporate into the neural circuits that store
memories and restore their normal function, suggesting that boosting neuron
production could be a viable strategy to treat AD patients.

“Our study is the first to show that impairments in hippocampal neurogenesis
play a role in the memory deficits associated with AD by decreasing the
availability of immature neurons for memory formation,” Lazarov says. “Taken
together, our results suggest that augmenting neurogenesis may be of
therapeutic value in AD patients.”

Skip Nav Destination

Article
IAugust 19 2022

Augmenting neurogenesis rescues memory impairments in Alzheimer’s disease by restoring the memory-storing
neurons

Rachana Mishra

31
, Trongha Phan

NEUROGENESIS AND ALZHEIMER'S /o ionia

. 2020 May; 15(5): 824-827.
Published online 2019 Nov 8. doi: 10.4103/1673-5374.268896

PMCID: PMC6990771
PMID: 31719242

Alzheimer’s disease, neural stem cells and neurogenesis: cellular phase at single-cell level

Mehmet llyas Cosacak,1 Prabesh Bhattarai,1 and Caghan Kizil, PhD1,2*
Abstract

Alzheimer’s disease cannot be cured as of yet. Our current understanding on the causes of Alzheimer’s disease is
limited. To develop treatments, experimental models that represent a particular cellular phase of the disease and more
rigorous scrutiny of the cellular pathological mechanisms are crucial. In recent years, Alzheimer’s disease research
underwent a paradigm shift. According to this tendency, Alzheimer’s disease is increasingly being conceived of a
disease where not only neurons but also multiple cell types synchronously partake to manifest the pathology.
Knowledge on every cell type adds an alternative approach and hope for the efforts towards the treatment. Neural
stem cells and their neurogenic ability are making an appearance as a new aspect of the disease manifestation based

e I'ecent findings that neurogenesis reduces
dramatically in Alzheimer’s disease patients compared
to healthy individuals. Therefore, understanding how
neural stem cells can form new neurons in Alzheimer’s
disease brains holds an immense potential for clinics.

However, this provocative idea requires further evidence and tools for investigation. Recently, single cell sequencing
appeared as a revolutionary tool to understand cellular programs in unprecedented resolution and it will undoubtedly
facilitate comprehensive investigation of different cell types in Alzheimer’s disease. In this mini-review, we will touch
upon recent studies that use single.eedhseien dngdopinvestigatingteeblutavasponsgdi Alzheimer’s disease and some
consideration pertaining to the wtilizatioairofsiencallregeramyi ICfoAAResmretiibitidease research.



NEUROGENESIS AND ALZHEIMER'S /o ionia

e Published: 25 March 2019
Adult hippocampal neurogenesis is abundant in neurologically healthy subjects
and drops sharply in patients with Alzheimer’s disease

«  Elena P. Moreno-Jiménez, Miguel Flor-Garcia, Julia Terreros-Roncal, Alberto Rabano, Fabio Cafini, Noemi Pallas-Bazarra, Jests Avila & Maria Llorens-Martin
Nature Medicine

Abstract
The hippocampus is one of the most affected areas in Alzheimer’s disease
(AD)1. Moreover, this structure hosts one of the most unique phenomena of the

adult mammalian brain, namely, the addition of new neurons throughout life2.
This process, called adult hippocampal neurogenesis (AHN), confers an unparalleled degree of plasticity to the
entire hippocampal circuitrys 4. Nonetheless, direct evidence of AHN in humans has remained elusive. Thus,
determining whether new neurons are continuously incorporated into the human dentate gyrus (DG) during
physiological and pathological aging is a crucial question with outstanding therapeutic potential. By combining
human brain samples obtained under tightly controlled conditions and state-of-the-art tissue processing methods,
we identified thousands of immature neurons in the DG of neurologically healthy human subjects up to the ninth
decade of life. These neurons exhibited variable degrees of maturation along differentiation stages of AHN. In
sharp contrast, the number and maturation of these neurons progressively declined as AD advanced. These results

demonstrate the persistence of AHN during both physiological and pathological aging in humans and provide
evidence for impaired neurogenesis as a potentially relevant
mechanism underlying memory deficits in AD that might be
amenable to novel therapeutic Strategies.

NEUROGENESIS AND ALZHEIMER'S /o ionia

~0.8 J/em2 on the hippocampus

PBM treatment performed
postischemia exerted a long-lasting
protective effect on astrocytes and
promoted endogenous neurogenesis in
the hippocampal CA1 region

Front. Cell. Neurosci., 20 August 2 O 21 | https://doi.org/10.3389/fncel.2021.731855

Photobiomodulation Promotes Hippocampal CA1 NSC
Differentiation Toward Neurons and Facilitates
Cognitive Function Recovery Involving NLRP3
Inflammasome Mitigation Following Global Cerebral

Ischemia # ERCHONIA

World Leaders in Low Level Laser Technologyl

Duplication, citation or distributiof4of this material in whole or in pa
Sihan Ciio: Ruimin Wana-. Without permission of Trevor Berry, DC, DACNB is prohibited.



NEUROGENESIS AND ALZHEIMER’S #f:cionia

Results: It has been observed that both of these modalities were successful at neural cell differentiation.

P B IVI at 1 J/C m 2 and low-dose PDT at 3 J/cm2 energy densities provided the

best differentiation profiles which were proved by the over-expressions of SYN-1 and GAP43 genes. It was
also observed that intracellular ROS production and NO release had pivotal roles in these mechanisms with
more cell differentiation obtained especially in low-dose PDT application.

conciusion: It can be concluded that light-induced
mechanisms with properly optimized light parameters
have the capacity for neural cell regeneration and thus,
can be a successful treatment for incurable
neurodegenerative diseases.

Photodiagnosis Photodyn Ther
2022 Mar 37:102702. doi: 10.1016/j.pdpdt.2021.102702. Epub 2021 Dec 23.

Mechanistic approaches to the light-induced neural cell

differentiation: Photobiomodulation vs Low-Dose

YOU MUST ACTIVATE BRAIN REGIONS TO PROMOTE NEUROPLASTICITY AND
FUNCTIONALITY. A HEALTHY BRAIN REQUIRES ALL SYSTEMS (THYROID, DIGESTIVE,
ADRENALS ETC) TO BE ADDRESSED AND SUPPORTED. A HEALTHY BRAIN REQUIRES

AN INTEGRATIVE APPROACH!

LOW LEVEL LASER THERAPY AND
THE BRAIN frzcions

- STIMULATE NEUROGENESIS, NGF/BDNF, IGF-1, VEGF

- INCREASES BLOOD FLOW TO THE BRAIN AND PROMOTE ATP PRODUCTION

- PROTECT AND REPAIR THE BLOOD BRAIN AND GUT BARRIERS

- INCREASE VAGAL NERVE STIMULATION AND PARASYMPATHETIC TONE

- REDUCE BRAIN INFLAMMATION AND PROMOTE M1 TO M2 GLIAL RESOLUTION

- PROTECT AND EVEN REVERSE AMYLOID PLAQUES AND NEUROFIBRILLARY
TANGLES

- BOOST IMMUNE RESPONSES TO PROTECT AGAINST AND DIRECTLY KILL
PATHOGENS IN THE BRAIN

- PROMOTE STEM CELL PRODUCTION, LOCALIZATION AND DIFFERENTIATION
(VISCERAL FAT LOSS/METABOLISM*)

- PROMOTE ACTIVITY OF ALL ANTI-OXIDANT SYSTEMS INCLUDING GLUTATHIONE
PRODUCTION AND PROTECT AGAINST FREE RADICAL DAMAGE

- DRAMATICALLY INCREASES MITOCHONDRIAL OUTPUT, PROTECTS AGAINST
MITOCHONDRIAL DAMAGE AND EVEN PROMOTE MITOCHONDRIAL BIOGENESIS

= PREVENT NEURONAL DEATH AND SPREADING EFFECT VIA CELL MEMBRANE
STABILITY AND MITIGATION OF GLUTAMATE EXCITOTOXICITY

- MITIGATE PAIN MECHANISMS CNS AND PNS

- DECREASE STRESS HORMONES AND PROMOTE “YOUTH” HORMONES LIKE HGH

THESE ARE JUST A ‘FEW OF THE RESEARCHED MECHANISMS OF

ACTION OF LOW LEVEL LASER IN OVER 16,000 PUBLISHED PAPERS!
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“If a drug company found a drug that could do all
of that, it would immediately be hailed as a
miracle drug—the most dramatically beneficial
drug ever created.

If one supplement could do all of that, every
American would be taking it every day.

The only reason why healthcare providers are not
performing Laser therapy on EVERY patient is the
lack of knowledge of the far reaching effects of this
technology. The case could be made that Low
Level Laser is the single most important therapy a

practitioner can add to their services.”
—Dr. Trevor Berry DC, DACNB




WARNING St

LED vs TRUE LASER F oI

FOR A DEEPER DIVE INTO LED VS TRUE
LOW LEVEL LASER THERAPY PLEASE
CHECK OUT:

LASERS VS RED LIGHT OR LEDs: IS THERE
ANY DIFFERENCE?
LASER HEALTH REVOLUTIONS WITH
DR. GAIR

SPOTIFY, DECEMBER 7TH 2023

Duplication, citation or distributiod®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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You
WHAT IS THE BEST DOSE FOR LOW LEVEL LASER THERAPY TO THE HUMAN BRAIN

ChatGPT

Determining the "best dose" for low-level laser therapy (LLLT) on the human brain can
be complex and is an active area of research. The optimal dose often depends on
several factors, including the specific condition being treated, the wavelength of the

laser, the power density, the duration of exposure, and individual variability.

Studies investigating transcranial LLLT for various conditions like traumatic brain
injury, stroke recovery, or neurological disorders have used a wide range of
parameters. Generally, the doses are measured in energy density (Joules per square

centimeter) and can vary from around 0.5 J/cm? to 10 J/cm?, depending on the specific

protocol and targeted area of the brain.
Research is ongoing to determine the most effective dosesWpr different applications.
Safety considerations are crucial as well, as excessive doses or inappropriate

application methods could have adverse effects.

41

BIPHASIC DOSE AND 10 J/CM2  ffrchonin

Therapeutic technique and dosage of LLLT
The minimum therapeutic dose for a bio-stimulatory effect for red and infrared

laser is 0.01 J/cm2 while for ultraviolet, blue, green laser it is 0.001 J/cm?2.

LLLT has a noticeable biphasic dose
response. The effective stimulation dose is 1
J/cm2 on the target tissue. Doses greater
than 10 J/cm2 produces inhibitory effects. the

inhibitory effects are used in conditions requiring inhibition and suppression

[2].

Can J Respir Ther. 2020; 56: 25-31.
Published online 2020 Jul 23. doi: 10.29390/cjrt-2020-015

PMCID: PMC7428000
PMID: 32844112

Low level laser therapy as a modality to attenuate cytokine storm at multiple
levels, enhance recovery, and reduce the use of ventilators in COVID-19

Soheila Mokmeli, MD Anesthesiologistit Mariana Vetrigi, MD, PhD! _— . . .
cnera Houmet e ogis ar]_g)upilggflor?, r(I:|I’ta ioh or 5fstr|but|on2of this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



CALCULATING LASER DOSE  ffrcionin

https:// www.kmlabs.com/en/
wavelength-to-photon-energy-
calculator

STAY BELOW 10 J/CM2

STAY IN BETWEEN 400 AND 850 NM WAVELENGTHS
BELOW 400 CAN CAUSE IONIZING RADIATION AND MUTAGENIC CONCERNS (IE. UV LIGHT)
ABOVE 850 CAN ALTER VITAMIN D RECEPTOR SHAPE, DEGRADE THE COLLAGEN MATRIX,
AND PRODUCE GLUTAMATE EXCITOXICITY
DO NOT MISTAKE HIGHER ENERGY FOR HIGHER DOSE
SHORTHER WAVELENGTHS GET BETTER RESULTS
NOT BECAUSE THEY ARE HIGHER POWER BUT RATHER, HIGHER ENERGY

43

SUMMARY POINTS OF LIGHT
THERAPY frrcoons

1.D0 NOT EXCEED 10 J/CM2, ESPECIALLY TO THE BRAIN!

2.ABOVE 10 EV IS IONIZING (MAX OF ERCHONIA VIOLET IS 3.04)
3.LED VS TRUE LASER (MONOCHROMATIC, COHERENT, PARALLEL)
4.FDA CLEARANCES (ESPECIALLY FOR SAFETY)

5.PHOTOCHEMICAL VS. PHOTOTHERMAL

Duplication, citation or distributiod4of this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



FX SCANNING LASERS fErcHoNiA

Erchonia patented laser scanner:

Treatment area at 3.0 inches from body is 89.20 cm2.
i.e Forehead appx. 100 cm2

Power:17.25 Mw laser

laser scanner

Bio stimulation 0.0001 J/cm2. to 10 J/em2

Scanner emits: .0118 J/em2 per min

Inhibition
10 J/em2 = 847 minutes (14+ hours)

30 inch ( 7.6 cm ) from Freatment aréa
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WHY LOW LEVEL LASER UNDER 10 J/CM2 ~—
TO THE HEAD IS CRITICAL... SMSlaA

< ™ Low Level Laser Therapy (LLLT) <= X
' ﬁ and Photobiomodulation (PBM)
~ Discussions
Hedy Gervais - 22m -

My daughter had mls laser therapy for her TMJ.
The doctor had it on the highest setting and kept it
on the joints near her eyes for 2 plus minutes on
each side. Within a half hour, she was in terrible
pain with tinnitus and eye pain. Going on day 2
and she is still in a lot of pain. Will this simmer
down or has permanent damage been done?
Thank you for any feedback.

2 comments
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WHAT IS THE MOST RESEARCHED LOW LEVEL LASER

ChatGPT

Low-level laser therapy (LLLT) has been extensively studied across various
applications, but singling out one specific laser or device as the "most researched" can

be challenging due to the breadth of research and different devices used in studies.

However, some companies and devices have been involved in numerous research

studies and clinical trials:

* 1. ErchoniaLasers: Erchonia has been involved in a significant amount of research
across different applications, including pain management, wound healing, and
aesthetics. Their lasers have been featured in various clinical trials evaluating their
efficacy.

2. THOR Photomedicine Lasers: THOR's devices have also been extensively researched
for their effectiveness in various conditions, including musculoskeletal pain, wound
healing, and neurological disorders.

3. Multi Radiance Medical: Their super pulsed laser technology has been the subject of

numerous studies examining its impact on _‘lﬁm relief and injury treatment.

47
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Community Educatio

@ You

what is the best low level laser therapy company

ChatGPT

Determining the "best" low-level laser therapy (LLLT) company can depend on several
factors, including the specific application, quality of products, clinical evidence,
customer satisfaction, and industry reputation. Several companies are well-regarded in
the field of LLLT:

* 1. Erchonia: Known for its range of FDA-cleared lasers used in pain management, wound

healing, and aesthetic treatments.

2. Multi Radiance Medical: Offers super pulsed laser technology for pain relief and injury
treatment, known for its effectiveness and non-invasive nature.

3. THOR Photomedicine: Provides medical laser systems used in various therapies,
including pain management and tissue repair.

4. LiteCure (now LightForce Therapy Lasers): Renowned for its deep tissue therapy
lasers, used in sports medicine, veterinary care, and human healthcare.

5. ASA Laser: Offers a range of lasers for rehabilitation, sports medicine, and wound

healing. Duplication, citation or distribution}of this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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EARLY ONSET DEMENTIA fFrcronin

Major Study Identifies 15 Factors Linked to Early
Dementia Risk

The research team analyzed data collected on 356,052 people aged under 65 in the UK. Low
socioeconomic status, social isolation, hearing impairment, stroke, diabetes, heart disease,
and depression were all associated with a higher risk of YOD.

Vitamin D deficiency and high levels of the C-reactive protein (produced by the liver in response to
inflammation) also meant a higher risk, as did having two of the ApoE4 €4 gene variants (a genetic
scenario already linked to Alzheimer's disease).

The researchers describe the relationship between alcohol and YOD as "complex". While alcohol
abuse and abstaining from alcohol led to an increased risk, moderate drinking correlated with
a reduced risk.

Higher levels of formal education and lower physical frailty (measured through higher handgrip
strength) were also associated with a lower YOD risk. "In addition to physical factors, mental
health also plays an important role, including avoiding chronic stress, loneliness and
depression."

BE RESPONSIBLE WITH ETOH AND HEALTH. EX. ALL CANCERS ARE AT GREATER RISK

Risk Factors for Young-Onset Dementia in the UK Biobank

Stevie Hendriks, PhD?; Janice M. Ranson, PhDz; Kirsten Peetoom, PhD?; et al

llianna Lourida, PhDz; Xin You Tai, PhD34; Marjolein de Vugt, PhD1; David J. Llewellyn, PhD2s; Sebastian Kohler, PhD1

Author Affiliations

JAMA Neurol. Published online D@ Ccember. 26y 28R itationoadisirbutietOof this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Wonder enzyme may hold the key to
longer, healthier lives

In a surprise finding, researchers at the University of Virginia (UVA) found that the role of alcohol
dehydrogenase (ADH-1) in detoxifying the body of glycerol and glyceraldehyde - the

harmful by-products of fat that build up over time — may provide the best approach to not just extending life but aging
more healthily.

KEY CONCEPTS:

=THIS MECHANISM WAS A COMMON DENOMINATOR IN WELL DESCRIBED ANTI-AGING MECHANISMS
(AUTOPHAGY, MITOPHAGY, FASTING/CALORIC RESTRICTION, EXERCISE/HIIT, RAPAMYCIN ETC)

- PEARS AND ORANGES ARE POWERFUL ADH-1 STIMULATORS

- CONSIDER MONOGLYCERIDES FOR OMEGA-3 SUPPORT

- STANDARD AMERICAN DIET AND EXCESS ALCOHOL CONSUMPTION

LIVER PROTOCOL WITH ERCHONIA LOW LEVEL LASER THERAPY

Increased alcohol dehydrogenase 1 activity promotes longevity

Abbas Ghaddar 4
Published:February 17, 2023.
CURRENT BIOLOG

ALZHEIMER’S ETIOLOGIES ferCrioNIA

Community Educatic

Breakthrough Alzheimer's Discovery Reveals Five
Distinct Variants

The researchers were able to identify five distinct biological subtypes of the disease, distinguished by variations such as
hyperplasticity, immune activation, RNA dysregulation, choroid plexus dysfunction, and blood-bain barrier impairment. Each
variation was characterized by specific alterations in clusters of proteins related to inflammation, nerve cell growth, and other
biological processes.

Hyperplasticity seems to involve an overactive cellular growth response, leading to amyloid and tau protein buildup.
In innate immune activation, the immune system goes into overdrive, excessively attacking healthy brain tissue.
RNA dysregulation involves changes in the transport of proteins along axons that allow nerve cells to function correctly.

Choroid plexus dysfunction impacts the ventricular system of the brain, which contributes to cerebrospinal fluid production
and transfer of nutrients to the brain.

Blood-brain barrier impairment weakens the barrier protecting the brain, allowing damaging molecules to infiltrate. Unlike
hyperplasticity, this subtype features slow nerve cell growth and low amyloid production.

YOU MUST ADDRESS MULTIPLE UNDERLYING CAUSES

Open access

Published: 09 January 2024 NOT JUST AMYLOID BURDEN!
Cerebrospinal fluid proteomics in patients with Alzheimer’s disease reveals five molecular
subtypes with distinct genetic risk

rofiles .
uplication, C|t£ion or gistributioﬁ2of this material in whole or in part
Betty M. Tijms without permission of Trevor Berry, DC, DACNB is prohibited.
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Review

Reversal of cognitive decline: A novel therapeutic program

Dale E. Bredesen™? NEW VORK TIMES BESTSE] i
1 B 3 ) A MORUMERTAL wlae”
Mary S. Easton Center for Alzheimer’s Disease Research, Departn AR PO A TTER, D .
Angeles, CA 90095; e O AT oo S T
2 Buck Institute for Research on Aging, Novato, CA 94945.
ne FaT d ;
" Y4 'y
Key words: Alzheimer’s, dementia, mild cognitive impairment, neurobeh R 4 A Of

neurodegeneration, systems biology o .
Received: 9/15/14; Accepted: 9/26/14; Published: 9/27/14 r - . YO
Correspondence to: Dale E. Bredesen, MD; E-mail: dbredesen@mednet j ' Z l O l II]_ (_; I b

Copyright: Bredesen. This is an open-access article distributed under the terms of
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Abstract: This report describes a novel, comprehensive, and persc The FifST F’rogram to
underlying pathogenesis of Alzheimer’s disease, and which involves

enhancement for neurodegeneration (MEND). The first 10 patients w P reven t an d RCV prse
memory loss associated with Alzheimer’s disease (AD), amnestic mild

impairment (SCl). Nine of the 10 displayed subjective or objective impi Cognitive Decline

with the one failure being a patient with very late stage AD. Six of tll
struggling with their jobs at the time of presentation, and all were
improved performance. Improvements have been sustained, and at
one-half years from initial treatment, with sustained and marked impr
extensive trial of this therapeutic program is warranted. The resu DALE E. BREDESEN. MD
cognitive decline may be driven in large part by metabolic processes. LN, . R e
in AD to date, the results raise the possibility that such a therapeutic
that would fail as monotherapeutics may succeed as key components o

Podosnns snd Bt 0l g Ponbdoad B b lnasttd v Bsdivnma | A

l ERC IjONIA

BREDESEN HAS OVER 100 CASE STUDIES OF ALZHEIMER’S REVERSAL
IT HAS BEEN SHOWN IN OVER 250 CASES FOR REVERSAL OF COGNITIVE DECLINE IN NEUROGENERATION
THIS INCLUDES IMPROVEMENT IN PATIENTS WITH AS MUCH AS 85% HIPPOCAMPUS ATROPHY
This protocol used to be called the MEND protocol, but now is called ReCODE.
The overall goal of this protocol is to fix the following (which in turn reverses cognitive decline and helps with Alzheimer's and Dementia):
* Insulin resistance
* Inflammation/infections
* Hormone, nutrient, and trophic factor optimization
« Toxins (chemical, biological, and physical)
+ Restoration and protection of lost (or dysfunctional) synapses

Protocols like this may never reach global recognition or even FDA consideration for further evaluation. The problems with most FDA-based
studies is that they only look at one aspect of the disease - X causes Y. Unfortunately, AD is complex and there are many root causes to it.

The ReCODE protocol looks at 45 factors (metabolic markers) that have to be simultaneously optimized.

SOURCE: HapRI ARG ALBRULAI/) ﬁ%ﬁi@%@&@é% ARHAL 1 RBI8COL U1 BAfers-mend

without permission o evor Berry, D DACNB is prohibited.
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Amyloid Precursor Protein

AMYLOID: FRIEND OR FOE?

Amyloid precursor protein (APP) is naturally occurring in the brain and
depending on how it is cut (either by netrin-1 or other molecules) it can

Trophic, either turn into:

Anti-AD

Anti-trophic,
Pro-AD

sAPPg 1. Something healthy for the brain (such as sAPPo. and aCTF)
SAPP“ \ ’ / OR
<
CTFu\ /' Ag 2. Something toxic such as amyloid-beta (as well as Jcasp and C31). R

If APP is cut to produce amyloid-beta, then amyloid-beta can continue to cut
APP into more amyloid-beta plaques.

APP This creates a positive feedback loop, thus creating more and more amyloid-
beta plaques in the brain, instead of creating healthy molecules for the brain.
. g APP
This positive feedback loop

Destructive

creates a clastic (destructive)
effect on the synapses, instead of
a blastic (protective) response.

Amyloid-Beta

RECODE £ercronia

Amyloid-Beta Plaque

The dogma behind amyloid plaque (the sticky plaque that builds up in the brain of
Alzheimer's patients) as the main evil in Alzheimer's Disease (AD) is actually incorrect.

In fact, it may be protective:

* Acts as an anti-microbial
* Binds to toxins (like heavy metals)

* Protects against inflammation

If you have been shot, would you just patch up the wound and not remove the bullet?

No, you would treat the underlying problems (remove the bullet) and replace the blood
loss.

The Bredesen Protocol first targets the underlying problem.

Duplication, citation or distributioféof this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



RECODE

3 Types Of Alzheimer's Disease

There are 3 types of Alzheimer's disease described in the ReCODE protocol. You can develop one of these or a combination:

1. Inflammation

Anything that causes inflammation to the brain (low chronic inflammation can do this as well) can contribute to Alzheimer's Disease (AD):

¢ AGEs

*  ApoE4 (and ApoE3)

* Diet High in Lectins

¢ Imbalances in fatty acids (omegas)

¢ Infections

¢ Insulin Resistance

¢ Leaky Gut or Leaky Blood Brain Barrier

¢ Neuroinflammation

¢ Toxins (incl metals)

Priming of glial cells

%é m )
S ;\ =
Mlcroglla Astrocytes
Increased expression of
pro-inflammatory cytokines
¢ % —
©p % )/Pr
TNF-a IL-1p & IL-18  IL-6
Activation of granulocytes,
monocytes/macrophages,
NK and T cells
Neurodegeneration -
7 Cellular pathway
Humoral pathway i
Psychiatric
disorders_}  Neuroinflammation %§ Neural pathway

Immune insult
to Brain

Trauma
Infection
Toxic Metabolites

Nuclear and Cytosolic Proteins

Reduced expression
of pro-inflammatory
cytokines by glial
cells

Immune insult to
systemic circulation

1l
w ©
s =

)X’ Priming of M1
(classical) Macrophages
and Monocytes

RECODE

3 Types Of Alzheimer's Disease

There are 3 types of Alzheimer's disease described in the ReCODE protocol. You can develop one of these or a combination:

1.5 Glycotoxic

Glycotoxicity comes form an imbalance of glucose/insulin usage in the brain.

The pancreas produces Insulin-Degrading Enzyme (IDE, the enzyme that breaks down
insulin) to break down amyloid beta.

If IDE is used up by a diet too high in sugar (like someone with insulin resistance), then
there is none left to break down amyloid beta.

This type of AD is called 1.5 because it is a combination of AD 1, inflammation and AD

2, trophic loss.

For example, having high amounts of glucose in the blood creates inflammation, and
having improper usage of insulin, degrades insulin's ability to act as a neurotrophic
(brain growth) promoter.

Duplication, citation or distributiofgf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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3 Types Of Alzheimer's Disease

There are 3 types of Alzheimer's disease described in the ReCODE protocol. You can develop one of these or a combination:

2. Metabolic/Trophins Loss

This type of AD is usually caused by imbalances in the endocrine system (hormones) and
nutrient depletion, as well as neurotrophic loss (brain breaking down faster than it can regrow).

This includes:
* Apok4
¢ Hormone Imbalances (Vitamin D, Sex and Neuro Steroids, Thyroid)
e Insulin Resistance
e Methylation Problems
e Mitochondrial Damage
e Neurotrophic Loss (atrophy in brain)

59
* Nutrient Depletion

RECODE (xcionn
3 Types Of Alzheimer's Disease

There are 3 types of Alzheimer's disease described in the ReCODE protocol. You can develop one of these or a combination:

3. Toxins

The toxin/infectious type of AD is more environmental and can be caused by:

¢ APOE4 (more common)

* Biotoxins

* Heavy Metals (including amalgams)

¢ Hormonal Imbalances

* HPA-Axis Imbalances

¢ Infections (such as mold, Lyme, HSV, active EBV, oral/nasal/gut dysbiosis)

* Low Zinc/high copper ratio

* Psychiatric disorders (correlation)

+  Toxins (including haptens, pesticiide! R&UIH S PHR) @hGIRURidiIoAR! dhiszg)aterial in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Dr. Bredesen articulates six different categories of the root causes of
Alzheimer’s. Most patients have more than one category of root cause and
there are dozens of biomarkers that can be tested. These categories include:

« Type 1 Inflammation: there are elevated markers of chronic inflammation
such as tumor necrosis factor alpha and cardiac reactive protein

+ Type 1.5 Glycotoxic: there is evidence of insulin resistance or high glucose

+ Type 2 Atrophic: there is evidence of hormone deficiencies such as sex,
adrenal, nutrient deficiencies such as folate, B12 or insufficient oxygen at
night from sleep apnea.

+ Type 3 Toxic: there is evidence of higher levels of chronic toxins including
mold, indoor / outdoor air pollutants, chemicals, metals and/or chronic
infections including herpesviruses and tick borne infections

« Type 4 Vascular: there is evidence of strokes, vascular disease or mini
strokes at the capillary level caused by hypercoagulation

« Type 5 Traumatic Brain Injury: there is evidence of prior traumatic brain
injury often from previously unappreciated major or mini-concussions which
result in wounds that do not heal wett

RECODE

Testing/Biomarkers * Complement Cda g e (estine)
Blood tests (Optimal Range): o <2830 ng/ml ©  70-90 mg/dL

Albumin/Globulin Ratio (A:G Ratio) «  Copper ¢  Glutathione

o =18 o 90-110 meg/dL o 5-5.5 micromolar

© >4.5 (albumin) Copper:Zinc Ratio (also look at * HbAIC

ceruloplasmin < 30) o <5.6%

Alpha-MSH o 0812

o 35-81 pg/ml ¢ HDL

. ¢ Cortisol (morning) o >50

o 10-18 meg/dL

Arsenic * HLA-DR/DQ
o <7 mcg/L * DHEA o negative
o 350-430 (women) mcg/dL
Cadmium o Hs-CRP
o <2.5mcg/L o 400-500 (men) meg/dL o =09ng/dL
e Calcium e Estradiol (Estrogen) o 1I1-6
o 8.5-10.5 mg/dl o 50-250 pg/ml o <3pg/ml
Cholesterol * Folate

L e S . o ) Insulin (fasting)
Duplication, citation or distributiof2of this material in whole or in part

S >0 without permissionof TYevoP&BHy, DC, DACNB is prohibited. © =45 microlU/ml
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Testing/Biomarkers

LDL-p
o 700-1000

Lead

o <2 mcg/dL

Leptin
o 0.5-13.8 ng/mL (male)

o 1.1-27.5 ng/mL (female)

Mercury
o <5 mcg/L

MMPY9
o 85-332ng/mL

Omega 6:3 Ratio
o 05-30

¢ Osmolality

o 280-300 mosmol

¢ Oxidized LDL
o <60 U/

* Pregnenolone

o 50-100 ng/dL

¢ Progesterone

o 1-20 ng/ml

¢ Potassium

o 45-55mBEq/L

¢ RBC Magnesium
o 5.2-6.5 mg/dL

¢ RBC Thiamine Pyrophosphate

o 100-150 ng/ml

63

RECODE

e sdLDL
o <20 mg/dL

¢ Selenium

o 110-150 ng/ml

e T3
o 3.2-42 pg/ml (free)

o <20 ng/dL(reverse)

e T4
o 1.3-1.8 ng/dL (free)

e TSH

o <2 microlU/ml

¢ Testosterone

o 500-1000 ng/dL (total)

o 6.5-15 ng/dL (free)

AN

(& uni on

Testing/Biomarkers

* TGF-f1
o0 <2380 pg/ml

¢ TNF-alpha

o =<6pg/ml

e Triglycerides
o <150

e Vasopressin

o 1.0-13.3 pg/ml

* VEGF
o 31-86 pg/mL

e VIP
o 23-63 pg/mL

e Vitamin B6

o 60-100 mecg/L

Vitamin B12 (MMA test can

complement, but isn't a replacement)

o 500-1500 pg/ml

Vitamin C

o 1.3-2.5mg/dL

Vitamin D

o 50-80 ng/ml

Vitamin E (as Alpha-Tocopherol)
o 12-20 mcg/ml

Zinc

o 90-110 meg/mL

Suggested testing for leaky gut, leaky
brain, and food sensitivities:

VIBRANT

WHEAT ZOOMER OR
INTESTINAL PERMEABILITY
PANEL

NEURAL ZOOMER PLUS

FOOD SENSITIVITIES
1&2

*  Cyrex Array 2 - leaky gut

e Cyrex Array 3/4 - food sensitivities and gluten intolerance

e Cyrex Array 5 - autoantibodies

Duplication, citation or distributiofi4of this material in whole or in part . .
without permission of Trevor Berry, DC, DACNB(%"ﬁ?‘b‘”ﬁf‘f&rﬁil - leaky blood brain barrier
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Testing/Biomarkers

Infections can travel to the brain (via a leaky For mitochondrial function testing, use an organic acids test or look at 8-oxo-dg.
brain) through the nose, vagus nerve, or eye such as: VIBRANT ORGANIC ACIDS TEST

*  Aspergillus A urine culture should be free of mycotoxins. VIBRANT MYCOTOXINS TEST
e CIRS All microbiomes shouldn't have dysbiosis or infections. VIBRANT GUT ZOOMER 3.0

o Imaging can be done with:

* Gingivitis

*  PET (FDG-PET, Amyloid PET, or Tau PET)
e Lyme (Borrelia)

e MRI with volumetrics (Neuroreader or NeuroQuant).
e HSV

Body mass index (BMI) should be 18-25; waistline < 35 inches (women) or < 40 inches

e Syphilis (neurosyphhilus) (men).

This can also cause meningitis. Here are some cognitive tests:

VIBRANT ¢ MMSE (Mini-Mental State Examination)

NEURAL ZOOMER PLUS *  MoCA (Montreal Cognitive Assessment) - A normal MoCA score is 26 to 30

MYCOTOXIN OR LYME PANELS ¢ SAGE (Self-Administered Gerocognitive Examination)

CIRS PANEL 65
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Genetics

Watch inflammation source:

The major epigenetic tripwire!

ApoE4 (epsilon 4) is the most common genetic variable for predicting Alzheimer's.
What does ApoE4 do?

* Reduces the clearance of amyloid-beta plaques

* Regulates over 1,700 different genes (1/20 of human genome)

e Shuts down the gene that makes SirT1, which helps with gene regulation (resveratrol would help this)
e Activates NF-xB, the Lynch pin of inflammation (Turmeric and Omega 3’s would help this)

ApoE4 (14% of the population) is the worst, followed by ApoE3 (78 %), then ApoE2 (8%).

It's also a good idea to check any mutations or polymorphisms in

APP, PS1, PS2, CD33; TREMZ, CRT and NERET:
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Infections

Treatment - Cholestyramine
Treatment is different for everyone, but simply

goes like this: Guggul

Treat MARCON:S if positive.
1. Fixing the underlying cause (infections, ) ) ° Manganese
toxin exposure, chronic inflammation) Inactivate/excrete pathogens using:
* NRF2 Activation
e IV glutathione

2. Changing lifestyle to increase neurotrophic

factors and proper autophagy * RestoredLife
e Intranasal VIP

3. Using diet and treatments to restore biomes Vasoactive Intestinal Peptide o Sauna
and insulin sensitivity in the brain/body Helps optimize other hormones
. * Vitamin B6
4. thlmlzlng ho.rmm.le‘s and‘ other ¢ Cruciferous foods (more listed in
biomarkers using bioidentical hormones, diet) . .
supplements, and herbs T ¢ Vitamin C
Here are some other useful tools to help «  Welchol
remove infections or toxins:
o Activ harcoal e Zinc picolinate
DR. BERRY CONSIDERATIONS:
" Alpha lipoic acid ARGENTYN SILVER
) VIRAGRAPHIS/ANDROGRAPHIS
BIOCIDIN/LAURICIDIN-MONOLAURIN
+ Chlorell CELL CORE PRODUCTS

o7 ERCHONIA LLLT

RECODE AN

Life Style Psychological:

These are lifestyle requirements for the ReCODE protocol that * Keep stress low (for reduced atrophy) SEE

help reverse AD: ADRENAL SECTION
Sleep: Oral Hygiene:
¢ 8 hours of sleep/night (also going to bed before midnight) ¢ Brush and fl il
SEE NEW SLEEP STUDIES

¢ Coconut pulling

¢ No blue light at night < (ERCHONIA LLLT)

¢ No EMFs at night

Brain Stimulation:

¢ Do brain training games (SEE DR. BERRY APP LIST)

e Exercise (EWOT, HIIT, COMPLEX MOVEMENTS)

¢ Increase neurotrophic factors (BDNF and NGF, but I
recommend CNTF, GDNF, CDNF and MANF as well)

FAST, HIIT, BACOPA, LOW LEVEL LASER THERAPY
Duplication, citation or distributiofgof this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Diet (Ketoflex 12/3)

The ReCODE diet, called "Ketoflex 12/3", consists of being in ketosis, eating high amounts of
fiber, eating within a 12 hour window, and stop eating at least 3 hours before bed.

The goals:

* Increases ketone bodies (acetoacetate, beta-hydroxybutyrate, and acetone) and BDNF

* MCT oil (caprylic acid is the strongest form) is a must for ApoE4 until insulin sensitivity is restored,
then must switch to MUFAs (like avocado) and PUFAs predominantly (such as olive oil)

* Lots of uncooked veggies
e Fasting 12 hours/day
e Stop eating 3 hours before bed

* Increase insulin sensitivity

69

RECODE ERc_!r-}!'omA

Diet (Ketoflex 12/3) SUGGESTED FOODS LIST:

¢ Tea (oolong, black, and green)

Eat frequently: e Jicama
< Avocados . . ¢ Wild-caught fish (SMASH fish such
¢ Kimchi as salmon, mackerel, anchovies,
sardines, and herring)
e Artichokes » Leafy greens (such as kale spinach, and
lettuce) Eat less frequently:
*  Beets
* Leeks ¢ Coffee (such as super coffee)
e Cilantro
*  Lemons ¢ Grass-fed beef

¢ Cruciferous vegetables (such as

cauliflower, broccoli/broccoli *  Mushrooms ¢ Legumes (such as peas and beans)
sprouts, various types of cabbage,
kale, radishes, Brussels sprouts,

turnips, watercress, kohlrabi, * Oliveoil * Nightshades (such as eggplant,
rutabaga, arugula, horseradish, peppers, and tomatoes)

maca, rapini, daikon, wasabi, and ¢ Onions

bok choy) ¢ Nontropical fruits (low glycemic, such

¢ Pasture raised eggs as berries)

¢ Dandelions

« Resistant starches (such as sweet potatoes, ¢ Pasture raised chicken

e Garlic rutabagas, parsnips, and green bananas)
e Starchy veggies (such as corn, peas,
*  Ginger o Saurkraut squasttl‘, bl;t sweet potatoes are an
exception
¢ Grapefruit Duplitatifa¥fefion or distributiofoof this material in whole or jn Rifhe (1 glass/wk)

without permission of Trevor Berry, DC, DACNB is prohibited.
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Diet (Ketoflex 12/3):

Avoid:

* Dairy (occasional cheese or plain yogurt is
okay, I recommend A2-based dairy)

Some important notes about the diet:

¢ Avoid overheating foods (as it creates
AGEs)

* Fish is good, but don't do too much

. ) ) ) meat.
e Fruits (high glycemic ones especially)

* Remove all inflammatory lectins. R

e Gluten
] e If you do eat fruits, make sure they
* Grains are higher in fiber and not as juice.
* High mercury fish (such as tuna, shark, and  Include lots good fats in your diet
swordfish) (such as avocados, olive oil, MCT oils
like_caprylic acid, and if non-lectin
e Processed foods sensitive then nuts and seeds oils are
okay)
e Sugar and simple carbs (including breads,
wheats, rice, cookies, cakes, candies, sodas, e Use digestive enzymes

etc)
71
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MicroBiome (RUN GUT ZOOMER 3.0) Insulin Resistance

Include probiotics and prebiotics: Here are some supplements recommended for

decreasing insulin resistance:
e B.lactis (fermented dairy)

e Alpha lipoic acid
e B.longum (fermented veggies and dairy)

¢ Berberine
e L. acidophillus (fermented dairy)

¢ Chromium picolinate
e L. brevis (sauerkraut and pickles)

e Cinnamon
e L. plantarum (kimchi, sauerkraut and fermented veggies)

¢ Magnesium Glycinate
¢ Probiomax

¢ Magnesium Threonate
e S. boulardii

¢ Metformin (drug)
If you have any infections with biofilms, you must take care of those

as well (may use Bactroban/Mupirocin, SinuClenz, or Xlear).

e Zinc picolinate
For the nasal microbiome:

¢ Kimchi juice + nasal swab

Duplication, citation or distributio2f this material in whole or in part

* Restoredlife without permission of Trevor Berry, DC, DACNB is prohibited.
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RECODE ERCH'ON.!IA

wnity Ed

Supplements on the ReCODE program that help with cognition and inflammation:

¢ ALCAR
Herbs on the ReCODE program that help with
¢ (Citicoline cognition and inflammation:
e Coffee fruit extract * Ashwagandha
 DHA/EPA (fish oil or krill oil) * Bacopa
* Nicotinamide riboside (combines well with resveratrol) *  Gotu Kola
«  Pantothenic acid (use B6/B12/folate if homocysteine > 6) *  Guduchi
« PQQ e Guggul (or activated charcoal)

pyrroloquinoline quinone supports CoQ10

'Y 1 e P>
¢ Resveratrol Lion's Mane

e Ubiquinol * Rhodiola

e Vitamin B1 e Skullcap

e Vitamin C » Triphala (Amalaki + Haritaki + Bibhitaki)
e Vitamin D Also, pro-resolving mediators (like SPM Active),

such as resolvins, protectins, and maresins will
also help against inflammation.
e Vitamin E

MAGTEIN (Mg L Threonate) 73
¢ Vitamin K2

RECODE ERCI"-?[ON.!IA

. . Increase NGF *  Optimize all metals
Mechanism Of Action
¢ Increase microglial clearance of A +  Optimize cholinergic

neurotransmission

. R ¢ Increase netrin-1
Here are all the functions that the ReCODE protocol aims

to accomplish: o ¢ Optimize cortisol
¢ Increase neprilysin

e Increase a-cleavage

¢ Increase PPAR-y ¢ Optimize detoxification
e Increase ADNP
¢ Increase phagocytosis index e Optimize DHEA

e Increase autophagy

* Increase PP2A e Optimize E2:P (estradiol to

* Improve axoplasmic transport ) progesterone) ratio
e Increase resolvins

e Increase BDNF

o Increase SirT1 e Optimize estradiol

e Increase cAMP
¢ Increase synaptoblastic signaling e Optimize free T3

¢ Increase GABA

¢ Increase telomere length «  Optimize free T4

e Increase glutathione

e Improve vascularization L .
¢ Optimize insulin secretion

¢ Increase IDE and signalin
e Increase VIP M8 ¢

¢ Increase insulin sensitivit
Y Duplication, citation @r djﬁ@i@ég@%@ﬁiq)@%}gﬂiﬁ&g\ whole or in parte  Optimize leptin
AC

¢ Improve LTP without permission of Trevor Berry, DC, is prohibited.
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Mechanism Of Action +  Roduce y-cleavags

¢ Optimize mitochondrial function and biogenesis «  Reduce glial scarring

o timize pregnenolon: .
Optimize pregnenolone * Reduce homocysteine

. o . .
Optimize progesterone e Reduce inflammation

¢ Optimize stem-cell-mediated brain repair «  Reduce mTOR activation

e Optimize synaptic components
e Reduce NF-2B

¢ Optimize testosterone
e Reduce phospho-tau

¢ Optimize TSH
e Reduce oxidative damage and optimize ROS

e Reduce amyloid-beta oligomerization
* Reduce synaptoclastic signaling

e Reduce APPf-cleavage

* Reduce caspase-6 cleavage ONE OTHER CONSIDERATION THAT
HA% BEEN UTILIZED BY HIS TEAM...

¢ Reduce caspase-3 cleavage

LOW LEVEL LASER THERAPY AND

DEMENTIA

J Lasers Med Sci. 2020 autumn; 11(Suppl 1): S16-S22.
Published online 2020 Dec 30. doi: 10.34172/jlms.2020.S3

PMCID: PMC7956031
PMID: 33995964

Therapeutic Potential of Photobiomodulation In Alzheimer’s Disease: A Systematic Review
Fabrizio dos Santos Cardoso, 1 Rodrigo Alvaro Brand&o Lopes Martins, 2 and Sérgio Gomes da Silva 1, 3
Results: The studies showed that photobiomodulation is able to reduce inflammatory response,
oxidative stress and apoptotic effects generated by amyloid beta (Ap) and restore mitochondrial
function and cognitive behavior.

Conclusion: Taken together, these results indicate that

photobiomodulation may be a useful tool for treating AD.
Chin Med J (Engl). 2021 Mar 20; 134(6): 634-645.

Published online 2020 Dec 21. doi: 10.1097/CM9.0000000000001301

PMCID: PMC7990011
PMID: 33507006

Light therapy: a new option for neurodegenerative diseases

Yu-Lu Liu,1 Si-Yi Gong,1 Shu-Ting Xia,2 Ya-Li Wang,3 Hao Peng,4 Yun Shen,1 and Chun-Feng Liu2,5

Therefore, LT represents an attractive therapeutic approach for
further investigation in Neurodegeneration (ND). LT is an
effective physical form of therapy and a new direction for
research into treatmjemasofomsm%eof this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.
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Results

By the end of this study, both groups showed significant improvements in Hb level, Montreal Cognitive Assessment Scale (MoCa — B
basic), Quality-of-Life for Alzheimer’s Disease scale, and Berg Balance scale scores along with significant reduction in body mass index

(BMI) and waist—hip ratio (WHR) (P<0.0001).The experimental group which
received active low-level laser in addition to moderate-
intensity aerobic exercise showed more significant
results compared to the control group which received
placebo low-level laser in addition to moderate-intensity
aerobic exercise in all the measured outcomes (P<0.001).

TX: 12 WEEKS 3X/WEEK 2X/DAY
Int J Gen Med. 2021; 14: 141-152.

Published online 2021 Jan 14. doi: 10.2147/IJGM.S280559

PMCID: PMC7813463
PMID: 33469351

Impact of Combined Photo-Biomodulation and Aerobic Exercise on
Cognitive Function and Quality-of-Life in Elderly Alzheimer Patients
with Anemia: A Randomized Clinical Trial

Ebtesam N Nagy,1 Ahmed Y Ali,2, ”

Low-level laser therapy for beta amyloid toxicity in rat hippocampus.
Lu'Y, Wang R, Dong Y, Tucker D, Zhao N, Ahmed ME, Zhu L, Liu TC, Cohen RM, Zhang Q. 78

Neurobiol Aging. 2017 Jan;49:165-182. doi: 10.1016/j.neurobiolaging.2016.10.003. Epub 2016 Oct 11.

Shining light on the head: Photobiomodulation for brain disorders.
Hamblin MR.
BBA Clin. 2016 Oct 1;6:113-124. eCollection 2016 Dec. Review.

Cerebral Perfusion Enhancing Interventions: A New Strateqgy for the Prevention of Alzheimer

Dementia.
de la Torre JC.
Brain Pathol. 2016 Sep;26(5):618-31. doi: 10.1111/bpa.12405.

Low-Level Laser Therapy to the Bone Marrow Ameliorates Neurodegenerative Disease
Progression in a Mouse Model of Alzheimer's Disease: A Minireview.

Oron A, Oron U.

Photomed Laser Surg. 2016 Dec;34(12):627-630. doi: 10.1089/ph0.2015.4072. Epub 2016 Jun 13.

The effects of transcranial LED therapy (TCLT) on cerebral blood flow in the elderly women.
Salgado AS, Zangaro RA, Parreira RB, Kerppers Il.
Lasers Med Sci. 2015 Jan;30(1):339-46. doi: 10.1007/s10103-014-1669-2. Epub 2014 Oct 3.

Low-level laser therapy ameliorates disease progression in a mouse model of Alzheimer's
disease.

Farfara D, Tuby H, Trudler D, Doron-Mandel E, Maltz L, Vassar RJ, Frenkel D, Oron U.

J Mol Neurosci. 2015 Feb;55(2):430-6. doi: 10.1007/s12031-014-0354-z. Epub 2014 Jul 4.

Mitochondrial respiration as a target for neuroprotection and cognitive enhancement.
Gonzalez-Lima F, Barksdale BR, Rojas JC.
Biochem Pharmacol. 2014 Apr 15;88(4):584-93. doi: 10.1016/j.bcp.2013.11.010. Epub 2013 Dec 4. Review.
Duplication, citation or distribution of this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Low-level laser therapy rescues dendrite atrophy via upregulating BDNF expression:
implications for Alzheimer's disease.

Meng C, He Z, Xing D.
J Neurosci. 2013 Aug 14;33(33):13505-17. doi: 10.1523/JNEUROSCI.0918-13.2013.
PMID: 23946409 Free Article

Photobiomodulation by low-power laser irradiation attenuates Ap-induced cell apoptosis
through the Akt/GSK3p/B-catenin pathway.

Liang J, Liu L, Xing D.
Free Radic Biol Med. 2012 Oct 1;53(7):1459-67. doi: 10.1016/j.freeradbiomed.2012.08.003. Epub 2012 Aug 11.

670 nm laser light and EGCG complementarily reduce amyloid-f3 aggregates in human

neuroblastoma cells: basis for treatment of Alzheimer's disease?

Sommer AP, Bieschke J, Friedrich RP, Zhu D, Wanker EE, Fecht HJ, Mereles D, Hunstein W.
Photomed Laser Surg. 2012 Jan;30(1):54-60. doi: 10.1089/pho.2011.3073. Epub 2011 Oct 26.
PMID: 22029866

[The role of biological sciences in understanding the genesis and a new therapeutic approach

to Alzheimer's disease].

Tegowska E, Wosinska A.
Postepy Hig Med Dosw (Online). 2011 Feb 17;65:73-92. Review. Polish.
PMID: 21357996 Free Article

Low enerqgy laser light (632.8 nm) suppresses amyloid-B peptide-induced oxidative and

inflammatory responses in astrocytes.

Yang X, Askarova S, Sheng W, Chen JK, Sun AY, Sun GY, Yao G, Lee JC.
Neuroscience. 2010 Dec 15;171(3):859-68. doi: 10.1016/j.neuroscience.2010.09.025. Epub 2010 Sep 25.

LOW LEVEL LASER THERAPY AND

DEMENTIA #ERCHENIA

Introduction
Several recent studies in animal models of Alzheimer's and Parkinson's disease have reported

that low-level near infrared light (NIr) therapy not only mitigates the
behavioral deficits associated with these conditions but also has

neuroprotective effects, slowing the underlying death of neurons.
Current clinical therapies for both diseases do not achieve a comparable slowing of
degeneration and neuroprotection, though they do relieve motor signs in Parkinson's disease
and, to a lesser extent, the cognitive, and memory deficits in Alzheimer's disease. In this
review, we consider the evidence for neuroprotection by NIr in animal models
of these diseases, the putative mechanisms by which NIr may work to protect
cells against insult, the safety of NIr therapy and finally, the potential effective
use of NIr therapy in patients. First, we provide an overview of Alzheimer's and
Parkinson's disease and current treatment options for these conditions.

Duplication, citation or distributioB0f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



NEURODEGENERATICN SUPPORT

PARAMETERS frzcions

HOW LONG SHOULD THE PATIENT IMPLEMENT LIFESTYLE AND TREATMENT
PARAMETERS IN NEURODEGENERATIVE CONDITIONS TO SEE CHANGES?

A: 6 MONTHS

DIET, LIFESTYLE, NUTRITIONAL SUPPORT AND OTHER RECOMMENDATIONS OF THE
BREDESEN PROTOCOL SHOULD BE IMPLEMENTED FOR 6 MONTHS BEFORE DECIDING IF
THEY WILL BE A VIABLE SOLUTION FOR THE PATIENT.

THIS TIMEFRAME SHOULD ALSO BE CONSIDERED FOR FOOD ELIMINATION PROTOCOLS.

HOW LONG SHOULD SUPPLEMENTS/MEDICATIONS BE TAKEN FOR SHIFTS IN
MICRONUTRIENT AND CHEMISTRY PROFILE CHANGES?

A: 3 MONTHS MINIMUM *

HOW MANY IN-OFFICE LASER AND BRAIN BASED TREATMENTS SHOULD BE
UTILIZED TO SEE IF ANY OBJECTIVE AND SUBJECTIVE MARKERS IMPROVE (TO ANY
DEGREE)?

A: 12 VISITS MINIMUM (OVER A 4-6 WEEK PERIOD)

OPTIMAL WAVELENGTHS,
ENERGY AND FREQUENCIES feRcHona

The Universe Doesn't
Speak English.

It Speaks Frequency.




OPTIMAL WAVELENGTHS fCrcrionia

nunity

LASER ENERGY
FUELS THE
MITOCHONDRIA

WHAT IS THE IMPORTANCE OF
MITOCHONDRIA?

The human body is fueled by trillions of microscopic powerhouses called
mitochondria. Present in almost every cell in our bodies, these tiny but mighty,
energy-producing structures generate the energy we need to survive

Mitochondria produce 90% of the energy (ATP) our body needs to function and
play a pivotal role in cell life andegell death.

HOW IMPORTANT ARE THE

MITOCHONDRIA? FERchioniA
SEPTEMBER 20, 2023

Exploring the mind-mitochondria connection

Picard winces a little whenever the book calls mitochondria the "powerhouses of the cell"

Picard is a leading proponent of mitochondrial psychobiology (a phrase he coined), an emerging field that
examines how psychological states like stress influence mitochondrial functions, which in turn influence mental
and physical health."The powerhouse analogy is outdated and one-dimensional and can impede science by
limiting researchers' perceptions of what mitochondria can do," says Picard, associate professor of behavioral
medicine in nsvchiatrv and neuroloav.

Among other roles, mitochondria are now known to trigger cell death when
needed, synthesize all circulating steroid hormones related to
reproduction, and command the nucleus to turn on or turn off genes.

"It makes more sense to think of mitochondria as the information processors of the cell," he says.
"They are equipped with a surprisingly wide variety of receptors to sense what's going on in the cell, they integrate
all this information, and they then tell the nucleus and other organelles what to do to maintain the health of the
organism."

What keeps people healthy may come down to what keeps their mitochondria healthy, Picard speculates.
"The reason we have a heart and lungs is oxygen delivery," he says. "And what needs oxygen?
Mitochondria, of course. You could argue that over the eons, mitochondria built an infrastructure—the
human body—to feed themselves."

Open Access
Published: 10 August 2023
catlo C|tat|on or distributiofi‘of this materi 1 in whole orin

Brain mitochondrial dlver51 petwerkorganization prediet apxieldi e behavior in male mice



MITOCHONDRIA AND AGING  /Zcionis

Mitochondrial Dysfunction May Be a Cause of Age-
Related Cognitive Impairment

Previous studies have found that brains lose synapses as they age, and the researchers saw this pattern in their non-human

primate model, too. But when they looked at the synapses that remained, they found eVidence Of a
breakdown in coordination between the size of boutons and the
mitochondria they contained.

By viewing the violation of the ultrastructural size principle and mitO Chondria'rEIate d
failures as the key to age-related cognitive

impairment .y ushers in a new era for aging research.

.
Front. Aging Neurosci., 12 Apl‘ll 2 023
Sec. Neurocognitive Aging and Behavior

Volume 15 - 2023 | S: i.org,

Violation of the ultrastructural size principle in the dorsolateral prefrontal cortex underlies
working memory impairment in the aged common marmoset (Callithrix jacchus)

Courtney Glavis-Bloom1*t

ALZHEIMER’S CAUSES /o

KU Doctor Wins Big Grant to Pursue New
Alzheimer’s Theory auc 31,2022

A local physician who has spent decades pursuing an alternative theory for the cause
of Alzheimer’s has gotten crucial affirmation — a chunk of the $4 million Oskar
Fischer Prize.

Swerdlow, who was awarded $300,000, is hoping to
move Alzheimer’s research in a direction he’s been

studying since the 1980s. He has long posited
that mitochondria are at the heart, and
cause, of Alzheimer’s disease. mitochondria are

membrane-bound parts of cells that generate most of the chemical
energy needed to power cells’ biochemical reactions.

Duplication, citation or distributioféof this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



WHAT PRODUCES THE ATP IN THE

MITOCHONDRIA? fercrionia

—— Outer mitochondrial
membrane

Cytosol / Inter

Inner mitochondrial
membrane:
Site of ETC

Matrix

LOCATION OF ELECTRON TRANSPORT 4
EACH COMPLEX (1-4) OF THE ELECTRON TRANSPORT CHAIN PLAYS A
CRUCIAL ROLE IN PRODUCTION OF ATP. IF ONE OR MORE OF THE
COMPLEXES ARE INHIBITED, ATP WILL BE LIMITED.

Electron transport chain

N 104 ) YIYINIRT
, - FADH, N\ I /\2 electrons
NADH NAD*'+ H* s 2H*+120, H,0
Complex | Complex Il Complex Il Complex IV
Q Ubiquinone (coenzyme Q)
s Proton path (pumped into the cell)
8—>7 Electron path

© Encyclopasdia Britannica, Inc.

WHAT DISEASES ARE AFFECTED
BY THE MITOCHONDRIA?

-
Skeletal Muscle &
Movement Disordars

~

Metabolic Disorders &
Diabete:

Neurologic Disorders &
Autism

Renal Diseases

J

Mitochondrial Cnew~~]

[ Dystrophies | Cancer
Aging ] (Cd! diac Diseases

Neurodeganarative ]

Diseases

Vascular Diseases &
Atherosclero

Pulmonary &
Respiratory Disorders

Duplication, citation or distributiof€of this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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THERE MUST BE INTEGRITY OF ALL COMPLEXES FOR MITOCHONDRIAL FUNCTION

H+ H+ H+ Intermembrane space

NADH \ FAD H2

+H* .
NAD Pi ATP
Ho
Complex | Complex Il Complex I Complex IV Complex V
NADH Succinate dehydrogenase  Ubiquinol cytochrome Cytochrome C oxidase ATP synthase
dehydrogenase C oxidoreductase
4 Subunits 11 Subunits 13 Subunits
47 Subunits 0 mtDNA/4 nDNA 1 mtDNA/10 nDNA 3 mtDNA/10 nDNA 17 Subunits
7 mtDNA/40 nDNA 2 mtDNA/15 nDNA

89

WHICH COMPLEXES ARE NEEDED

FOR MITOCHONDRIAL COUPLING...f&cHon

GPx, Prx3,

Mitochondrial matrix

| / | IMM
(A W/ \
\ / \ |
\_ /q N4
o, \ . .
Intermembrane space OZMD» H202
OMM

GPx, catalase

Hzo e i H202
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C wnity Education

Mol Nutr Food Res
2008 Jul;52(7):780-8. doi: 10.1002/mnfr.200700075.

Medication-induced mitochondrial damage and disease

John Neustadt 1, Steve R Pieczenik

Table 1. Signs, symptoms and diseases associated with mitochondrial dysfunction [29]

Organ system Possible symptom or disease

Muscles Hypotonia, weakness, cramping, muscle pain, ptosis, opthalmoplegia

Brain Developmental delay, mental retardation, autism, dementia, seizures, neuropsychiatric disturbances,
atypical cerebral palsy, atypical migraines, stroke, and stroke-like events

Nerves Neuropathic pain and weakness (which may be intermittent), acute and chronic inflammatory demyelinating

polyneuropathy, absent deep tendon reflexes, neuropathic gastrointestinal problems (gastroesophageal
reflux, constipation, bowel pseudo-obstruction), fainting, absent or excessive sweating, aberrant tempera-
ture regulation

Kidneys Proximal renal tubular dysfunction (Fanconi syndrome); possible loss of protein (amino acids), magnesium,
phosphorus, calcium, and other electrolytes
Heart Cardiac conduction defects (heart blocks), cardiomyopathy
Liver Hypoglycemia, gluconeogenic defects, nonalcoholic liver failure
Eyes Optic neuropathy and retinitis pigmentosa
Ears Sensorineural hearing loss, aminoglycoside sensitivity
Pancreas Diabetes and exocrine pancreatic failure
Systemic Failure to gain weight, short stature, fatigue, respiratory problems including intermittent air hunger.
91
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Community Education

2008 Jul;52(7):780-8. doi: 10.1002/mnfr.200700075.
Medication-induced mitochondrial damage and disease

Table 5. Medications documented to induce mitochondrial damage [10, 35, 63—90]

John Neustadt 1, Steve R Pieczenik
Drugclass Drugs

Alcoholism medications Disulfiram (Antabuse®)

Analgesic (for pain) and anti-inflammatory ~ Aspirin, acetaminophen (Tylenol), diclofenac (Voltaren®, Voltarol®, Diclon®, Dicloflex®
Difen and Cataflam®), fenoprofen (Nalfon®), indomethacin (Indecin®, Indocid®, Indochron
E-R® Indocin-SR®), Naproxen (Aleve®, Naprosyn®)

Anesthetics Bupivacaine, lidocaine, propofol

Angina medications Perhexiline, amiodarone (Cordarone®), Diethylaminoethoxyhexesterol (DEAEH)

Antiarrhythmic (regulates heartbeat) Amiodarone (Cordarone)

Antibiotics Tetracycline, antimycin A

Antidepressants Amitriptyline (Lentizol), amoxapine (Asendis), citalopram (Cipramil), fluoxetine (Prozac,
Symbyax, Sarafem, Fontex, Foxetin, Ladose, Fluctin, Prodep, Fludac, Oxetin, Seronil,
Lovan)

Antipsychotics Chlorpromazine, fluphenazine, haloperidol, risperidone, quetiapine, clozapine, olanza-
pine

Anxiety medications Alprazolam (Xanax®), diazepam (valium, diastat)

Barbiturates Amobarbital (Amytal®), aprobarbital, butabarbital, butalbital (Fiorinal®, hexobarbital

(Sombulex®), methylphenobarbital (Mebaral®), pentobarbital (Nembutal®), phenobarbital
(Luminal®), primidone, propofol, secobarbital (Seconal®), Talbutal®), thiobarbital
Cholesterol medications Statins — atorvastatin (Lipitor®, Torvast®), fluvastatin (Lescol®), lovastatin (Mevacor®,
Altocor®), pitavastatin (Livalo®, Pitava®), pravastatin (Pravachol®, Selektine®, Lipostat®),
rosuvastatin (Crestor®), simvastatin (Zocor®, Lipex®) bile acids — cholestyramine (Ques-
tran®), clofibrate (Atromid-S®), ciprofibrate (Modalim®), colestipol (Colestid®), colesevelam

(Welchol®)

Cancer (chemotherapy) medications Mitomycin C, profiromycin, adriamycin (also called doxorubicin and hydroxydaunorubicin
and included in the following chemotherapeutic regimens — ABVD, CHOP, and FAC)

Dementia Tacrine (Cognex®),Galantamine (Reminyl®)

Diabetes medications Metformin (Fortamet®, Glucophage®, Glucophage XR, Riomet "), troglitazone, rosiglita-
zone, buformin )

HIV/AIDS medications AtriplaO, Combivir®, Emtriva®, Epivir® (abacavir sulfate), EpzicomO, Hivid® (ddC, zalcita-

bine), Retrovir® (AZT, ZDV, zidovudine), Trizivir®, Truvada®, Videx® (ddl, didanosine),
Videx® EC, Viread®, Zerit® (d4T, stavudine), Ziagen®, Racivir®

Epilepsy/Seizure medications Valproic acid (Depacon®, Depakene®, Depakene syrup, Depakote®, depakote ER,
depakote sprinkle, divalproex sodium)
Mood stabilizers Lithium

Parkinson's disease medications

without permission of Trevor Berry, DC, DACNB is prohibited.
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Abstract

Background: Mitochondria play essential roles in regulating cellular functions. Some
drug treatments and molecular interventions have been reported to have off-target
effects damaging mitochondria and causing severe side effects. The development of
a database for the management of mitochondrial toxicity-related molecules and their
targets is important for further analyses.

Results: To correlate chemical, biological and mechanistic information on clinically rel-

evant mitochondria-related toxicity, a comprehensive mitochondrial toxicity database
(MitoTox) was developed. MitoTox is an electronic repository that integrates compre-
hensive information about mitochondria-related toxins and their targets. Information
and data related to mitochondrial toxicity originate from various sources, including sci-
entific journals and other electronic databases. These resources were manually verified
and extracted into MitoTox. The database currently contains over 1400 small-molecule
compounds, 870 mitochondrial targets, and more than 4100 mitochondrial toxin-tar-
get associations. Each MitoTox data record contains over 30 fields, including biochemi-
cal properties, therapeutic classification, target proteins, toxicological data, mechanistic
information, clinical side effects, and references.

Conclusions: MitoTox provides a fully searchable database with links to references
and other databases. Potential applications of MitoTox include toxicity classification,
prediction, reference and education. MitoT8x is available online at http//www.mitotox.

org.

MITOCHONDRIAL CONDITIONS

Table 1 Examples of mitochondrial toxicity-related drugs in MitoTox

Indication Drug Name Mechanismof  Status Toxicity t,, (h)? Protein LDy, (rat)*
mitochondrial binding
toxicity (%)*
Antidiabetic  Troglitazone Inhibition of ETC ~ Withdrawn, Hepatotox- 16-34 >9%% 1.9768 mol/
2000 icity kg
Rosiglita- Inhibition of ETC ~ Approved, Cardiotox-  3-4 99.8% 24515 mol/
zone investiga- icity kg
tional
Pioglitazone  Inhibition of ETC  Approved, Cardiotox- ~ 3-7/16-24  >99% 2.0115 mol/
investiga- icity kg
tional
Ciglitazone  Inhibition of ETC  Discontin- NA NA NA NA
ued
Darglitazone Inhibition of ETC  Discontin- NA NA NA NA
ued
Muraglitazar Inhibition of ETC  Discontin- ~ NA NA NA NA
ued
Metformin  Inhibition of Approved Lactic 6.2 >90% 1000 mg/kg
complex [; acidosis
uncoupling;
impaired TCA
cycle
Anticancer  Doxorubicin  Increased ROS; Approved Cardiotox-  20-48 74-76% 21.8 mgrkg
mtDNA adduct; icity
iron overload
Cisplatin Inhibition of Approved Nephrotox-  03-0.7 >90% 2.7612 mol/
Complex | icity kg
Hyperlipi- Fenofibrate  Inhibition of Approved Hepatotox- 20 ~9%% >2000 mg/
demia complex | icity kg
Clofibrate Inhibition of Approved Hepatotox-  18-22 95-97% 940 markg
complex | icity
Ciprofibrate  Inhibition of Approved Hepatotox-  NA NA NA
Dugsiieeleidn, citation or distribi§tib84of this material in whole or in part
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nunit

Psycho- Valproic acid Inhibition of TCA  Approved Comaand 9-16 90% 670 mg/kg
tropic cycle res-
piratory
depres-
sion
Clozapine Inhibition of the ~ Approved Metabolic 8 97% 3.0838 mol/
ETC syndrome kg
Fluoxetine Uncoupler Approved CNS, Gl 1-3 days 94.5% 26048 mol/
effects kg
Nefazodone Inhibition of Withdrawn  Hepatotox- 2-4 >99% 2.9067 mol/
Complex | and icity kg
complex IV
Analgesic Acetami- Oxidative stress Approved Hepatotox- 1-4 25% 1944 mg/kg
nophen icity
Aspirin mPTP potentia- Approved Cardiotoxic-  0.25 99.5% 920-
tion ity, Gl 1480 mg/
effects kg
Diclofenac  Inhibition of Approved Nephrotox- 2 >9%% 3.6447 mol/
ETCand ATP icity kg
synthase
Antibacterial Imipenem Oxidative stress Approved Nephrotox-  1.3-5.1 20% 1.8089 mol/
icity kg
Chloram- Depletion of iron  Approved  Aplastic 15-35 50-60% 2500 mg/kg
phenicol anemia
Antiviral Zidovudine  mtDNA replica- Approved Myopathy  0.5-2.9 30-38% NA
tion (inhibit
mtDNA
polymerase-y) 95

MITOCHONDRIAL DAMAGE frcrionin

nunity Ed

> Chem Biol Interact. 2012 Jul 30;

oi: 10.1016/j.¢bi.20

006. Epub 2012 May 28

Inhibition of mitochondrial complex I by various
non-steroidal anti-inflammatory drugs and its
protection by quercetin via a coenzyme Q-like action

Cristian Sandoval-Acufia ', Camilo Lopez-Alarcén, Margarita E Aliaga, Hernan Speisky

Affiliations + expand
PMID: 22652335 DOI: 10.1016/j.¢bi.2012

A major objective of the present study
was to investigate whether in vitro the

Abstract

Mitochondrial dysfunction plays a major role in the development of oxidative stress and
totoxicity induced by teroidal ant drugs (NSAIDs). A major objective of the
present study was to investigate whether in vitro the NSAIDs, aspirin, indomethacin, diclofenac,
piroxicam and ibuprofen, which feature different chemical structures, are able to inhibit
mitochondrial complex I. All NSAIDs were effective inhibitors when added both, directly to

: H H isolated from rat (50 M) or to Caco-2 cells (250 uM). In the
which feature different chemical former system, complex | inhibition was and to

and reversion by the addition of coenzyme Q (32.5-520 uM). Based on reports suggesting a
structures

potential gastro-protective activity of quercetin, the ability of this flavonoid to protect isolated
mitochondria against NSAIDs-induced complex | inhibition was evaluated. Low micromolar
concentrations of quercetin (1-20 M) protected against such inhibition, in a concentration
dependent manner. In the case of aspirin, quercetin (5 uM) increased the IC50 by 10-fold. In
addition, the present study shows that quercetin (5-10 M) can behave as a “coenzyme Q-mimetic”
molecule, allowing a normal electron flow along the whole electron transporting chain
(complexes I, Il lll and IV]. The exposed findings reveal that complex | inhibition is a common
deleterious effect of NSAIDs at the mitochondrial level, and that such effect is, for all tested
agents, susceptible to be prevented by quercetin. Data provided here supports the contention
that the protective action of quercetin resides on its, here for first time-shown, ability to behave
as a coenzyme Q-like molecule.

Copyright © 2012 Eisevier Ireland Ltd. Al ights reserved.
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The brain is highly dependent on ATP and SR T A
most cell energy is obtained through Inhibition of mitochondrial respiratory chain in the
oxidative phosphorylation, a process brain of rats after hepatic failure induced by
requiring the action of various respiratory e

enzyme complexes located in a special Gt L Gongaes uan Daten
structure of the inner mitochondrial ——

membrane PMID: 21203802 DO: 10.1
Abstract

-x. Epub 2011 Jan 4

Gabrie C Ramos, Natalia Rochi,

Juliana F Daufenbach, nias, Milena

elli Scaini, Emilio L Streck

Hepatic encephalopathy is an important cause of morbidity and mortality in patients with severe
hepatic failure. This disease is dlinically characterized by a large variety of symptoms including
motor symptoms, cognitive deficits, as well as changes in the level of alertness up to hepatic
coma. Acetaminophen is frequently used in animals to produce an experimental model to study
the mechanisms involved in the progression of hepatic disease. The brain is highly dependent on
ATP and most cell energy is obtained through oxidative phosphorylation, a process requiring the
action of various respiratory enzyme complexes located in a special structure of the inner
mitochondrial membrane. In this context, the authors evaluated the activities of mitochondrial
respiratory chain complexes in the brain of rats submitted to acute administration of
acetaminophen and treated with the combination of N-acetylcysteine (NAC) plus deferoxamine
(DFX) or taurine. These results showed that acetaminophen administration inhibited the activities
of complexes | and IV in cerebral cortex and that the treatment with NAC plus DFX or taurine was
not able to reverse this inhibition. The authors did not observe any effect of acetaminophen
administration on complexes Il and Ill activities in any of the structures studied. The participation
of oxidative stress has been in the hepatic en and it is well known that
the electron transport chain itself is vulnerable to damage by reactive oxygen species. Since there
was no effect of NAC + DFX, the effect of acetaminophen was likely to be due to something else
than oxidative stress.

MITOCHONDRIAL DAMAGE
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Beyond base excision repair: an evolving picture of
mitochondrial DNA repair

Kathrin Allkanjari' and © Robert A. Baldock?
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Unlike other organelles, mitochondria contain
their own DNA (mtD NA) and must either be —_— 8““55 Mitachondria are highly specialised organelies required for key cellutar processes inchud
H H ATP production mlmm cellular respiration and controlling cell death via apoptosis. Unllke

tolerated or corrected to preserve mitochondrial ofhr organales, mitochonciiacontan the own DNA ganorne which ancoxes both protsin

. and RNA required for cellular respiration. Each cell may contain hundreds to thousands of
function. Gopies of the mitochondrial genome, which is essential for normal callufar function - dovia
tion of mitochondrial DNA (mtDNA) copy number is associated with cellular ageing and dis-
aase. Furthermore, mtDNA lesions can arise from both endogenous or exogenous sources
and must either be tolerated or comrected to praserve mitochondrial function. Importantly,
replication of damaged mtDNA can lead to stalling and Introduction of mutations or genetic
loss, mitochondria have adapted mechanisms to repair damaged DNA. These mechanisms %
rely on nuclear-ancoded DNA rapair proteins that are translocated into the mitochondria.
Despite the presence of many known nuclear DNA repair proteins being found in the mi-
tochondrial proteome, it remains 1o be established which DNA repair mechanisms are
functional in mammalian mitochondria. Here, we summarise the existing and emerging
research, alongside examining proteomic evidence, demonstrating that mtDNA damage
can be repaired using Base Excision Repair (BER), Homologous Recombination (HR) and =
Microhomology-mediated End Joining (MMEJ). crmcany. these repair mechanisms do not &
operate inisolation and evidence for interplay associated with >
replication is discussed. Importantly, characterising non-canonical functions of key proteins.
and understanding nw nespoks pathways used to tolerate, repair or bypass DNA damage
will be fully the causes of genome mutations.
and mitochondrial dyslunmlm

Introduction
Mitochondria are highly specialised and dynamic organelles required for
cesses inc ATP generation via oxidative phosphorylation du respir
trol of pwmmm cell death by apoptosis (reviewed in [1]). Unlike e Toasoudin organelles,
mitochondria contain their own 16.5 kb circular DNA genome (often referred to as mitochondrial
DNA or mtDNA) comprising 37 genes which in turn encode 13 peptiddes required for the respira
tory chain complexes (I-1V) and ATP synthase [2]. A farther 22 transfer RNAs and 2 ribosomal
" RNAs enable protein synthesis of these proteins within the mitochondria [3]. Compartmentalised in

amental cellular pro.

and the con

Howsod 20 Soptonbur 22 the mitochondrial matrix, each cell is estimated to contain hundreds to thousands of copies of the

ochondrial genome dependent on the cell type and between cight and ten copies per mitochon

on [3]. This genetic material is chustered and organised into distinct nucleoid structures marked

et by association with factor A (TFAM) and several other

DNA d proteins [45]. Mi nucleoids are associated with the inner mitochon.

14 October 2024 drial membrane and support mDNA packaging, replication and mediate signalling (reviewed in [6])
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MITOCHONDRIAL DAMAGE

Mitochondrial disorders comprise a
molecular and clinically diverse group of
diseases that are associated with
mitochondrial dysfunction leading to multi-
organ disease.

FLAVIN MONONUCLEOTIDE (FMN) IS A
COMPONENT OF COMPLEX |, WHEREAS
FLAVIN ADENINE DINUCLEOTIDE (F4D) IS
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ARTICLE INFO ABSTRACT
Kepwors: Mitochondrial disorders comprise a molecular and clinically diverse group of diseases that are associated with
Mitoctonarta mitochondrial dysfunction leading lo mulli-organ discase. With recent advances in molecular

4 growing lis of mitochondsial disorders has ben
ochondrial disorders have I

limited mainly

treatment modalities currently o

1. Introduction

Primary mitochondrial disorders represent an expanding group of
clinically heterogeneous diseases that are assoclated with mitochon-
drial dysfunction due to underlying mutations In mitochondrial DNA
(mDNA) or nuclear encoded mitochondrial genes. mtDNA codes for 13
subunits of the oxidative phosphorylation (OXPHOS) complexes, 22
transfer RNAS (tRNA), and 2 ribosomal RNAs (rRNA). Therefore, mu-
tations In mDNA affect OXPHOS complexes production or mitochon:
drial translational machinery. The majority of mitochondrial proteins
are encoded by nuclear genes, Including most of the subunits of
OXPHOS complexes, and other proteins Involved tn OXPHOS complexes
assembly, mtDNA matntenance, mIDNA genes expression, mitochon.
drfal fission and fusion, in addition (o several cofactors required for
proper function [1,2], tmportant for
energy production through OXPHOS complexes, energy failure con.
tributes to multl-organ Involvement usually seen in mitochondrial dis
orders. Mitochondria also carry ofher blological functions, Including
calelum homeostasis, steroid synthests, and apoptosis and these also
likely contribute to the pathophysiology in various mitochondrial dis-
orders [1,3).

“The advent of deep, high-throughout, In-parallel DNA sequencing
technologles has enabled a better understanding of the bases and

at: Department of Molecular and Human Genetics, Baylor
77

Scaglia)
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ased in mitochondrial disorders, focusing on recent and ongoing clinical triads.

mechanisms of a growing st of mitochondrial disorders. In a recent
nosology of inborn errors of metabolism, 244 well-characterized dis-
orders are listed under the category of mitochondrial disorders of en-
ergy metabolism (hitp://www.lembase. org/ lem-nost

on 4/18/2020) [4). Furthermore, a recently published multicenter
epidemiological study has provided Invaluable data on the natural
history of mitochondial disorders [5] that could lay the foundation for
planning randomized clinical trials.

Treatment of mitochondrial disorders has been challenging though.
‘These challenges stem from the ublquitous nature of mitochondria,
genetic complexity with dual genome control, the presence of hetero.
plasmy assoctated with most varants in mDNA, and the heterogeneous
clinfcal presentations associated with multt-organ Involvement in var
fous mitochondrial disorders [6]. Therapeutic approaches have been
mostly limited {0 symplom specific therapies and supportive measures
including treatment of catabolic stress and infections, exercise, and the
use of vitamins, cofactors, and antioxidants (7,61,

Recently, the number of preciinical and clinical trials in mitochon
drial disorders has been Increasing. These efforts will open venues for
more specific and effective treatment modalities for mitochondrial
disorders. In this review, various therapeutic modalities currently used
or trialed In different mitochondrial disorders are presented, With a
focus on recent and ongolng clinical trials.

College of Medlicine and Texas Children's Hospital, Mark Wallace Tower, Suife
%, USA
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PRESENT IN COMPLEX 1 tion due to the Coulombic repulsion with the additional $
negative charges distributed over Fe/S clusters. In the donor
electronic state (the initial state), the donor tunneling orbital
is mostly localized on the donor with an energy at ~3 eV
higher than the bridge valence band in the middle of the band
gap together with other occupied d orbitals of the donor.
Similarly, in the acceptor state (the final state), the acceptor
Violet and Blue light target Flavoproteins

(flavin means blue light-absorbing).
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Increase in <--H+/e- ratio of the cytochrome c
oxidase reaction in mitochondria irradiated with
helium-neon laser
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WHY LOW LEVEL LASER THERAFY AND

NOT OTHER LIGHT DEVICES

Molecular absorption
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Body is transparent. : Almost transparent. : Strongly absorbed Almost transparent

since quantum

penetrated by radiation absorption rotates
in this range from local : molecules and :
radio and TV stations : contributes heating, :

electron jumps to
higher levels. Not
enough energy to

energies so high
that atoms can't
absorb and remain
intact. lonizes.

ionize.
Stronger absorption
‘| vibrates molecules.
Physiological effect
is heating since it

is putting molecules
into vibrational
motion.

and other forms of : but no effects
communication. : distinguishable from :
! heating. :

To have a physiological effect, the energy of
the radiation must be absorbed. To be absorbed,
there must be quantum energy level pairs which
match the photon energy of the radiation. If these
energy level pairs are not available in a given
frequency range, then the material will be
transparent to that radiation.

Very strongly
absorbed by
electron jumps.
Doesn't penetrate
skin. Upper end
can ionize.

WHY LOW LEVEL LASER THERAPY AND
NOT OTHER LIGHT DEVICES

SHORTER WAVELENGTHS = HIGHER ENERGY (WHY WE LIKE 405, 532 AND 635 NM)
ENERGY DOES NOT EQUAL POWER!
LONGER WAVELENGTHS COOK WATER => HUMAN CELLS
SUPER SHORT WAVELENGTHS THROW VALENCE ELECTRONS = IONIZING RADIATION
VISIBLE LIGHT SPECTRUM UP TO 680NM = GOLDILOCKS EFFECT/PHOTOCHEMISTRY

WOULD YOU STICK YOUR HEAD INA HOW LONG CAN YOU SUNBURN OR
MICROWAVE? STICK YOUR HEAD IN AN X-RAY??

CLASS 3-4 LASERS/EMF 5G

ERCHONIA

Community Education

Photon Energy is measured in
Electron Volt (eV)

A PHOTON IS THE SMALLEST
PARTICLE OF LIGHT. EACH HAS A
CERTAIN ENERGY CALLED eV

The shorter the wavelength, the higher
the Electron Volt (V)

/ /
VISIBLE LIGHT

+ 405nm = 3.06 eV
+ 532nm =2.33 eV
+ 63bnm =1.95eV

+ 830nm =1.49 eV

405 nm has 70% more energy per photon
than 830nm

Gradient

I . Y - 1
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OPTIMAL WAVELENGTHS
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IH,E_,__ELECTRON TRANSPORT CHAIN
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n=2 34eV

IR WAVELENGTHS ONLY PROVIDE 1.5
EV WHICH DOES NOT REACH THE
MINIMUM NEEDED TO RAISE
ELECTRONS TO HIGHER ORBITS (1.7)

136 eV

Visible light transitions .+
of the hydrogen alom _,
" shells or
" “orbits”
of electron

n=1

OPTIMAL WAVELENGTHS

Exciting
Electrons

* For a photon to be absorbed, the
energy (Ev) of the photon must match
the difference between the energy (eV)
between the obits of electrons in order
to move to higher state.

* Energy Levels of all atoms:

To allow electrons to move to higher
orbit the wavelength must be between

380nm to 683nm

AVOID TOO SHORT EX. XRAYS OR
LONGER ASSOCIATED WITH HIGHER POWER
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CALCIUM EXCITOTOXICITY?
= PROTEIN MISFOLDS,
MITOCHONDRIAL DAMAGE
AND CELL APOPTOSIS!
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INTRODUCING THE NEW GVL!  #frcionia

GVL

THE FIRST & ONLY

LASER
FDA CLEARED SEPTEMBER 2022: /

CHRONIC NECK AND SHOULDER PAIN

The most energetic laser in the world.

109
© 2022 Erchonia Corporation

EV VS POWER frchonia

IN SUMMARY, IT DOESN'T MATTER HOW MUCH POWER YOU CRANK UP
WITH A LASER (WATTS). ENERGY (ELECTRON VOLT) IS NOT DEPENDENT
ON POWER, IT IS DEPENDENT ON WAVELENGTH (NANOMETERS)!
THE SHORTER THE WAVELENGTH, THE MORE ENERGY AND THE MORE
YOU CAN EXCITE THE ELECTRONS TO DONATE ENERGY
(RED 1 ORBIT, GREEN 2 ORBITS, VIOLET 3 ORBITS)

MAKING THE NEW GVL THE HIGHEST
ENERGY DEVICE ON THE MARKET

BY ADDING MORE POWER TO LONGER WAVELENGTHS YOU ARE
MERELY HEATING THE WATER MOLECULES PRIMARILY AT THE SURFACE
LAYERS CAUSING HEAT.

THIS IS WHY THESE DEVICES ONLY HAVE FDA 510K MARKET
CLEARANCE AS A MEDICAL HEAT LAMP
VS
PHOTOCHEMICAL REACTIONS PROVIDED BY ERCHONIA'S VISIBLE
WAVELENGTHS AND THESE WAVELENGTHS ARE NOT POWER

Duplication, citation ym%@fﬂal in whole or in part
without permission of Trev h , DACNB is prohibited.



THE MITOCHONDRIAL SOLUTION... Zchonia

TREATING THE
ELECTRON
TRANSPORT CHAIN
WITH ERCHONIA

LASER

GOOD: RED DIODES
BETTER: RED PLUS VIOLET
BEST: RED, VIOLET AND GREEN

WHICH LASER SHOULD | GET...  #fchionia

GOOD: A SINGLE ERCHONIA
HAND HELD LASER. TARGET
THE EVRL IF SO.

BETTER: THE BASE STATION OR BASE
STATION BUILD UP. “THE TRIDENT”
1 XLRS8, 1 EVRL, 1 GVL

BEST: STACK HAND HELDS WITH
FX SCANNING LASERS. DO A
RENTAL PROGRAM WITH ONE OF
THE BASE STATION DEVICES TO
PAY FOR BOTH THE FX AND BASE

> citation or distributiot1f this material in Whﬁm-lp-)LpN!

Sion of Trevor Berry, DC, DACNB is prohibited.




LASER PROFIT CENTER IDEA ERCHONIA

BASE STATION RENTAL:

XLR8 $300/WEEK, EVRL $400/WEEK
OR GVL $500/WEEK N
= COVERS YOUR COSTTO  }
PAY OFF A BASE STATION

AND FX LASER PURCHASE!
GET ONE OF EACH FOR YOUR
BASE STATION © 2022 rchonia Corporatin

FX635 FX405

’be K 01 i’?“

{ER HONIA
2T I N B

CLINICAL CONSIDERATIONS... frcrionia

© 2022 Erchonia Corporation|

RENTAL

Fixing the ETC.

1. The GVL is used in office to
upregulate the initial ETC
complex's (1-3).

2. Then the doctor rents out the
XLR8 (more affordable device)
so the patient can upregulate
complex 4 at home.

BASE STATION RENTAL PROGRAM IS A MUST FOR CLINICIANS!

ASK YOUR LOCAL REP FCR THE FORMS AND WEBINARS
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CLINICAL CONSIDERATIONS... fcrcron

Example 1: NSAIDS are linked to inhibition of Complex 1. if
the doctor is aware the patient commonly consumes
NSAIDS, they should use the EVRL or GVL prior to the XLR8

BASESTATION

> Chem BiolInteract, 2012 Jul 30;139(11:13-25. do: 10,1016/, 2012.05.006. Epub 2012 May 28,

Inhibition of mitochondrial complex I by various
non-steroidal anti-inflammatory drugs and its

ThIS aIIows Doctors to be Doctors and diagnose protection by quercetin via a coenzyme Q-like action
based on the condition and the possible underlaying . : -
health issues.

o

Abstract

Each complex (1-4) of the electron transport chain
plays a crucial role in production of ATP. if one or
more of the complexes are inhibited, atp will be
limited.

Complex1 & 1T
ViolstBlus Light

o e000n
0000

= @

Example 2: If the patient is young athlete that is injured.
Then red laser only would be suitable.

Example 3: If doctor is treating infection, the EVRL would be
best due to the antimicrobial properties of the violet and
the immune boasting properties of the red laser.

NADH  NAD* FADH;  FAD
heel e

[areeva0se @) — wo]xe

L J

THE IMPORTANCE OF —
MITOCHONDRIA G

J Neurosci Res
2017 Oct;95(10):2025-2029. doi: 10.1002/jnr.24042. Epub 2017 Mar 16.

Mitochondrial biogenesis in neurodegeneration

P Andy Li 1, Xiaolin Hou 1 2, Shaocai Hao 13

Abstract

Mitochondria play a key role in energy production, calcium homeostasis, cell survival, and death. Adverse stimulations including
neurodegenerative diseases may result in mitochondrial dynamic imbalance, free radical production, calcium accumulation, intrinsic

cell death pathway activation and eventually cell death. Therefore, preserving or promoting mitochondrial function
is a potential therapeutic target for the treatment of neurodegenerative disorders. Mitochondrial
biogenesis is a process by which new mitochondria are produced from existing mitochondria. This biogenesis process is regulated by
Peroxisome proliferator-activated receptor-gamma (PPARY) coactivator-1alpha (PGC-1a). Once being activated by either phosphorylation or
de-acetylation, PGC-1a activates nuclear respiratory factor 1 and 2 (NRF1 and NRF2), and subsequently mitochondrial transcription factor A
(Tfam). The activation of this PGC-1a - NRF -Tfam pathway leads to synthesis of mitochondrial DNA and proteins and generation of new
mitochondria.

Stem Cells Dev
2017 May 15;26(10):762-775. doi: 10.1089/scd.2016.0332. Epub 2017 Mar 27.

Low-Level Laser Effect on Proliferation, Migration, and Antiapoptosis of

Mesenchymal Stem Cells

The mechanism of the effects included proliferation rate increase mediated by increased S phase proportion; mitochondrial biogenesis
and function alteration mediated by fusion (Mfn1, Mfn2, and Opa-1) and fission (Fis1, Drp-1, and MTP18)-related proteins, NRF1, TFAM,
PGC-1a, and upregulated intracellular ROS and NO concentration; migration acceleration through the ERK1/2 and FAK pathway and
upregulation of growth factors such as HGF and PDGF; and resistance to apoptosis with increased Bcl-2 and decreased Bax, or through
tunneling nanotube formation between LLL-treated MSCs and 5-fluorouracil-induced apoptotic MSCs. These observations suggested that LLLs

enhanced stem cell survival and therdpeRiieatiaRticha e SUaitupLPdNE BRIRAB DV pIerEdimétt in the application of MSCs.
without permission of Trevor Berry, DC, DACNB is prohibited.



MITOCHONDRIAL CONDITIONS  /coon

Mol Neurobiol Comntpty, sducaton
. 2020 Jul;57(7):2959-2980. doi: 10.1007/s12035-020-01926-1. Epub 2020 May 22.

The Role of Mitochondria in Neurodegenerative Diseases: the
Lesson from Alzheimer's Disease and Parkinson's Disease

Giacomo Monzio Compagnoni 1 23, Alessio Di Fonzo 4, Stefania Corti 4 5, Giacomo P Comi 4 5, Nereo Bresolin 4 5, Eliezer Masliah 6

Abstract

Although the pathogenesis of neurodegenerative diseases is still widely unclear, various mechanisms have been proposed and several pieces
of evidence are supportive for an important role of mitochondrial dysfunction. The present review provides a comprehensive and up-to-
date overview about the role of mitochondria in the two most common neurodegenerative disorders: Alzheimer's disease (AD) and

Parkinson's disease (PD). Mitochondrial involvement in AD is supported by clinical features like reduced glucose and oxygen
brain metabolism and by numerous microscopic and molecular findings, including altered mitochondrial morphology,

impaired respiratory chain function, and altered mitochondrial DNA. rurthermore,
amyloid pathology and mitochondrial dysfunction seem to be bi-directionally correlated. Mitochondria have
an even more remarkable role in PD. Several hints show that
respiratory chain activity, in particular complex |, is impaired

II"I the d lsease. Mitochondrial DNA alterations, involving deletions, point mutations, depletion, and altered maintenance,
have been described. Mutations in genes directly implicated in mitochondrial functioning (like Parkin and PINK1) are responsible for rare
genetic forms of the disease. A close connection between alpha-synuclein accumulation and mitochondrial dysfunction has been observed.
However, the presented data strongly support the hypothesis that whatever the initial cause of neurodegeneration
is, mitochondrial impairment has a critical role in mainfaining and fostering the neurodegenerative process.

CHAT GPT OPEN Al AT

Community Educatic

WHICH MICRONUTRIENTS EFFECT THE MITOCHONDRIAL COMPLEXES 1 THROUGH
4

ChatGPT

Mitochondrial complexes 1through 4, also known as respiratory chain complexes, are
crucial components of the electron transport chain (ETC) within mitochondria. Several
micronutrients play significant roles in supporting the function and activity of these

complexes:

=

. Coenzyme Q10 (CoQ10): Vital for the function of complex | (NADH-ubiquinone
oxidoreductase) and complex Il (succinate dehydrogenase) in the electron transport
chain. CoQ10 serves as an electron carrier between complex I/1l and complex I

(cytochrome bc1 complex).

N

. Riboflavin (Vitamin B2): Acts as a precursor to flavin adenine dinucleotide (FAD), an
essential component of complex Il (succinate dehydrogenase). FAD is a prosthetic

group required for the enzymatic activity of this complex.

w

. Iron: Essential for the structure and function of complex | and complex lll, asitis a
component of iron-sulfur clusters within these complexes.

N

. Copper: Required for the proper functioning of complex IV (cytochrome c oxidase).
Copper is a cofactor in the active site of this complex, facilitating the final step of

electron transfer to oxygen in the electron transport chain.

[$)]

. Nicotinamide adenine dinucleotide (NAD+): While not a micronutrient itself, NAD+ is
derived from vitamin B3 (niacin). NAD+ serves as an electron carrier in the electron
transport chain, and its reduction to NADH occurs in complex | during the transfer of

electrons from NADH to ubiquinone.

(o]

. Cytochrome c: Though not a micronutrient, it's a heme protein involved in electron
transfer between complexes Ill and IV.

. Alpha-lipoic Réi@liGasiRRxRilAtIaN esdistriRr e AEdhsinaiarialirnyhaig or in part
atahntier 1 i Without permission of Treyor Berry, DG, DACNB is prohibited.
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MITOCHONDRIA AND NiE

(STUDY WAS LIMITED TO COMPLEXES 1&4)

In summary, the strongest support for a
role for complex | and/or IV deficits, is
in the pathophysiology of PD and

A

« Small number of studies with small sample sizes
MDD « Region-specific heterogeneity
* Moderate effects in complex |, small effects in complex IV

+ Small sample sizes
BPD + Region-specific heterogeneity
* Moderate effects in complex I, small effects in complex IV

+ Small sample sizes
Sz + Region-specific heterogeneity
* Moderate effects in complex | and IV

« Large number of studies with large sample sizes
AD « Tissue-specific heterogeneity (low in blood, high in brain)
« Strong effects in complex | and IV

« Large number of studies
PD « No heterogeneity
« Strong effects in complex | and IV

* Most robust effects
AGING -+ No heterogeneity
« Strongest effects in complex | and IV

THIS STUDY ONLY ANA

NEURODEGENERATION AND

ropsychopharmacology

REVIEW ARTICLE

URODEGENERATION

ERCHONIA
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www.nature.com/app
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Multivariate meta-analyses of mitochondrial complex I and IV
in major depressive disorder, bipolar disorder, schizophrenia,
Alzheimer disease, and Parkinson disease

L Holper ', D Ben-Shachar® and 1) Mann'

« NDU)

cox)

oxidase, c
have been impiicated in the pathophysiology of major peychiatric disorders, such as major depressive disorder (MDD), bipolar

disorder (BD), and (52), as well as in

disease (PD). We conducted meta-analyses comy

isorders, such as Alzheimer disease (AD) and Parkinson

ing complex | and IV in each disorder MDD, BD, 5, AD, and PD, as well as in

paris
normal aging. The electronic databases Pubmed, EMBASE, CENTRAL, and Google Scholar, were searched for studies published
between 1980 and 2018. Of 2049 screened studies, 125 articles were eligible for the meta-analyses. Complex | and IV were assessed
in peripheral bood, muscle biopsy,or postmorter bran at the level of enzyme activiy or subunits. Separate meta analyses of

sizes for similar abrormality patterns in the expression of complex |

with SZ in frontal cortex, cerebellum and striatum, whereas evidence for complex IV alterations was low. By contrast, the
neurodegenerative disorders, AD and PD, showed strong effect sizes for shared deficits in complex | and IV, such as in peripheral
blood, frontal cortex, cerebellum, and substantia nigra. Beyond the diseased state, there was an age-related robust deciine in both

iplexes 1 and V. | for a role for complex | and/or IV deficits, is in the pathophysiology of PD and

AD, and evidence is less robust for MDD, BD, of SZ.

.1038/541

(2019) 44:837-849;

ION
Mu«mnam» aldysunction s implcated i the pathophysoloay of

ric. disorders, s jor depressive_disorder
(MDD 138 tupolav isorder B0 [1] o s(hlchmema (52) [3], as
well a5 neur nerative disorders, such as Alzheimer disease

(AD) [4] and Parkinson disease (PD) [4]. Mitochondria are
intracellularorganelles that produce adenosine triphasphate
(ATP), the main source of cellular energy. Impaired mitochondrial
funcilon resuk In decressed ATP procuction, impaked bocner.
i 151. Pr
TP the elctrons extracted from mrients e ansperted song
the electron transport chain (ETC) and the energy released is
directed into a transmembrane proton.
Research has identified two enzymes of the ETC located at the

inner mitochondrial membrane as being particular impaired in
these five disorders MDD, BD, SZ, AD, and PD. The first enzyme,
complex | (NADH dehydrogenase, NDU) consists of 45 subunits,
seven of which are encoded by mitachondrial DNA (mtDNA) and
the remaining subunits by nudlear DNA (nDNA). Complex | s one
of the entry enzymes of cellular respiration or oxidative
phosphorylation in the mitochondrion. It is also the largest
multimeric enzyme complex of the ETC and is a major contributor
10 the generation of the proton gradient across the mitochondrial
inner membrane, which drives ATP production. The second
enzyme of interest, complex IV (cytochrome-c-oxidase, COX)

consists of 13 subunits, three of which are encoded by MIDNA,
the remainder by nDNA. Complex IV catalyzes the final step in the
mitochondrial ETC and, due to its rate-limiting role in this
oxidative process [6], has been proposed as a key markers of
mitochondrial function [7]. Numerous excellent reviews [1-4] have
discussed the details of impaiments in both complex | and IV
enzyme activities and subunit assembly within each of the above
mentioned disorders. A meta-analysis summarizing the findings
across these disorders coukd not be found in the fiterature. The
remaining complexes Il (succinate dehydrogenase), il (cyto-
chrome c reductase) and V (ATP synthase) either have not been
studied, or they have been studied to a much smaller degree in
these five disorders, compared with complex | and IV, and thus
there are too few data for a meta-analysis.

‘We chose these five disorders MDD, 8D, SZ, AD, and PD not only
because of the potential common mitochondrial dysfunction, but
also based on their clinical similarities. Though regarded as
different disorders in major classification systems like DSM and
ICD, there is also overlap in dlinical symptoms. Depression is found
in mood disorders, but i also frequent in schizophrenia and both
AD and PD [8, 9]. Psychotic symptoms are observed in MDD and
BD, as well as SZ ((DSM-V-TR), [10]. Although, Alzheimer's and
Parkinson's diseases have distinct brain histopathology, both are
age-related neurodegenerative conditions characterized by mem-
ory loss and depression and have some commonality in molecular

“Drveson of Molsculae

Neuropsthology, Columbia Universty and New Yark Stste

it nitie, New Yok, NY, USA and ‘Laboraory of Psychobaclogy,

Deartment of Poychistry, Rombsr Health Care Camus, Rappeport Faculty of Medicine, Techoion IT, Hatl, brsel

Contespondence: L Holper (holperssiniphys ethe.ch)

cocived: 7 March 2018 Reviscd: 26 April 2018 Accepted: 7 May 2018
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ED COMPLEXES 1 AND 4

WAVELENGTHS

Ischemial/reperfusion injury
Parkinson’s disease, Alzheimer’s
disease, neurodegenerative
diseases, and other age-related
degenerative changes.

Two mitochondrial electron-transfer complexes
are major sources of ROS:

Oxidative damage to either of these
complexes would be expected to inhibit electron
transport

Suscepribility of mitochondrial electron-transport complexes to oxidative
damage. Focus on cytochrome c oxidase

ERCHONIA

nunity Educat

VIOLET AND

GREEN

material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.

COMPLEXES



MITCCHHONDRIA AND

NEURODEGENERATION  fErcrion

CNS neuroscience & Therapeutics i -
\ = 77

NEURODEGENERATIVE DISEASES

MITOCHONDRIA AND P
NEURODEGENERATION

SUMMARY OF MITOCHONDRIAL ETC COMPLEXES, COMMON
NEURODEGENERATIVE DISEASES AND ERCHONIA WAVELENGTHS:

ALPHA SYNUCLEIN DISEASES INCLUDING PARKINSON’S, LEWY BODY DEMENTIA AND MULTIPLE SYSTEM ATROPHY (MSA):
ETC COMPLEX 1 = VIOLET

TAU HYPERPHOSPHORYLATION DISEASES INCLUDING ALZHEIMER’S, FRONTOTEMPORAL DEMENTIA, PICK DISEASE, PROGRESSIVE
SUPRANUCLEAR PALSY (PSP) AND CORTICOBASAL ATROPHY

mSOD1 IN AMYOTROPHIC LATERAL SCL;F:/(I)Z:_::ALS) AND ALZHEIMER’S : {
ALZHEIMER'S DISEASE: ETC’S 1,3 & 4 (VIOLET-GREEN-
RED) STACK ALL 3 ERCHONIA WAVELENGTHS

PARKINSON'’S DISEASE: ETC’S 1 &4 (VIOLET-RED) FX 405 OR EVRL

HUNTINGTON’S DISEASE: ETC’S 2, 3 & 4 (VIOLET-GREEN-RED) STACK ALL 3 ERCHONIA
WAVELENGTHS

ALS: ALL 4 COMPLEXES SO USE ALL 3 ERCHONIA DIODES
AGING: ETC’S 1,2 & 4 (VIOLET-RED) FX 405 OR EVRL

DEFAULT TO MASTER BRAIN RROF QG QISR EACHCLNREEXON USING 1-10-40-60

without permission of Trevor Berry, DC, DACNB is prohibited.



THE HEALTHCARE PROVIDER SHOULD MAKE EVERY ATTEMPT TO SUPPORT
COMPLEX NEUROLOGICAL CASES WITH INDIVIDUALIZED CARE. FOR
EXAMPLE, ALZHEIMER'’S LIKE DEMENTIA MAY HAVE 6 DIFFERENT
GROUPINGS WITH HUNDREDS OF VARIATIONS OF UNDERLYING CAUSES.
WITH THAT SAID, | HAVE ATTEMPTED TO GIVE FOUNDATIONAL PROTOCOLS
IN MOST OF THE SECTIONS OF THESE SEMINAR NOTES FOR YOU TO EASILY
REFERENCE. LOOK FOR THIS SYMBOL.:

*

NOTE: A SUMMARY SECTION OF THE PRIMARY “PROTOCOL”
PAGES HAS BEEN ADDED IN 2023 AT THE END OF THE
PRIMARY SEMINAR SLIDES, BEFORE THE MISCELLANEOUS
SUPPORT SLIDE SECTION FOR EASY REFERENCE

DO NOT BE CONCERNED ABOUT CONTENT THAT IS COVERED BY DROP DOWN BOXES OF
TEXT COVERING UNDERLYING TEXT. | HAVE MADE SURE TO NOT COVER ANY PERTINENT OR
NECESSARY INFORMATION WHEN YCU GO BACK TO REVIEW YOUR NOTES

MASTER TREATMENT ALGORITHM  #cionia

1. MASTER BRAIN PROTOCOL FOR EACH DEVICE *

2. BRAIN BALANCE - BASED ON BEDSIDE NEURO EXAM OR
OTHER OBJECTIVE MEASURES

3. “DOWN STREAM” CLEARANCE (CONSIDER ALWAYS DOING
THIS TO GET BRAIN LASER EXPOSURE)

4. STACKING MODALITIES WITH LOCAL LASER EXPOSURE
AND CO-ACTIVATION

5. “SET IT AND FORGET IT” (MAY BE ALL THAT IS NECESSARY)

6. FUNCTIONAL MEDICINE, INTEGRATIVE NEUROLOGY AND
OTH ER SYSTEMJ!QUQQN‘SJ(Q&ME'&QMSm whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.



MASTER BRAIN

PROTOCOL: YOUR DEFAULT PROTOCOL ¢ tionia
FOR ANY BRAIN APPLICATIONS

1. MOST COMMONLY USED FREQUENCIES (IN ORDER): 40 - 10 -1 - 60
EX. OPTIMIZE: 10-40-10-40

MASTER BRAIN: 1-10-40-60

REST-DIGEST: 1-10-1-10

VAGUS/PEAK ALPHA: 10-10-10-10

2. BASE PREVENTION AND TREATMENT BRAIN PROTOCOLS:

FX 405 6 MINUTES WITH 1-40 TO PREFRONTAL CORTEX, 10-40 APICAL/PARIETAL, 10-40 BRAINSTEM CEREBELLUM
IT’S OK TO TURN IT FROM SAGITTAL TO CORONAL PLANE AT 1/2 WAY. IF POSITIONED USE THE 1-10 TO THE RIGHT
HEMISPHERE

FX 635 EXACT SAME SET UP AND FREQUENCIES AS FX 405 BUT DO A 10 MINUTE PROTOCOL (AGAIN, IT’S OK TO TURN
THE DIODES FROM SAGITTAL TO CORONAL AT THE HALF WAY 5 MINUTE MARK)

FINISH EITHER FX DEVICE WITH THE “GUT SHOT”. SCM/NECK, LUNG/UPPER Gl, LOWER Gl MINUM 4 MIN UP TO 10 MIN
HAND HELDS (USE ANY OF THE ABOVE COMMONLY USED FREQUENCIES):

GVL 2 MINUTES BILATERAL PREFRONTAL CORTEX, 2 MINUTES APICAL/PARIETAL, 2 MINUTES BRAINSTEM/CEREBELLUM
EVRL DO THE SAME POSITIONS AND GVL BUT 3 MINUTES PER REGION

XLR8 DO THE SAME POSITIONS AS OTHER HAND HELDS BUT DO 4 MINUTES PER REGION

FINISH ALL HAND HELDS WITH MINIMUM 2 MIN + 2 MIN VAGAL PROTOCOL (SCM/NECK AND OVER GUT)
CAN DO UP TO 10 MINUTES (IE. WAND THE DEVICE OR 5 & 5 MIN NECK AND GUT)

NOTE: THESE ARE BASIC MINIMUM TREATMENT TIMES. YOU CAN SAFELY GO MUCH LONGER WITH
ERCHONIA PRODUCTS BUT YOU MAY NOT NEED TO DUE TO THEIR WAVELENGTH ENERGY

MASTER BRAIN PROTOCOL
FREQUENCIES: 40 HZ

SUMMARY OF FINDINGS TO DATE WITH LI-HUEI TSAI FROM M.L.T. AND
COLLEAGUES HAVE FOUND IN AD ANIMAL MODELS, PILOT, PHASE 1 AND PHASE
2 CLINICAL TRIALS USING 40 HZ FREQUENCY APPLICATIONS ON THE BRAIN

Neurons Microglia Astrocytes Vasculature
N
N
N\
*+ Enhanced synaptic + Enhanced motility * Increase in number * Increased vessel
function * Reduced inflammation diameter
* Increased vesicular * Increased velocity
trafficking of blood flow

REDUCTION OF AMYLOID PLAQUES
REDUCTION OF TAU PROTEIN MISFOLDS
IMPROVED MEMORY
VASODILATION/INCREASED BLOOD FLOW
INCREASED GLYMPHATIC WASTE CLEARANCE
DECREASED CORTICAL ATROPHY
PRESERVATION OF THE HIPPOCAMPUS
IMPROVED SLEEP
DECREASED BRAIN INFLAMMATION MARKERS

https://www.alzfdAuplicajioreiiationcesrtistidovieiRRy Hussnatecialdnishg!eairinears-bring-harmony
without permission of Trevor Berry, DC, DACNB is prohibited.



ALPHA FREQUENCIES (rciionin

PEAK ALPHA FREQUENCY

10 HZ

-THE RESONANCE BETWEEN THE THALAMUS AND CORTEX

=-STATE OF RELAXATION, PEACEFULNESS AND ALERTNESS

-THE OPTIMAL METAL RESOURCEFULNESS STATE READY TO MOVE QUICKLY AND ACCOMPLISH TASKS WHEN NEEDED

-A SENSE OF EASE AND CALM. IDEAL STATE FOR DAILY BASELINE

-1S THE BRIDGE BETWEEN CONSCIOUSNESS AND SUBCONSCIOUS ENDEAVORS

=IT IS THE ALERT STATE WHEN AWAKE BUT NOT BOGGED DOWN BY BEING OVERACTIVE (IE. HIGH BETA)

-ARE STRONGEST IN THE BACK 1/3 OF THE HEAD AND FRONTAL CORTEX AND SHOULD BE SLIGHTLY HIGHER IN THE RIGHT
HEMISPHERE THAN LEFT

=-WHEN EYES ARE CLOSED BUT AWAK OR “DAYDREAMING”, SHOULD PUT YOU IN AN ALPHA STATE

=IT IS THE IDEAL WAKING STATE FOR MENTAL WORK AND CREATIVITY

=BEING IN OPTIMAL ALPHA WILL TYPICALLY CREATE A GOOD MOOD, SEE THE WORLD TRUTHFULLY AND SENSE OF CALMNESS

=IT IS A CRITICAL STATE FOR LEARNING AND USING INFORMATION TAUGHT

-INTROSPECTIVE MEDITATION AND BREATHING EXERCISES TYPICALLY PROMOTE ALPHA STATES

=BEING IN ALPHA ALLOWS US TO SHIFT EASILY FROM ONE TASK TO ANOTHER

=IT°S BETTER TO LEARN AND PROCESS INFORMATION WHEN YOUR “FOOT ISN’'T STUCK ON THE GAS PEDAL” OR “THE ENGINE
WON’T TURN ON OR IS SPUTTERING”. (TOO HIGH OR LOW BRAIN WAVE ACTIVITY)

-OTHER KEY TERMS WITH ALPHA OPTIMIZATION: TRANQUIL, RELAXED, HEALING, MEDITATION

=-PEAK ALPHA IS 10 HZ. THIS IS THE OPTIMAL “IDLING ENGINE” FREQUENCY OF THE BRAIN FOR A FINELY TUNED VEHICLE

=THIS STATE ALLOWS US TO EFFECTIVELY KICK INTO GEAR AND COMMUNICATE, LEARN ETC WHILE TUNING OUT IRRELEVANT
INFORMATION. IT LOWERS TO GO INTO SLEEP STATES

-10 HZ HAS BEEN SHOWN TO PROMOTE “RESTING DIGESTING” PARASYMPATHETIC STATES IN BRAIN, VAGUS NERVE - SCM AND
AURICULAR REGIONS

127

SOME OF DR. BERRY'’S FAVORITE

FREQUENCY SETTINGS Fencrion

MASTER BRAIN 1-10-40-60 (70% OF MY PATIENTS, INCLUDING UPSTREAM/DOWNSTREAM PAIN,

VAGUS 10-10-10-10 BRAIN OPTIMIZATION 10-40-10-40
REST DIGEST 1-10-1-10

DELTA 1-1-1-1

MASTER LOVE 1-10-40-528

IMMUNE BOOST 20-73-465-728

DEFAULT VIRUS (ACUTE) 20-73-625-787

DEFAULT BACTERIA (ACUTE) 20-664-787-1560

DEFAULT MUSCULOSKELETAL 9-16-42-53

PAIN 4-60-5000-10000

ACUTE INJURY (GAIR) 8-25-42-125

CHRONIC INJURY (GAIR) 8-25-42-279

REFER TO JERCME RERUCHA'S LASER A-Z PRCTOCOL BOOK!



COMMON PATHOGEN AND IMMUNE

FREQUENCIES Fercrionn

- STREPTOCOCCUS: 6 MINUTES. 465-662-785-2003. 2 MINUTES THROAT,
4 MINUTES FRONTAL/BASAL GANGLIA (2 MINUTES EACH SIDE)

- STAPH/MARCONS: 5 MINUTES. 424-453-634-2600. 2 MINUTES EACH
NOSTRIL, 1 MINUTE THROAT  PSr@rrrsy Ty

-HERPES SIMPLEX 1 VIRUS: 322-468-647-664 MIN TRANSCRANIAL
-HERPES ZOSTER/CHICKEN POX: 20-304-787-1865  ER V11 Ko e 1n s e
-LYME: 306-312-525-534 MIN CORONAL)
~-CANDIDA: 21-762-880-1146 EVRL 6 MIN (3 MIN
-EBV: 27-73-274-728 EACH HEMISPHERE)
-CMV: 126-629-2145-8856 FX 635 OR XRL8
~-COLD/FLU COMMON: 20-125-10,000-13,011 BASE BRAIN

] PROTOCOLS
~HIV: 73-238-683-2420 ALWAYS DO VAGAL
-DEFAULT VIRUS: 20-73-625-787 STIM PROTOCOL
-DEFAULT BACTERIA: 20-664-787-1560 WITH ANY OF THE

=IMMUNE: 20-73-465-728 LASERS!

ACUTE PHASE ACTIVE CARE 3X/WEEK (OR DAILY IF POSSIBLE-RENTAL_ FOR
MINIMUM 6 VISITS. MAY TAKE MONTHS FOR CHRONIC INFECTIOUS DISEASE)
ADD TO PREVENTATIVE/MAINTENANCE CARE ON ANY
FOLLOW UP VISITS

Commun

What are Solfeggio Frequencies? ALSO READ ABO UT ROYAL RIFE

The Solfeggio Frequencies are a series of 6 electromagnetic musical tones that the Gregorian Monks were said to use when they
chanted in meditation. Rediscovered in 1974 by Dr. Joseph Puleo, the Solfeggio Frequencies are said to deeply penetrate the
conscious and subconscious mind, stimulating inner healing. Dr. Puleo was intuitively led to rediscover these healing
frequencies in the Book of Numbers (a book in the Hebrew Bible), using a numerological technique to decipher the six
repeating codes he found. The result was the rediscovery of the Solfeggio Frequencies.

SOLFEGGIO FREQUENCIES £ercrionia

Physicist, inventor, and electrical engineer Nikola Tesla once
said, “If you only knew the magnificence of the 3, 6 and 9, then
you would hold a key to the universe.” Interestingly, these
three numbers form the root vibration of the six Solfeggio
Frequencies.

« UT - 396 Hz — transforming grief into joy and guilt into forgiveness

RE — 417 Hz — clears negativity and removes subconscious blockages

MI - 528 Hz — stimulates love, restores equilibrium, repairs DNA

FA — 639 Hz — strengthens relationships, family, and community unity

SOL — 741 Hz — physically cleanses the body from all types of toxins

LA - 852 Hz — a%“z/i;t 0'ut g%%@%@mg@mgw spiritual balance



THE MASTER PROTGCOL

NEUROMUSCULOSKELETAL  ffreriona

1. ASSESS THE BALANCE OF THE CENTRAL NERVOUS SYSTEM. A COMPREHENSIVE DIAGNOSTIC AND BEDSIDE WORK-UP IS
ALWAYS RECOMMENDED (SEE NEUROLOGICAL EXAM AT BACK OF NOTES). WITH THAT SAID, FOCUS ON CENTER OF
PRESSURE/PERCEIVED CENTER OF PRESSURE, BRAINSTEM AND CEREBELLAR BALANCE. PERFORM THE FOLLOWING TESTS:

RHOMBERG’S
TANDEM STANCE LE, FINGER TO NOSE UE. SECONDARY TESTS SUCH AS DDK AND HEEL TO SHIN ARE RECOMMENDED
FAKUDA STEP TEST (EYES CLOSED, ARMS RAISED, MARCH IN PLACE 30+ STEPS)

WITH ANY OF THE 10-40 PRE-SETS (IE. MASTER BRAIN 1-10-40-60, OR OPTIMIZE 10-40-10-40) LASER THE SIDE OF WEAKNESS
OR DEFICIT. EX. IF THEY ARE SWAYING TO THE RIGHT ON RHOMBERG’S LASER THE OPPOSITE DIRECTION ON THE RIGHT
BRAINSTEM. IF THE RIGHT CEREBELLUM IS SHOWING DEFICIT (DYSMETRIA, RIGHT FOOT TANDEM FALL RIGHTWARD ETC)
LASER THAT CEREBELLUM. USE THE RULE OF 2 MINUTES UPREGULATION. RECHECK. IF THE PATIENT IS BALANCED MOVE ON
TO THE “DOWNSTREAM” ALGORITHM BELOW. IF THEY ARE NOT BALANCED YET GO BACK TO LASER FOR LONGER AND STACK
WITH CO-ACTIVATION (IE. CEREBELLAR COMPLEX MOVEMENTS TO THAT SIDE, VIBRATION TO THE LOWER EXTREMITIES WITH
RHOMBERG’S ETC). TRY TO OBTAIN IMPROVEMENT IN THEIR SIGNS BEFORE MOVING DOWN STREAM.

A CENTRAL BALANCE WILL IMPROVE OUTCOMES WITH YOUR THERAPIES TO THE BODY, PREVENT INJURY AND HELP
TREATMENTS HOLD AND IMPROVE FASTER!

2. THE “DOWNSTREAM” PROTOCOL: USING THE SAME SETTING USE THE FOLLOWING SEQUENCE, AGAIN USING 2 MINUTES

TO EACH REGION DESCRIBED.

A) WHILE LASERING THE PREFRONTAL CORTEX (CAN BE OPPOSITE TO THE INVOLVED PROBLEM AREA A), HAVE THE PATIENT
VISUALIZE MOVEMENTS AND ACTIVITIES WITHOUT PAIN OR STRESS, VISUALIZE DOING ACTIVITIES HAPPY AND FREE OF PAIN,
EVEN IF THEY HAVE TO GO BACK TO CHILDHOOD ACTIVITIES OR MEMORIES.

B) MOVE THE LASER TO THE PARIETAL LOBE (CAN BE BILATERAL OR OPPOSITE) AND VIBRATE OVER THE INVOLVED REGION OF
PAIN/DYSFUNCTION (ASSUMING NO CONTRAINDICATIONS)

C) MOVE THE LASER TO THE IPSILATERAL CEREBELLUM AND PERFORM MOVEMENT PATTERNS (COMPLEX, LINEAR OR
ISOMETRIC. MAY BE PASSIVE OR ACTIVE. MAY OR MAY NOT OVERLAP THE PHASE 1 CEREBELLAR BALANCING).

D) MOVE THE LASER TO THE IPSILATERAL VAGUS NERVE/SCM ALONG THE NECK WITH 2 MINUTES OF BREATHING AND
RELAXATION

E) MOVE THE LASER TO THE SPINAL CORD AND NERVE ROOTS OF THE INVOLVED REGION (DO VERTICALLY AND USE THE VIOLET
ON THE CORD IF AVAILABLE WITH THE RED OR GREEN TOWARDS THE INVOLVED NERVE ROOTS)

F) FINISH WITH THE FINAL 2 MINUTES DIRECTLY OVER/AROUND/ON THE INVOLVED REGION

“THE LITTLE BRAIN” ferChoNIA

Community Education

DO NOT UNDERESTIMATE THE IMPORTANCE OF THE CEREBELLUM!
ESTIMATES OF THE NUMBER OF NEURONS IN THE BRAIN RANGE FROM 80 BILLION TO NEWER MODELS OF 150 BILLION
OF THOSE, IT IS ESTIMATED THE CEREBELLUM CONTAINS ABOUT 80 BILLION NEURONS!
NEWER QEEG STUDIES SHOW IT HAS IT’'S OWN HUBS SIMILAR TO THE NEOCORTEX AND BROADMAN’S AREAS
IT GOES FAR BEYOND TONE AND BALANCE...
IT INTEGRATES WITH THE FRONTAL LOBE INCLUDING PRE-PLANNING, SPEECH CO-ORDINATION AND MORE
IT MODULATES BRAINSTEM ACTIVITY INCLUDING AUTONOMIC FUNCTION
IT IS INVOLVED IN PAIN ADAPTATION
IT IS VERY METABOLICALLY DEMANDING THEREFORE HEAVILY AFFECTED BY ETOH, ANEMIA, SUGARS ETC
IT"S MOST COMMON AUTOIMMUNE TRIGGER IS GLIADIN
IT IS ALSO A TARGET FOR PATHOGENS LIKE MOLD AND OTHER ENVIRONMENTAL BURDENS SUCH AS METALS
WATCH FOR METASTATIC SPREAD!

IT LIKES HIGH AND LOW FREQUENCIES AS WELL AS ALPHA WAVE FORMS
(MASTER BRAIN SETTING 1-10-40-60)

MINIMUM 2 MINUTES BASE OF THE SKULL
CONSIDER STACKING THERAPIES:
COMPLEX MOVEMENTS
ISOMETRICS
BALANCE DEVICES
PLAYING AN INSTRUMENT

ARBORVITAE
“TREE OF LIFE”
FRACTAL PATTERNS

. MANDELBROT SET
Duplication, citation or distribution of.this mafrial in whole or in part AYA
without permission of Trevor Berry, ~BACNB is prohibited.
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AFTER HOURS REQUESTS... fCrcrionia

HAND DR. BERRY A WRITTEN
REQUEST FOR ANY
FUNCTIONAL MEDICINE
TOPIC(S) YOU WANT TO LEARN
MORE ABOUT THIS WEEKEND
INCLUDING SUMMARY OF
LABS, NUTRITIONAL SUPPORT,
FUNCTIONAL NEUROLOGICAL
APPLICATIONS AND XYMOGEN
SPECIFIC PRODUCTS. DR.
BERRY WILL ATTEMPT TO
COVER THEM BEFORE THE
END OF THE SEMINAR.

*SPECIAL THANKS TO DR. CHERYL BURDETTE FOR HER EXTENSIVE WORK AND EDUCATIONAL MATERIALS

Duplication, citation or distributiot8éf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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@ 2024 DR. TREVOR BERRY ALL RIGHTS RESERVED

Duplication, citation or distributiot8ef this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



VAGAL NERVE STIMULATION |
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@ 2024 DR. TREVOR BERRY ALL RIGHTS RESERVED

VAGAL NERVE STIMULATION fercrionia

Commun

J Inflamm Res. 2018, 11: 203-213.

Published online 2018 May 16. doi: 10.2147/JIR.S163248 PMCID: PMC5961632PMID:

A review of vagus nerve stimulation as a therapeutic intervention
2

1 and 1,
Author information Copyright and License information Disclaimer

- EPILEPSY

- DIABETES

- PARKINSON’S s5X

- TRAUMATIC BRAIN INJURY AFFERENT
- DEPRESSION VS

- SEPSIS/SYSTEMIC INFECTION EFFERENT

- POTS

- PATHOGENS AND DYSAUTONOMIA
- PAIN MANAGEMENT/FIBROMYALGIA
- LUNG INJURY

- STROKE

- OBESITY

- LEAKY GUT AND BRAIN
- CARDIOVASCULAR DISEASE AND MYOCARDIAL INFARCTIONS

- RHEUMATOID ARTHRITIS AND OTHER AUTOIMMUNE CONDITIONS
- POTENTIALLY CANmB! citation or distributiot8®f this material in whole or in part

ermission of Trevor Berry, DC, DACNB is prohibited.



VAGAL NERVE STIMULATION ERCHONIA

Study Provides Better Insight Into the Vagus Nerve’s
Link to the Brain

IR uly 28, 2022

summary: Using stimulation, researchers found a
direct connection between the vagus nerve and

learning centers of the brain. vagus nerve stimulation, they
discovered, increases learning in a healthy nervous system.

“We concluded that there is a direct connection between the
vagus nerve, the cholinergic system that regulates certain
aspects of brain function, and motor cortex neurons that are

essential in learning new skills,” said Cristin Welle, PhD, senior
author of the paper and the vice chair of research for the Department of
Neurosurgery at the University of Colorado School of Medicine.

“Vagus nerve stimulation drives selective circuit modulat1id%n through cholinergic reinforcement” by Cristin Welle et
al. Neuron

VAGAL NERVE STIMULATION £rcrionia

Highlights
Transcutaneous auricular vagus nerve stimulation (taVNS) can emulate interoceptive signals.

taVNS boosts stomach-brain coupling in the brainstem, midbrain, and transmodal cortex.

taVNS-induced changes in stomach-brain coupling mirror changes in hunger ratings.

non-invasive stimulation of the vagus nerve can
strengthen the communication between the
stomach and the brain within minutes. using non-invasive
techniques to record the stomach and the brain, th@ researchers were also
able to demonstrate how this coupling effect spreads
across sub-cortical and cortical regions of the brain.

The findings could have therapeutic applications, as some mental disorders are characterized by
reduced sensory input to the brain.

[VOLUME 15, ISSUE 5, P1279-1289,

\Vagus nerve stimulation increases stomach-brain coupling via a vagal afferent pathway

Duplication, citation or distributiot#®f this material in whole or in part
Published:Septembei 08, 20220 Cihtips //dGi.oigA 2 Q Es kbirs, 20221 58012
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We knew that the vagus nerve played a vital role in regulating the speed of the
digestive tract. In previous work, we had also shown that non-invasively stimulating
vagal afferents at the ear can reduce the frequency of the pacemaker cells of the
stomach. These gastric myoelectric signals can be recorded using
electrogastrography, a classical method that is conceptually similar to an ECG, but
for the stomach. The mechanism that adjusts the speed of the digestive tracts is
known as the vago-vagal reflex because it is modulated via the brainstem, a small
part of the brain that is directly innervated by vagal afferents.

However, we did not fully understand whether vagal
stimulation leads to more widespread effects in subcortical
or cortical regions of the brain that are involved in higher-
order cognitive functions, including goal-directed behavior.

This delay may lead to long periods without improvements for non-responders to the first line of
treatments. Therefore, there is a huge unmet demand for mechanistic treatments that can lead to
more rapid improvements in key symptoms of depression. We are currently running two studies
that include patients with MDD, where we try to emulate motivational signals from the gut using
either administration of ghrelin, a neuropeptide that is synthesized in the stomach, or vagus nerve
stimulation. We are positive that the first insights from those studies can be published in late 2023
and hope that this may open new avenues for treatments.

VAGAL NERVE STIMULATION fercrionia

Shock. 2013 Aug;40(2):144-51. doi: 10.1097/SHK.0b013e318299e9c0.

Vagus nerve stimulation attenuates intestinal epithelial tight junctions
disruption in endotoxemic mice through a7 nicotinic acetylcholine receptors.

Zhou H1, Liang H, Li ZF, Xiang H, Liu W, Li JG.
Author information
Abstract

We tested the effect of vagus nerve stimulation in endotoxin-induced intestinal
tight junction injury in mice challenged with lipopolysaccharide (LPS) and examined the

role of a7 nicotinic acetylcholine receptors (a7nAchR) in this process. Endotoxemia was induced by intraperitoneal injection of LPS (10
mg/kg) in male Balb/c mice. Samples were collected 12 h after LPS treatment. Endotoxemia was associated with intestinal barrier
dysfunction, as evidenced by increased amount of fluorescein isothiocyanate-dextran in circulation. Western blot and immunofluorescence
was performed, and the results demonstrated decreased expression of occludin and zonula occludens 1 along intestinal epithelium in
endotoxemic mice. The ultrastructure of tight junction was disrupted as shown by transmission electron microscopy, which was associated
with increased intestinal permeability. Stimulation of the right cervical vagus nerve ameliorated the damage of tight junction ultrastructure,
which was consistent with decreased permeability to fluorescein isothiocyanate-dextran, and also reversed the decreased expression of
tight junction proteins occludin and zonula occludens 1. Vagus nerve stimulation inhibited the upregulated activity of myosin light chain
kinase and nuclear factor kB. In contrast, a-bungarotoxin (a specific a7nAchR antagonist, 0.1 pg/mouse) administered before vagus nerve

stimulation significantly abolished these protective effects of vagus nerve stimulation. Our reSUItS fOI' the fi rSt
time confirmed that vagus nerve stimulation attenuated the
disruption of tight junction in intestinal epithelium in
endotoxemic mice, which was mediated through suppressing
translocation of nuclear factor kB p65, downregulating myosin
light chain kinase, and the a7nAchR may play an important role

in th IS process. Duplication, citation or distributio#df this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Stimulating the Central Nervous System BulCUIERGIEECILUSTIE

system to prevent intestinal

to Prevent Intestinal Dysfunction After gnvjf‘frl;"ction after traumatic brain
Traumatic Brain Injury

Bansal V, et al. J Trauma. 2010.

Abstract
BACKGROUND: Traumatic brain injury (TBI)
causes gastrointestinal dysfunction and increased
= y . x " intestinal permeability. Regulation of the gut
A. Leaky gut 6 hours B. Tight junction integrity 6 barrier may involve the central nervous system.
: : We hypothesize that vagal nerve stimulation
after TBI with no vagal hours after TBI with vagal prevents an increase in intestinal permeability

stimulation stimulation after TBI.

CONCLUSION: In a mouse
model of TBI, vagal
stimulation prevented TBI-
induced intestinal
permeability. Furthermore,
vagal stimulation
increased enteric glial
activity and may represent
the pathway for central
nervous system regulation
of intestinal permeability.

Vagus Stimulation + TBI

VAGAL NERVE STIMULATION £rcrionia

Brain Stimul. 2018 Jul - Aug;11(4):689-698. doi: 10.1016/j.brs.2018.01.034. Epub 2018 Feb 15.
Non-invasive vagus nerve stimulation reduces blood-

brain barrier disruption in a rat model of ischemic stroke.
1, 2, 2, 2, 2, 3, 4,

Life Sci. 2013 Mar 12;92(4-5):289-97. doi: 10.1016/j.I1fs.2013.01.009. Epub 2013 Jan 16.
Vagus nerve stimulation inhibits seizure activity and

protects blood-brain barrier integrity in kindled rats with
cortical dysplasia.

Brain Behav Immun. 2019 Oct;81:444-454. doi: 10.1016/j.bbi.2019.06.041. Epub 2019 Jul 2.
Vagus nerve regulates the phagocytic and

secretory activity of resident macrophages in the
liver.

6, 7,

7, 3, 4, 8.
Duplication, citation or distributiot#éf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



INTESTINAL PERMEABILITY

“LEAKY GUT” Fercrions

TIGHT JUNCTION ({ Lo
PROTEINS GUT AND *
BBB Bugn
ZONULIN T

OCCLUDIN\ o080, oA
!

TRANSCELLULAR

L RRAL
gt

ACTIN FILAMENTS -
(F-ACTIN)

PARACELLULAR

PATHOGENS
EX. LPS FROM GRAM NEGATIVE BACTERIA

APPROXIMATELY 2 YEARS TO FORM TIGHT JUNCTION BARRIERS AS A NEWBORN
OTHER BIRTH CONSIDERATIONS...
DELIVERY METHOD, BREAST FEED!NG, TOXIN/ANTIBIOTIC EXPOSURE

VAGAL NERVE STIMULATION AN

Front Immunol. 2017; 8: 598.
Published online 2017 May 23. doi: 10.3389/fimmu.2017.00598

Leaky Gut As a Danger Signal for Autoimmune Diseases

,2 and

Abstract

The intestinal epithelial lining, together with factors secreted from it, forms a barrier that separates the host from the environment. In pathologic conditions,

the permeability of the epithelial lining may be compromised allowing the passage of
toxins, antigens, and bacteria in the lumen to enter the blood stream creating a
“leaky gut.” In individuals with a genetic predisposition, a leaky gut may allow
environmental factors to enter the body and trigger the initiation and development

of autoimmune disease. Growing evidence shows that the gut microbiota is important in supporting the epithelial barrier and therefore
plays a key role in the regulation of environmental factors that enter the body. Several recent reports have shown that probiotics can reverse the leaky gut by
enhancing the production of tight junction proteins; however, additional and longer term studies are still required. Conversely, pathogenic bacteria that can

L3 o
facilitate a leaky gut and induce autoimmune symptoms can be ameliorated with the use of antibiotic treatment. Therefore, lt | )

hypothesized that modulating the gut microbiota can serve as a
potential method for regulating intestinal permeability and may
help to alter the course of autoimmune diseases in susceptible
individuals.

Duplication, citation or distributiot#®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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New model of Alzheimer's as an

autoimmune disease
September 27, 2022

University Health Network

Scientists have proposed a new mechanistic model (AD2) for Alzheimer's, looking at
it not as a brain disease, but as a chronic autoimmune condition that attacks the
brain.

* The research team conducted a comprehensive search, looking at a wide-ranging review of both
journal and patient literatures combined with their own studies, to develop a thorough mechanistic model
of Alzheimer's.

» The AD2 model endeavours to harmonize other mechanistic propositions (including proteopathy,
synaptotoxicity and mitochondriopathy), while recognizing beta-amyloid as a physiologically
oligomerizing immunopeptide and part of a much larger and broad, highly-interconnected immunopathic
process.

+ Within the AD2 model, amino acid metabolism of L-tryptophan and L-arginine emerge as innate
immunity regulators, thus pointing to new diagnostic and therapeutic approaches.

.Donald F. Weaver. Alzheimer's disease as an innate autoimmune disease (AD 2 ): A
new molecular paradigm. Alzheimer's & Dementia, 2022; DOI: 10.1002/alz.12789

ALZHEIMER’S AS AN

AUTOIMMUNE DISEASE frncronn

Abstract
A new model of Alzheimer's disease (AD) is presented: Alzheimer's disease as an autoimmune disease

(AD2). In response to pathogen-/damage-associated molecular pattern-
stimulating events (e.g., infection, trauma, ischemia, pollution), amyloid
beta (AB) is released as an early responder cytokine triggering an innate
immunity cascade in which AB exhibits immunomodulatory/antimicrobial
duality. However, ApB’s antimicrobial properties result in a misdirected

attack upon “self” neurons, arising from the electrophysiological similarities between neurons
and bacteria in terms of transmembrane potential gradients and anionic charges on outer membrane

macromolecules. The subsequent breakdown products of necrotic neurons

elicit further release of AB leading to a chronic, self-perpetuating cycle. n
AD2, amino acid (trp, arg) metabolism is a central control player in modulating AD

autoimmunity. AD2 includes A as an important molecular player,
but rejects the “amyloid hypothesis,” recognizing Ap as a
physiologically oligomerizing cytokine and part of a larger
immunopathic conceptualization of AD.

Alzheimer's disease as an innate autoimmune disease (AD2): A new molecular paradigm

Donald F. Weaver

First published: 27 September 2022 https://doi.org/1ngﬁgiﬁ&mguﬁsﬂ?n or distributiot#®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Alzheimer Disease Pathogenesis: The Role of Autoimmunity

Bryant Lim, loannis Prassas, Eleftherios P Diamandis

The Journal of Applied Laboratory Medicine, Volume 6, Issue 3, May 2021, Pages 756—764, https://doi.org/10.1093/jalm/jfaal171
Published: 24 November 2020

We present research suggesting the association between
autoimmunity and AD and demonstrate the need for new
laboratory techniques to further characterize potential brain
antigen-specific autoantibodies. Uncovering the putative autoimmune
components of AD may be crucial in paving the way to new concepts for
pathogenesis, diagnosis, and therapy.

A compromised blood-brain barrier, which would normally block those
autoantibodies from affecting the organ, is seen in Alzheimer’s

sufferers. Indeed, athletes suffering from serious brain injury, which
can disrupt the barrier, are more likely to develop the disease, said prassas.

The Toronto team’s hypothesis is that the autoantibodies cause neuro-inflammation and somehow
trigger death of neurons or destruction of the synapses that connect them.

149

BACTERIA AND ALZHEIMER’S  #frcionia

Researchers discover vital new contributor to
Alzheimer's disease

Jan. 1 2, 2023: Lesie Capo, Louisiana State University Health Sciences Center]

In this study, the researchers detail the pathway of BF-LPS from the
gut to the brain and its mechanisms of action once there. BF-LPS
leaks out of the Gl tract, crosses the blood brain barrier via the
circulatory system, and accesses brain compartments. Then it
increases inflammation in brain cells and inhibits neuron-specific
neurofilament light (NF-L,) a protein that supports cell integrity.

Front. Neurol., 24 June 2022 BIG 3 FOR LPS:
Sec. ?Auto.nomic Neuroscience FIX LEAKY GUT
This article is part of the Research Topic LOW LEVEL LASER THERAPY

PASSIVE IMMUNOGLOBULIN (IG) THERAPIES
Downregulation of Neurofilament Light Chain Expression in Human Neuronal-Glial Cell Co-
Cultures by a Microbiome-Derived Lipopolysaccharide-Induced miRNA-30b-5p

Duplication, citation or distributiotb®f this material in whole or in part
Aileen 1. Pogue without permission of Trevor Berry, DC, DACNB is prohibited.
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Open Access
Published: 07 December 2021

Gram-negative bacteria and their lipopolysaccharides in Alzheimer’s disease: pathologic roles
and therapeutic implications

Hyeon soo Kim, Sujin Kim, Soo Jung Shin, Yong Ho Park, Yunkwon Nam, Chae won Kim, Kang won Lee, Sung-Min Kim, In Duk Jung, Hyun Duk Yang, Yeong-Min Park & Minho Moc
Translational Neurodegeneration

volume
10, Article number: 49 (2021)

Abstract

Alzheimer’s disease (AD) is the most serious age-related neurodegenerative disease and causes destructive and irreversible
cognitive decline. Failures in the development of therapeutics targeting amyloid-f§ (AB) and tau, principal
proteins inducing pathology in AD, suggest a paradigm shift towards the development of new therapeutic
targets. The gram-negative bacteria and lipopolysaccharides (LPS) are attractive new targets for AD
treatment. Surprisingly, an altered distribution of gram-negative bacteria and their LPS has been reported in AD patients.

Moreover, gram-negative bacteria and their LPS have been shown to
affect a variety of AD-related pathologies, such as A homeostasis, tau
pathology, neuroinflammation, and neurodegeneration. Moreover,
therapeutic approaches targeting gram-negative bacteria or gram-
negative bacterial molecules have significantly alleviated AD-related

pathology and COgl’litiVC dysfunction. Despite multiple evidence showing that the gram-negative
bacteria and their LPS play a crucial role in AD pathogenesis, the pathogenic mechanisms of gram-negative bacteria and their

LPS have not been darified. HEre, we summarize the roles and
pathomechanisms of gram-negative bacteria and LPS in AD.

Furthermore, we discuss the possibility of using gram-negativ L?)l?acterla and gram-negative bacterial molecules as novel
therapeutic targets and new pathological characteristics for A

VAGAL NERVE STIMULATION fCrcrionia

wnity Educa

Photochem Photobiol. 2013 Jan-Feb;89(1):199-207. doi: 10.1111/j.1751-1097.2012.01225.x. Epub
2012 Sep 18.

Modulation of lipopolysaccharide-induced NF-kB signaling pathway by 635 nm irradiation via
heat shock protein 27 in human gingival fibroblast cells.

Lim W1, Kim J, Kim S, Karna S, Won J, Jeon SM, Kim SY, Choi Y, Choi H, Kim O.

Heat shock protein-27 (HSP27) is a member of the small HSP family which has been linked to the
nuclear factor-kappa B (NF-kB) signaling pathway regulating inflammatory responses. Clinical
reports have suggested that low-level light therapy/laser irradiation (LLLT) could be an effective
alternative treatment to relieve inflammation during bacterial infection associated with periodontal
disease. However, it remains unclear how light irradiation can modulate the NF-kB signaling
pathway. We examined whether or not 635 nm irradiation could lead to a modulation of the NF-kB
signaling pathway in HSP27-silenced cells and analyzed the functional cross-talk between these
factors in NF-kB activation. The results showed that 635 nm irradiation led to a
decrease in the HSP27 phosphorylation, reactive oxygen species (ROS)
generation, I-kB kinase (IKK)/inhibitor of kB (IkB)/NF-kB phosphorylation, NF-kB
p65 translocation and a subsequent decrease in the COX-1/2 expression and
prostaglandin (PGE(2) ) release in lipopolysaccharide(LPS)-induced human gingival fibroblast
cells (hGFs). However, in HSP27-silenced hGFs, no obvious changes were observed in ROS
generation, IKK/IkB/NF-kB phosphorylation, NF-kB p65 translocation, nor in COX-1/2 expression, or

PGE(2) release. This could be a mechanism by which 635 nm irradiation modulates

LPS-induced NF-kB signaling pathway via HSP27 in inflammation.
Ths, FSP27 may laya G0 A T8 AT BB TAT LT,
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Rheumatoid arthritis linked with gut bacteria imbalance

Impressive new research led by a team from University College London is suggesting bacterial imbalances in the
gut microbiome may play a major role in the development of
rheumatoid arthritis. The preclinical study found damage to the gut
lining directly correlates with joint inflammation and arthritis severity.

those suffering from rheumatoid arthritis had higher blood levels of lipopolysaccharide (LPS), LPS
binding protein (LBP), and intestinal fatty acid binding protein. All these molecules are known
biomarkers of intestinal damage, and LBP levels in particular were found to correlate with acute disease
severity.

“Our findings suggest that the intestinal lining is a
therapeutic target,” says Mauri.

CLINICAL AND TRANSLATIONAL ARTICLE| VOLUME 2, ISSUE 7, P864-883.E9,

Intestinal barrier dysfunction plays an integral role in arthritis pathology and can be targeted to ameliorate disease

Published:May 13, 2021DOI:https://doi.org/10.1016/j.medj.2021.04.013
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Fasono A, Shea-Donohue T. “Mechanisms of Disease: the role of intestinal barrier function in the
pathogenesis of gastrointestinal autoimmune diseases.” Nat Clin Prac Gastro & Hep Sept 2005 Vol 2
No 9.

http://www.nature.com/nrgastro/journal/v2/n9/full/ncpgasthep0259.html

SUMMARY

The primary functions of the gastrointestinal tract have traditionally been

perceived to be limited to the digestion and absorption of nutrients and electrolytes, and to water
homeostasis. A more attentive analysis of the anatomic and functional arrangement of the
gastrointestinal tract, however, suggests that another extremely important function of this organ is
its ability to regulate the trafficking of macromolecules between the environment and the host

Understanding the role of the intestinal barrier in the pathogenesis
of gastrointestinal disease is an area of translational research that encompasses many fields and is

i PRIMARY TARGET MODALITY IN ALL AUTOIMMUNE CONDITIONS: FIX
INTESTINAL AND BBB PERMEABILITY THROUGH VAGAL NERVE

STIMULATICN AND OTHER BARRIER REPAIR PROTOCOLS!
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Management of a “leaky gut”

¢ |dentify the sources of inflammation and reactivity and remove them (Wheat and Gut Zoomer,
Food Sensitivity Panel, Stress, SAD diet, Antibiotics, Chemical Stressors, AND MOST
IMPORTANT; INFECTIOUS AGENTS LIKE BACTERIA, VIRUSES, FUNGI, PARASITES ETC.)

* PHASE 1: Gut repair, liver detox and inflammation reduction. Month 1 - 6
DAY DETOX KIT. Contains Opticleanse GHI (for Gl function and repair, Liver Detox and
Inflammation cytokine regulation), Drainage (homeopathic for colon, kidney and liver
detox), ColonX (like a colonic without the hassle) and ProbioMax DF (30 Billion CFU
including HOWARU Bifido Lactis HNO19). Consider 1 -> 3 day fast with water or
continue Opticleanse GHI,1 scoop 2-3 x/day. HistDAO 1-4 daily depending on
histamine sensitivity. Vitamin A, LIQUID D 7K/DAY. Omega MonoPure 1300 EC (For
the duration of care). S-Acetyl Glutathione/NAC (1each daily for duration of care).
Probiomax 1g26 DF (2+ Caps/day) once daily formula complete. Optimagneuro 1
scoop or less daily. Oncoplex (2 caps daily). *NEW Gl BALANCE, 2 SCOOPS/DAY
INITIAL 14 DAYS THEN 1 SCOOP FOR REMAINDER OF 3 MONTHS

* May need other management such as adrenal support/stress reduction, sleep help like
Melatonin CR

CONSIDER MEDPAX FOR PATIENT COMPLIANCE!

¢ Continue for 3 months minimum. Retest Barrier Systems via Neural and Wheat Zoomers.
Retest food sensitivities.

MUST ADDRESS BRAIN-GUT AXIS! VAGAL STIM. STRESS REDUCTION. C/X?

FASTING: INTERMITTENT “16:8”7, 1 DAY, 3 DAY+ XYMGEN




GUT REPAIR: NEW GI BALANCE

RSS2 ———aa

Amount Per Serving %DV

Calories 40 i

Total Carbohydrate 749 3%t I

Dietary Fiber 29 7% F
i

Total Sugars 19 > ]‘

Zinc (as zinc |-carnosine) 32.25mg 293% !

L-Glutamine 49 > |

Slippery Elm (Ulmus fulva)(bark) 2g

N-Acetyl-D-Glucosamine 29

Aloe Vera 200:1 Extract (Aloe barbadensis)(leaf gel) 600 mg

Porcine Gastric Mucin 400 mg

Green Kiwifruit (Actinidia deliciosa)(fruit)(62,500 AU actinidin)s1 400 mg

Marshmallow (Althaea officinalis)(root) 400 mg

Licorice Extract (Glycyrrhiza glabra)(root)(3.5% glabridin)s2 300 mg

Quercetin (as quercetin dihydrate) 200 mg

Prune (Prunus domestica)(fruit) 200 mg

Chamomile Extract (Matricaria recutita)(flowering head)(1% apigenin-7-glucoside) 200 mg

Cat's Claw (Uncaria tomentosa)(bark) 200 mg

Okra (Hibiscus esculentus)(pod) 200 mg

VAGAL NERVE STIMULATION £rcrionia

ALTHOUGH A COMPELLING ARGUMENT COULD BE MADE TO PERMANENTLY
ELIMINATE A FOOD SOURCE IF YOU HAVE DEVELOPED IGG ANTI-BODIES TO YOU,
SOME EXPERTS STATE A PATIENT COULD POTENTIALLY RE-INTRODUCE FOOD IF THE
BARRIER SYSTEMS HAVE BEEN REPAIRED, GUT DYSBIOSIS BALANCED AND A
HEALTHY BRAIN-GUT AXIS WITH AUTONOMIC BALANCE

FOOD ELIMINATION PROTOCOL FOR RE-INTRODUCTION:
PERMANENTLY STAY OFF THE FOOD SOURCE
OR

AFTER 3 MONTHS OF GUT REPAIR PROTOCOLS AND 3
MONTHS MAINTENANCE OF STRICT FOOD ELIMINATION
CONFIRM VAGAL/PARASYMPATHETIC BALANCE (HRV, BP,

BPI, PALATAL TONE ETC)
PICK FOODS THAT WANT TO BE RE-INTRODUCED (BACON!)
CONSUME AND MARK THE DATE
RE-RUN FOOD SENSITIVITY TEST 12+ DAYS LATER

VIBRANTS FOOQD SENSITIVITY AND ’&D"AN(‘FD FOOD ZOOMER TESTS

without permission of Trevor Berry, DC, DACNB is prohibited.
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Blood
Brain

GUT Gut Barrier BLOODSTREAM Barrier CNS

: ‘
i Neuroinflammaforyé J;‘
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Standard American ‘ (Depression, Anxiety, PTSTD)
Diet And Lifestyle o
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Chronic Inflammatory
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LEAKY BRAIN AND ALZHEIMER’S  #fcrionia

New hypothesis argues leaky blood
brain barrier triggers Alzheimer's

“A clear conclusion to be drawn from the model is
that the primary focus in prevention and early
treatment of AD should be on protecting, and if
possible, repairing the BBB,” concluded Rudge.
“Diagnosing BBB disruption at the earliest stage
is critical to flghtlng AD, certainly in the case of LOAD [late-onset

Alzheimer’s disease], since relying on other signs, in the form of mild cognitive
impairment, plaques, or NFTs, is quite likely, in most cases, to result in treatment
starting too late to prevent further serious cognitive decline.”

A New Hypothesis for Alzheimer’s Disease: The Lipid Invasion Model

Journal: Journal of Alzheimer's Disease Reports,vol. 6,no0. 1, pp. 129-161, 2022
Received 1 October.diy i Aranted B bama R oL Published: 25 March 2022
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Anti-Tubulin
Anti-Myelin basic protein
Anti-Myelin oligodendrocyte
glycoprotein (MOG)
Anti-Myelin proteolipid protein
Anti-Neurofascin
Anti-MAG

Anti-s100b
Anti-Glial fibrillary acidic protein
Anti-Microglia
Anti-Glucose regulated protein 78

Anti-Neuron specific enolase
Anti-Aguaporin 4
Anti-Recoverin
Anti-CV2

Anti-Purkinje cell
Anti-Yo
Anti-Amyloid beta (25-35)
Anti-Amyloid beta (1-42)
Anti-RAGE peptide
Anti-Tau
Anti-Glutamate
Anti-Dopamine
Anti-Hydroxytryptamine
Anti-Alpha-synuclein
Anti-al and B2 adrenergic receptors

Anti-Endothelin A receptor

GREEN LIGHT AND IMMUNITY

aterial in wholg

Anti-Acetylcholine receptors

Anti-Muscle specific kinase
Anti-Voltage gated calcium channels
Anti-Voltage gated potassium
channels
Anti-Titin

Anti-GM1
Anti-GM2
Anti-Hu
Anti-Ri
Anti-Amphiphysin

Anti-HSV-1
Anti-HSV-2
Anti-EBV
Anti-CMV
Anti-HHV-6
Anti-HHV-7
Anti-Streptococcal A

Anti-NMDA receptor
Anti-AMPA receptor
Anti-Dopamine receptors

Anti-GABA receptors
Anti-Dipeptidyl aminopeptidase-like protein 6

Anti-Glycine receptor

Anti-Neurexin 3
Anti-Contactin-associated protein-like 2

Anti-Leucine-rich glioma-inactivated protein 1

16@1ti»Ma

or in part

R VibrantWellness

NEURAL ZOOMER PLUS
THE MOST
COMPREHENSIVE
AND
ACCURATE
NEURAL AUTOIMMUNE TEST
ON THE MARKET!

#=rcHonia

Abstract
The present study examined the effects of different light spectra (red and green light-emitting diodes [LEDs]) and light intensities
(0.3 and 0.5 W m-2) on antioxidant systems (superoxide dismutase, H202 and lipid peroxidation) and immunity (lysozyme,

melatonin and endorphin) in gold-striped amberjack, Seriola lalandi. IN groups exposed to green LED,
the levels of antioxidant enzyme were significantly lower than in the
control, whereas the levels of immune-related parameters were
significantly higher compared to other groups. he levels of antioxidant enzyme in individuals

exposed to red light increased with increasing light intensity, whereas these levels were not correlated to the intensity of green

light and were increased even at low light intensity.These rESU":S indicate that
exposure to low-intensity green light accelerates
the antioxidant system and immune system.

The effect of green and red light spectra and their intensity on the
oxidative stress and non-specific immune responses in gold-striped

amberjack, Seriola lalandi

Young Jae Choi,Ji Yong Choi,Sang-G@u%Y@m@ﬁowaﬂ mi&Eheeb¥mme Cheiterial in whole or in part
Pages 223-234 | Received 06 Jan 2016, Accepteq 1o 218 RIS %'f‘ FGRSPERMR/, DC, DACNB is prohibited.



MOTOR NEURON DISEASE /o

‘Abnormal’ Protein Could Be Common Link Between

All Forms of Motor Neuron Disease
FeaturedGeneticsNeurologyNeurosciencogaWIe I KNPV 22

Researchers have found an abnormal protein usually linked to
a rare inherited form of motor neuron disease is present in all
types of motor neuron disease, suggesting a common link between the different
forms of the disease.
Normally, the protein superoxide dismutase 1 (SOD1)
protects cells, but a mutation in its gene is thought to
make the protein “toxic”; this toxic protein form is
associated with hereditary forms of ALS. Abnormal
mutant SOD1 is only found in regions of the spinal cord

where nerve cells die, implicating this abnormal protein
in cell death.

GREEN LIGHT AND IMMUNITY £rcrionia

We used green and red LED exposure at two intensities (0.3 and 0.5W/m(2)) for 1, 3, and 5 days.
We measured liver mRNA expression and plasma levels of antioxidant enzyme superoxide
dismutase (SOD) and caspase-3. Furthermore, we measured plasma levels of hydrogen
peroxide (H202), lipid peroxidation (LPO), melatonin, and immunoglobulin M (IgM). DNA
damage and apoptotic activity were measured
However, we found that exposure to green LED light effectively reduced
the detrimental effects induced by BPA, including decreasing DNA
damage, apoptotic activity, SOD mRNA expression, and plasma
levels of SOD, H202, and LPO. Likewise, the plasma levels of
melatonin and IgM increased. Thus, our results indicate that green
light conditions effectively reduces oxidative stress and promotes
the immune function in juvenile rock bream.

Environ Toxicol Pharmacol
2016 Jul;45:140-9. doi: 10.1016/j.etap.2016.05.026. Epub 2016 May 31.

Effects of various LED light spectra on antioxidant and
immune response in juvenile rock bream, Oplegnathus
fasciatus exposed to bisphenol A

Duplication, citation or distributioté®f this material in whole or in part
Ji Yong Choi 1, Tae Hwan Kim 1, YoungW#eaOhaermissiea i iesungeranOCh BASENE idprahbiters
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LEAKY BRAIN ZOOMER PLUS

Blood Brain Barrier Disruption Blood Brain Barrier Disruption *

Anti-s100b Anti-s100b
Anti-Glial fibrillary acidic protein Anti-Microglia
Anti-Glucose regulated protein 78

ROOT CAUSES:

= INFLAMMATION FROM FOOD INTOLERANCES

- HIGH BLOOD SUGAR - OBESITY AND HIGH CALORIE DIETS

= HIGH HOMOCYSTEINE. - LEAKY GUT

- STRESS AND POOR SLEEP. - INFECTIONS AND TOXINS
- NMDA EXCITOXICITY/GLUTAMATE FOODS

169

- POOR CEREBRAL CIRCULATION. - GLUTEN (WGA)

= EMF EXPOSURE - ENVIRONMENTAL TOXINS - FLUORIDATED WATER

__ _
o) M __ o 170
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:nﬁ-GM‘l E‘;:"a?é‘l“‘“ E“;:“m' o Blood Brain Barrier Disruption ZOOMER
w :?.mprm mm ﬁhui::nr;re?:idic Anti-Microglia PLUS
:ttlvmium Brain receptors Optical and Autonomic nerveus system diserder
o yartomomuutyt | (Hmin wﬂf;‘;ﬁg Anti-Aguaporind  Anti-Recoverin Anti-CV2
Peripheral Meuropathy
THE NZ+ CAN BE USED AS A Anti-GM2 Anti-Hu Anti-Ri ﬁm;';‘;;m.n
CONFIRMATION TEST OR A Neuromuscular disorders
PREDICTIVE MODEL. CLINICALLY, IT IS [y e o—
BEST USED AS AN UPSTREAM p— du_
EVALUATION OF END STAGE Anti-H5V1 Anﬁ-Cen::I:Ii.lm :&TrhTun:injeml Anti-Yo
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Anti-Myelin

Anti-Tubulin basic protein

Anti-Tubulin

Anti-Myelin basic protein

Anti-Myelin oligodendrocyte glycoprotein

Anti-Myelin proteolipid
protein

Anti-MAG Anti-Neurofascin

Blood Brain Barrier Disruption Blood Brain Barrier Disruption

Anti-s100b Anti-s100b

Anti-Glial fibrillary acidic protein Anti-Microglia

Anti-Glucose regulated protein 78

Optical and Autonomic nervous system

disorder Optical and Autonomic nervous system disorder

Anti-Neuron specific

enolase Anti-Neuron specific enolase

Anti-Aquaporin4 Anti-Recoverin

Anti-CV2

Peripheral Neuropathy Peripheral Neuropathy

Anti-GM1 Anti-GM2 Anti-GM1 Anti-GM2
Anti-Hu Anti-Ri
Anti-Amphiphysin

Neuromuscular disorders Neuromuscular disorders

Anti-Muscle specific

Anti-Acetylcholine receptors kinase
Anti-Voltage gated calcium channels (Anti- | Anti-Voltage gated
VGCC) potassium channels
Anti-Titin

Brain Autoimmunity Brain Autoimmunity

Anti-
Anti- HSV1 Cerebellum | Anti- HSV1 Anti-Cerebellum

Anti- Purkinje cell Anti- Purkinje cell

Anti-Yo

(Alzheimer’s)

Anti-RAGE peptide

Anti-Amyloid beta (Alzheimer's) (Alzheimer’s)

Anti-Tau (Alzheimer's) Anti-Glutamate

Anti-Hydroxytryptamine

Anti-Dopamine (Parkinson’s) (Anti-5-HT)

Anti-Alpha-synuclein (Alzheimer's and
(Parkinson’s))

Anti-al and B2 adrenergic
receptors (Alzheimer's)

Anti-Endothelin A receptor

Brain Inflammation Brain Inflammation

Anti-NMDA receptor Anti-AMPA receptor

Anti-Dopamine receptors Anti-GABA receptors

Anti-Dipeptidyl aminopeptidase like protein
6 Anti-Glycine receptor

Anti-Contactin-Associated
Protein-like 2 Antibodies

Anti-Neurexin 3 (CNTNAP2)
Anti-Leucine-rich glioma-inactivated protein
1 (Anti-LGI1) Anti-Ma

Neural Genetics Neural Genetics

Apolipoprotein E Apolipoprotein E

Clinical Value

Demyelination Antigens

The upgraded Neural Zoomer plus contains four extra antigens that provide clinical value in identifying both common and
rare demyelinating diseases. Anti-Myelin oligodendrocyte glycoprotein (anti-MOG) has been found consistently present in
many acquired demyelinating CNS syndromes with predominance in pediatric patients.! Some patients tested negative for
anti-myelin basic protein (anti-MBP), the most frequently used marker for multiple sclerosis (MS) and optic neuritis, showed
positive for anti-myelin proteolipid protein (anti-PLP). Hence, anti-PLP adds value in identifying MS patients that would
have neglected if only tested for anti-MBP. Anti-neurofascin is clinically important in detecting a rare demyelinating
condition, combined central and peripheral demyelination (CCPD), and early detection is important in identifying the
optimum personalized treatment management. Addition of anti-MAG to our Neural Zoomer plus panel provides identification
of a rare disease called anti-MAG peripheral neuropathy that has slow progression. Hence, detection of this biomarker helps
identifying the best treatment strategies such as simple exercises if the condition is mild or drug therapies if the disease is
severe.

Blood Brain Barrier (BBB) Disruption

The new markers of BBB disruption provide more sensitivity towards identification of possible BBB disruptions and
associated conditions. The presence of Anti-s100b, anti-glial fibrillary acidic protein autoantibodies, anti-microglia, glucose-
regulated protein 78-targeted antibodies reflect BBB disruption that may allow neuroinflammation. The symptoms of BBB
disruption may vary from migraines, dizziness, brain fog, sleep disturbances, fatigue, anxiety, and depression to more
complex neuroinflammatory disorders. Presence of these markers indicates brain inflammation and oxidative stress that can
be treated by treating leaky gut, reduce alcohol use, and sugar imbalances or identifying triggers including mycotoxins
(mold), toxins from the environment, such as chemicals and metals, and co-infections like Lyme disease etc., treatments
with simple BBB sealers and antioxidant drug therapies. Glucose-regulated protein 78-targeted antibodies could trigger
blood-brain barrier breakdown and development of hallmark anti-aquaporin-4 autoantibody in Neuromyelitis optica (NMO)
pathology, hence the presence of anti-GRP 78 autoantibodies can be helpful in targeted treatments.2

Optical and Autonomic nervous system disorder

Neural Zoomer plus contains three extra optical and autonomic nervous system disorder markers that has added clinical

Anti-Amyloid beta (25-35)
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BLOOD BRAIN BARRIER fercrionia

Commun

ERCHONIA RED LASER BASE BRAIN 1-10-40-60. 12+ VISITS TRANSCRANIAL
BASE PROTOCOLS (UP TO 12 MINUTES HAND HELD/10 MINUTES FX RED, 6
MIN VIOLET AND GVL)

VAGAL STIMULATION ERCHONIA LASER (10 HZ) 2 MINUTES SCM/2 MINUTES

GUT/PERCUSSOR (UP TO 10 MINUTES) |
XYMOGEN SUPPORT (3 MONTH MINIMUM):

= MEMORALL 1 DAILY * 90 DAYS Gl BALANCE

= GASTRACID 1 DAILY (BEFORE PROTEIN MEALS) ONCOPLEX ES/CURCUPLEX -95 1 DAILY
= OPTIMAG NEURO 1 SCOOP DAILY OR NRF2 ACTIVATOR 1 DAILY

= COQMAX OMEGA 100 MG 2 DAILY DIOVASC 1 DAILY

= SUPPORT IF LAB INDICATES: VIT D3, B ACTIV (HOMOCYSTEINE ELEVATION), ALAMAX CR (HBAIC
ELEVATION/DIABETIC), MELATONIN CR (IF POOR SLEEP)

- LAB TEST CONFIRMATION VIBRANT NEURAL ZOOMER PLUS. ALSO CONSIDER IF ANTI-ZONULIN
ANTIBODIES ON WHEATER ZOOMER/INTESTINAL PERMEABILITY

- ADDRESS ROOT CAUSES ... 7

MARKERS FOR LEAKY BARRIERS

Commun

REVIEW FERCHONIA

GUT:

- ZONULIN

=ANTI-ZONULIN ANTIBODIES

=ANTI-ACTIN ANTIBODIES

=ANTI-LIPOPOLYSACCHARIDE (LPS) ANTIBODIES

WHEAT ZOOMER/INTESTINAL PERMEABILITY PANEL

BRAIN:

-ZONULIN (NOT ON NZ+)

-ANTI-ZONULIN ANTIBODIES (NOT ON NZ+)

-ANTI-GFAP (GLIAL FIBRILLARY ACID PROTEIN) ANTIBODIES
-ANTI-MICROGLIA

-ANTI-GLUCOSE REGULATED PROTEIN 78

NEURAL ZOOMER PLUS

Duplication, citation or distributiotvéf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



VAGAL NERVE STIMULATION fercronia

HOW DO WE
ACCESS THE
VAGUS NERVE?

175

VAGAL NERVE STIMULATION firchonin

Brain Stimul. 2017 Jan - Feb;10(1):19-27. doi: 10.1016/j.brs.2016.10.008. Epub 2016 Oct 20.

Access to Vagal Projections via Cutaneous Electrical Stimulation of the Neck: fMRI Evidence in
Healthy Humans.

Conclusion:

The present findings provide
evidence in humans that
cervical vagal afferents can
be accessed non-invasively
via transcutaneous
stimulation of the antero-
lateral surface of the neck
(SCM), which overlies the
course of the nerve, suggesting
an alternative feasible method
Of Stimulating V@gﬁt:ﬁﬁgwﬁﬂ of this material in whole or in part

ission of Tfevor Berry, DC, DACNB is prohibited.




VAGAL NERVE STIMULATION

ASSESSING THE AUTONOMIC EFFECT OF VAGAL NERVE STIMULATION WITH
LOW LEVEL LASERS BY HEART RATE VARIABILITY MACHADO ETAL.

ABSTRACT: VAGUS NERVE STIMULATION (VNS) HAS BEEN APPROVED TO TREAT REFRACTORY
EPILEPSY, AND FOR OTHER CONDITIONS. THE INVASIVE NATURE OF THE ELECTRICAL STIMULUS,
WHICH REQUIRES SURGICAL IMPLANTATION OF ELECTRODES AROUND THE CERVICAL VAGUS NERVE,
IS ATECHNICAL LIMITATION. FIFTEEN NORMAL PARTICIPANTS FROM 22 TO 46 YEARS DIVIDED INTO
THREE GROUPS OF 5 SUBJECTS EACH, PAIRED IN AGE AND GENDER, WERE STUDIED APPLYING VNS
USING LLLT BY LASERS OF DIFFERENT FREQUENCIES; RED LASER (5 SUBJECTS), VIOLET LASER (5
SUBJECTS) AND RED-VIOLET COMBO (5 SUBJECTS). THE STUDY INCLUDED 3 EXPERIMENTAL
CONDITIONS; BASAL RECORD (10 MIN), VNS (10 MIN), AND POST-VNS (10 MIN). THE LF/HF RATIO
WAS CONSIDERED BECAUSE IT PROVIDES A MEASUREMENT OF PARA-SYMPATHETIC BALANCE. WHEN

RED LASER WAS USED FOR VNS THERE WAS A PREDOMINANCE OF
PARASYMPATHETIC BALANCE (HF). ON THE CONTRARY, THE STIMULUS WITH
VIOLET LASER PROVOKED SYMPATHETIC PREVALENCE (LF). THE COMBO RED/

VIOLET WAS ALSO PREDOMINANTLY PARASYMPATHETIC (HF). AS A CONCLUSION, THE
STUDY SHOWED THAT VNS USING LLLT IS A NON-INVASIVE AND SAFE METHOD AND SHOULD BE
CONSIDERED FOR FUTURE PROTOCOLS TO RECOVER PARASYMPATHETIC/SYMPATHETIC BALANCE IN
DIFFERENT CONDITIONS.

INSPIRATION IS SYMPATHETIC TONE, EXPIRATION PARASYMPATHETIC (1:2) ACH BATH ON VAGAL TONE.
COMA PROGNOSIS/THERAPEUTIC WINDOW... 177

VAGAL NERVE STIMULATION (rch

i3 89623 ; I
0.15657

BASAL RECORD VAGAL STIMULATION POST-VAGAL STIMULATION

When stimulating with RIED) LASER, in 7 cases

brain activity increased progressively from

BASAL, to VAGAL STIMULATION, and POST-VAGAL
STIMULATION records. In the 3 remaining cases, we

found a similar pattern as when the BLUE
(VIOLET) LASER was applied, Q
BASAL RECORD VAGAL STIMULATION POST-VAGAL STIMULATION progreSSive reduction brain

activity from BASAL, to VAGAL STIMULATION,
and POST-VAGAL STIMULATION records.

CALIXTO MACHADO, INSTITUTE OF NEUROLOGY
AND NEUROSURGERY

QEEG RESULTS USING LLLT WITH RED LASER

SUBJECT O1

Duplication, citation or distributioty®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



VAGAL NERVE STIMULATION: _
10 HZ FREQUENCY fercions

Long Term Effects of Low Frequency (10 Hz) Vagus Nerve Stimulation on EEG and Heart Rate
Variability in Crohn’s Disease: A Case Report
November 28, 2000; 55 (10) EXPEDITED PUBLICATION

Effects of vagus nerve stimulation on respiration during sleep
A pilot study

B.A. Malow, J. Edwards, M. Marzec, O. Sagher and G. Fromes
Autonomic Regulation Therapy via Left or Right Cervical Vagus Nerve Stimulation in Patients

With Chronic Heart Failure: Results of the ANTHEM-HF Trial

Author links open overlay panel
Rajendra K.PremchandMD1KamalSharmaMD2SanjayMittalMD3RufinoMonteiroMD4SatyajitDixitMD2lmadLibbusPhD5Lorenzo A.DiCarloMDeéJeffrey
L.ArdellPhD7Thomas S.RectorPharmD, PhDsBadriAmurthurMS5Bruce H.KenKnightPhDsInder S.AnandMD, DPhil (Oxon), FRCP8

Vagus nerve stimulation inhibits cytokine production
and attenuates disease severity in rheumatoid arthritis

FChronic vagus nerve stimulation reduces body fat, blood cholesterol
and trlglycerlde Ievels in rats fed a hlgh -fat diet

s o - Gl i HOME IDEAS FOR STIMULATING VAGAL NERVE/

POTENTIAL VAGAL/PARASYMPATHETIC POINTS FOR LLLT: PARASYMPATHETIC: ]
TRANSCRANIAL | 4:4:8 BREATHING - GARGLE - GAG - MEDITATION - COLD |

AURICULAR E SHOWERS
SCM (ADD RIGHT CAROTID REFLEX) { YAW AXIS ROTATIONS - NO NO’S - SINGING - HUMMING |
|

Gl SYSTEM/EPIGRASTRIC THYMUS TAPPING - LAUGHTER - AVOID FIGHT OR
ILIOCECAL VALVE (SIBO) FLIGHT

*CO-ACTIVATE WITH OTHER VAGAL TONE STIMULATION

VAGAL NERVE STIMULATION:

MASTER PROTOCOL gL

VAGAL NERVE STIMULATION USING ERCHONIA LASERS:

Mastoid
process

CONSIDER “VAGUS” SETTING 10-10-10-10 -
OR
“MASTER BRAIN” 1-10-40-60
OR
“REST-DIGEST” 1-10-1-10

MINIMUM 2 MINUTES OVER THE SCM

AND (A /.

2 MINUTES OVER THE GUT | | ———
STACK WITH YOUR PERCUSSOR ¥ \

Clavicle

UP TO 10 MINUTES TOTAL
CONSIDER PREFRONTAL CORTEX
THEN BASE OF SKULL/MEDULLA
THEN OVER THE EAR/TRAGUS REGION

THEN SCM RIGHT VERSUS LEFT? BOWEL SOUNDS/
THEN OVER THE GUT MOVEMENTS, LUBRICATION/ED
ASSESS - BILATERAL BP, PULSE OX/BPI
J L] ]
RULE OF 2’S PALATAL PARESIS, CAPILLARY REFILL ETC
CLINICAL CONSIDERATIONS -
ALWAYS MONITOR AUTONOMICS CONTRALATERAL CORTICAL +,

PULSE OX WITH BLQQRBEREIIEION dNEXEXotsof this material in whole or s ATERAL -
without permission of Trevor Berry, DC, DACNB is prohibited.



VAGAL NERVE STIMULATION £rcrionia

THE VAGAL NERVE STACK:

1.

hw

o

ERCHONIA LLLT TO THE SCM AND GUT WITH
ANY OF THE 10 HZ SETTINGS. MINIMUM 2
MINUTES EACH (DID 10 MINUTES IN HRV
STUDY)

PERCUSSOR GI. 4 LAPS AROUND THE GUT IN
A CLOCKWISE FASHION. FINISH OVER THE
UMBILICUS

HOOLEST PRIME TO SCM (#3 SETTING)
REZZIMAX TO HEAD/THYMUS/VAGUS

BOX BREATHING/RELAXATION MUSIC *

181

VAGAL NERVE STIMULATION
PROTOCOL frscionn

B >

(-4

Duplication, citation or distributiot8df this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



VAGAL NERVE STIMULATION fercronia

REZZIMAX TUNER PRO

REZZIMAX
Natural PAIN Rellef

A N

183

HOOLEST DEVICE

DISCLOSURE: THIS IS AN AFFILIATE PROGRAM MERCHONIA

ORAHO

'l:l ;. |-1|-
Eﬁiﬂ‘

o, . O,
31% L 36%
Increase in HRV Decrease in
ate-Anxie
R by tiotBfithis material in whole or in part
without permission of Trevor Berrm

HOOLEST
MINI: 1 VAGUS STIM SETTING

PRIME: 3 VAGUS STIM SETTINGS
1 MEDIAN NERVE ANTI-NAUSEA SETTING
1 TRIGEMINAL NERVE V1 HEADACHE SETTING

100% 0%
Rej pwasdl agen a ’ ?flf blty ompf(dtd




VAGAL NERVE STIMULATION ERCHONIA

THE RIGHT vmPEC INHIBITS
SYMPATHETIC TONE f
}\T’FC \
THE LEFT vmPFC INCREASES - /\)/,
PARASYMPATHETIC TONE N TR )
: SNNGD
\ feedback

USE YOUR LASERS ACCORDINGLY
1-10-40-60

The ventro-medial prefrontal cortex: A major link
between the autonomic nervous system, regulation

of emotion, and stress reactivity?
«  December 2008 2(1):21

Behav Immun
. 2008 Jul;22(5):630-8. doi: 10.1016/j.bbi.2008.01.005. Epub 2008 Feb 20.

The stressed prefrontal cortex. Left? Right!

VAGAL NERVE STIMULATION £rcrionia

CLINICAL GEM: WHILE LASERING THE
VAGUS NERVE AT THE SCM STACK IT WITH
“NO-NO” VOR’S, 4:4:8 BREATHING, TONGUE

TOOTH COUNT HUM, Gl STIMULATION

(PERCUSSOR)

THIS CAN BE EFFECTIVE IN ALL VAGAL
NERVE STIMULATION SCENARIOS AND
SUPRASEGMENTAL PAIN INHIBITION (RAPHE
NUCLEI)

Duplication, cita t d stri b t ot8f this material in whole or in part
withou tp rmis: of Trevor Berry, DC, DACNB is prohibited.
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Gl ISSUES AND SPENDING £ercrion

Community Educatio

IA

Gl Issues=
#1 OTC Spending @ $5.3B

Each Dollar Spent on OTC Products Saves the U.S. ~ $7.33

Healthcare System Value
$ Saved Per $ Spent on OTC By Category

Category Ssizz,: i(n I|s-) % of Savings Is\ggggl(g'llic): %-srsav{é:tjg’:n; gs%:;:%jg%é
Allergy $20.6 12.3% $3.9 53 54
Analgesics $29.9 17.9% $4.3 6.9 74
Antifungals $10.8 6.5% $0.7 14.6 1.4
Cough / Cold / Flu $21.8 13.0% $5.1 43 4.7
Lower GI $18.3 11.0% $2.7 6.8 7.2
Medicated Skin $28.8 17.2% $1.5 19.3 19.7
Upper GI $21.0 12.6% $2.6 8.1 7.3
Sleep $14.4 8.6% $0.9 15.9 12.6
Smoking Cessation $1.4 0.8% $1.1 1.3 15
Total $167.1 100% $22.8 7.33 7.2

® Source: IRINCP Consumer Survey, CHPA OTC Value Study, Oct 2018 & July 2022; IRI Market Advantage POS Data, Symphony Health Pharmaceutical Audits, Fair Health.Org/Internet Literature Research,
I HealthsystemTracker, PwC,

Puptication, citation or distribution of this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.

2022 Value of OTCs Study




GUT MiCROBIOME AND

ALZHEIMER’S

Research Shows Gut Bacteria Affect Brain Health — Reveals New Approach to
Treating Alzheimer’s Disease

(43 . . . . .
We gave young mice antibiotics for just a week, and we saw a permanent
change in their gut microbiomes, their immune responses, and how much

neurodegeneration related to a protein called tau they experienced with age,” said
senior author David M. Holtzman, MD

“This study may offer important insights into how the microbiome influences tau-mediated neurodegeneration, and suggests
therapies that alter gut microbes may affect the onset or progression of neurodegenerative disorders,” said Linda McGavern, PhD,

program director at the National Institute of Neurological Disorders and Stroke (NINDS), which provided some of the funding for the
study.

The findings suggest a new approach to preventing and treating
neurodegenerative diseases by modifying the gut microbiome with
antibiotics, probiotics, specialized diets or other means.

Reference: “ApoE isoform- and microbiota-dependent progression of neurodegeneration in a mouse model of tauopathy” by Dong-oh

Seo, David O’Donnell, Nimansha Jain, 13 ]anuary 2021:?9, Science.
DOI: 10.1126/science.add1236

UPDATES ON GUT HEALTH fCrcrionia

Community Education

Gut Microbiome at the Center of Parkinson’s Disease
Pathogenesis

Investigators found an overabundance of opportunistic pathogens and immunogenic
components, which suggest infection and inflammation at play, overproduction of toxic
molecules, and overabundance of the bacterial product curli. This induces PD pathology and
dysregulation of neurotransmitters, including L-dopa. At the same time, there was a shortage of neuroprotective
molecules and anti-inflammatory components, which makes recovery difficult.

The researchers studied 257 species of organisms in the microbiome, and of these, analysis
indicated 84, more than 30%, were associated with Parkinson’s disease.

“Of the 84 PD-associated species, 55 had abnormally high abundance in persons with PD, and 29 were depleted,”
Payami said. “We found that over 30% of the micro-organisms and bacterial genes and pathways tested have

altered abundanges iipafkinson’s RS ORAL BASED SPECIES! ALL CAN BE IMPROVED BY LLLT

At one end of the spectrum, Bifidobacterium dentium was elevated by sevenfold,

Actinomyces oris by 6.5-fold and Streptococcus mutans by sixfold. At the other end of
the spectrum, Roseburia intestinalis was reduced by 7.5-fold and Blautia wexlerae by fivefold.
Overall, 36% of PD-associated species had higher than twofold change in abundance, reflecting
a.1000% to 750% increase or decrease in PD versus the healthy control group.

pen Access

Published: 15 November 2022
Metagenomics of Parkinson’s disease implicates the gut microbiome in multiple disease
mechanisms

Duplication, citation or distributiot®®f this material in whole or in part
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GUT HEALTH: PBM ON THE GUT

AND ALZHEIMER’S SIGNS FERCHONIA

'An abdominal irradiation targeting gut flora was designed for Alzheimer's disease.

Gut flora-targeted photobiomodulation therapy at 630 nm and 730 nm improved AD.

Increase of Helicobacter and decrease of Rikenella in AD were reversed by gf-PBM.

Abstract
Methods
PBM was performed on the abdomen of the mice at the wavelengths of 630 nm, 730 nm, and 850 nm at

100 J/cmz= for 8 weeks. Morris water maze test, immunofluorescence and proteomic of hippocampus, and intestinal flora
detection of fecal were used to evaluate the treatment effects of gf-targeted PBM on AD rats.

Results

PBM at all three wavelengths (especially 630 nm and 730 nm) significantly improved learning retention as measured
by the Morris water maze. In addition, we found reduced amyloidosis and tau phosphorylation in
the hippocampus by immunofluorescence in AD mice. By using a quantitative proteomic analysis of the hippocampus,
we found that gf-targeted PBM significantly altered the expression levels of 509 proteins (the same differentially
expressed proteins in all three wavelengths of PBM), which involved the pathways of hormone

synthesis, phagocytosis, and metabolism. The 16 s rRNA gene sequencing of fecal contents showed that PBM

significantly altered the diversity and abundance of intestinal flora. Specifically, PBM treatment
reversed the typical increase of Helicobacter and

uncultured Bacteroidales and the decrease of Rikenella seen in AD mice.
ConclusionsOur data indicate that gf-targeted PBM regulates the diversity of intestinal flora, which may improve damage

caused by AD. Gf-targeted PBM has the potential to be a noninvasive microflora regulation method for AD
patients.

Journal of Photochemistry and Photobiology B: Biolo

wunezie. M@rch 2021, 112152

191
Gut flora-targeted photobiomodulation therapy improves senile dementia in an AB-induced Alzheimer’s disease animal modeL

GUT HEALTH ferchonin

A Protective Probiotic for ALS Found
. December 20, 2022

Summary: Lacticaseibacillus rhamnosus HA-114, a non-commercial probiotic reduces
neurodegeneration and has neuroprotective effects in lab models of ALS.

A probiotic bacterium called Lacticaseibacillus rhamnosus HA-114 prevents neurodegeneration in the C.
elegans worm, an animal model used to study amyotrophic lateral sclerosis (ALS).

That'’s the finding of a new study at Canada’s CHUM Research Center (CRCHUM) led by Université de Montréal
neuroscience professor Alex Parker and published in the journal Communications Biology.

He and his team suggest that the disruption of lipid metabolism contributes to this cerebral degeneration, and
show that the neuroprotection provided by HA-114, a non-commercial probiotic, is unique compared to other
strains of the same bacterial family tested.

“When we add it to the diet of our animal model, we notice that it suppresses the progression of motor
neuron degeneration,” said Parker, the study’s lead author. “The particularity of HA-114 resides in its fatty
acid content.”

CLINICAL CONSIDERATION: HIGH DOSE L-SERINE SUPPLEMENTATION

(30 GRAMS DAILY) REFERENCE THE RESEARCH FROM PAUL COX
RUN THE NEURAL ZCQOMER PLUS FOR DDX




GUT MICROBIOME AND MIGRAINES £z} ionia

ymunity Educatic

Results

In THGC datasets, ten, five, and nine bacterial taxa were found to have a causal association with migraine, MA, and MO,
respectively, (IVW, all P < 0.05). Genus.Coprococcus3 and genus.Anaerotruncus were validated in FinnGen datasets. Nine,
twelve, and seven bacterial entities were identified for migraine, MA, and MO, respectively. The causal association still exists
in family.Bifidobacteriaceae and order.Bifidobacteriales for migraine and MO after FDR correction. The heterogeneity and
pleiotropy analyses confirmed the robustness of IVW results.

Conclusion

Our study demonstrates that gut microbiomes may exert causal effects on migraine, MA, and MO.
We provide novel evidence for the dysfunction of the gut-brain axis on migraine.

Migraine Class
& MA Actinobacteria 0.89| 25.78|IVW 16 0.0141 | 1.13(1.03—1.25)
Family
ClostridialesvadinBB60group 0.50 22.03 15 0.0445 | 1.09(1.00-1.18)
MO | Class
Actinobacteria 093 26.16 | IVW | 15 0.0142 | 1.25(1.05-1.50)
Melainabacteria 0.31| 22.05 10| 0.0410 [ 0.87(0.76-0.99)
Family
BacteroidalesS24.7group 0.36 | 23.14 [ IVW 8| 0.0491 | 0.84(0.70-1.00)
o FamilyXI 0.16 | 22.42 | IVW 8 0.0480 [ 0.89(0.80-1.00)
pen access

: Published: 17 July 2023
A causal effects of gut microbiota in the development of migraine

Qiang He, Wenjing Wang, Yang Xiong, Chuanyuan Tao, Lu Ma, Junpeng Ma, Chao You & The International Headache Genetics Consortium
The Journal of Headache and Pain

volume 193
24, Article number: 90 (2023)

GUT HEALTH AND COVID fercrioniA

C ity Education

A recent study of about 1,700 hospitalized coronavirus patients published in the journal The Lancet showed just how
prevalent and long-lasting the condition may be. According to the findings, 76 percent COVID-19 patients were still
dealing with at least one symptom six months after "recovering" from the virus. But what makes someone more
likely to suffer from COVID for months? New research out of Hong Kong has found that one key factor may indicate the

severity and longevity of a patients' COVID symptoms: thell’ gllt health

Patients with COVID were found to have higher numbers of certain bacteria,
including Ruminococcus gnavus, Ruminococcus torques, and Bacteroides dorei.
They also had far lower levels of Bifidobacterium adolescentis, Faecalibacterium
prausnitzii, and Eubacterium rectale, bacteria known to modify the immune
system. The former two bacteria were particularly associated with infection severity.

THE RESEARCHERS ALSO NOTE THAT ANTIBIOTIC USE DURING RECOVERY COULD
MAKE THEIR OUTCOMES WORSE AND PROBIOTICS COULD POTENTIALLY CONFER
PROTECTION AND RESOLUTION
Conclusion Associations between gut microbiota composition, levels of cytokines and
inflammatory markers in patients with COVID-19 suggest that
the gut microbiome is involved in the magnitude
of COVID-19 severity possibly via modulating host immune responses. Furthermore, the
gut microbiota dysbiosis after disease resolution could contribute
to persistent symptoms, highlighting a need to understand how gut microorganisms are
involved in inflammation and COVID-19.

Gut microbiota composition reflects disease severity and dysfunctional immune

prespenses inpatients with. COVIRA in part
JoiirnaleGistionYineKiBYadl NOVH6o02a!-
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The gut microbiota influences blood-brain
barrier permeability in mice

Viorica Braniste, Maha Al-Asmakh, [...], and Sven Pettersson

Sci Transl Med. Author manuscript; available in PMC 2015 Apr 14.
Published in final edited form as:
Sci Transl Med. 2014 Nov 19; 6(263): 263ra158.

we demonstrated that lack of gut microbiota is
associated with increased BBB permeability
and altered expression of tight junction
proteins. Fecal transfer from mice with
pathogen-free gut flora into germ-free mice or
treatment of germ-free mice with bacteria that
produce short chain fatty acids (SCFA)
decreased the permeability of the BBB.

GUT HEALTH fcrcrionia

Lasers Med Sci. 2018 Aug 3. doi: 10.1007/s10103-018-2594-6. [Epub ahead of print]
Photobiomodulation of the microbiome: implications for

metabolic and inflammatory diseases.

Bicknell B1,2, Liebert A3,4, Johnstone D5, Kiat H6,7.
Author information

Abstract

The human microbiome is intimately associated with human health, with a role in obesity, metabolic diseases such as type
2 diabetes, and divergent diseases such as cardiovascular and neurodegenerative diseases. The microbiome can be
changed by diet, probiotics, and faecal transplants, which has flow-on effects to health outcomes. Photobiomodulation has
a therapeutic effect on inflammation and neurological disorders (amongst others) and has been reported to influence

THE POSSIBILITY EXISTS FOR PBMT
T0 BE USED AS AN ADJUNCT THERAPY IN TREATMENT OF OBESITY AND OTHER
LIFESTYLE-RELATED DISORDERS, AS WELL AS CARDIQVASCULAR AND
NEURODEGENERATIVE DISEASES

Duplication, citation or distributiot®®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Photobiomodul Photomed Laser Surg. 2019 NOV 1; 37(11): 681-693.
Published online 2019 Nov 12. doi: 10.1089/photob.2019.4628

PMCID: PMC6859693
PMID: 31596658

“Photobiomics”: Can Light, Including Photobiomodulation, Alter the Microbiome?

Ann Liebert, PhD,1,,2 Brian Bicknell, PhD,3 Daniel M. Johnstone, PhD,4 Luke C. Gordon, BEHons, BMedSc,4 Hosen Kiat, MBBS, DMedSc,5,,6 and Michael R. Hamblin,
PhD7,8,,9

Rresults: Recent work by our research group has
demonstrated that PBM (red and NIR light) delivered
to the abdomen in mice, can alter the gut microbiome
in a potentially beneficial way. This has also now been
demonstrated in human subjects.

Conclusions: In consideration of the known effects of PBM on metabolomics, and the now
demonstrated effects of PBM on the microbiome, as well as other effects of light on the
microbiome, including modulating circadian rhythms, the present perspective introduces a new
term “photobiomics” and looks forward to the application of PBM to influence the microbiome
in humans. Some mechanisms by which this phenomenon might occur are considered.

197

First time ever: Researchers demonstrate
gut microbiota talking to the brain

BACTERIA CELL
_ Neuronal sensing WALL PROTEIN
Muropeptides & ) ) FRAGMENTS
“a CALLED
MUROPEPTIDES
P asras o - | ARE CARRIED IN
‘:ww & v THE BLOOD
| ,:\: ; i ... ' STREAM TO THE
\ @J { hu’ff .‘f.’ g::ts;;fmperature HYPOTHALAMUS
. BY A BILE ACID
SCIENCE @/ TIER
MOLECULE.

VOL. 376, NO. 6590
e S — pr

RESEARCH ARTICLE
Bacterial sensing via neuronal Nod2 regulates appetite and body temperature
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HOW TO FUNCTIONALLY ASSESS THE GUT

A Look Inside Vibrant GZ 3.0 *

* Part 1: Commensal Bacteria (DNA)
* Part 2: Pathogens (DNA)
* Part 3: Functional Markers (Mass Spec)

* An immense amount of data summarized into 3 very concise,
actionable pages
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BefO re We ? Vibrant\Wellness
begin....

\*

GUT ZOOMER
INTERPRETATION GUIDE

Gut Zoomer “ 5
Interpretation Q0
Guide

DOWNLOAD THE 47 PAGE
GUIDE FOR YOUR OFFICE
TO REFERENCE FOR CLINICAL
MANAGEMENT

MC-0093-00
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THE 5 R’S OF GUT HEALTH

1. REMOVE KRCHONA

1. REMOVE: ELIMINATE OFFENDING FOODS, ALLERGENS AND UNNECESSARY OTC MEDICATIONS
COMMONLY USED NUTRITIONAL SUPPORT
Amount Per Serving

BERBEMYCIN: BROAD SPECTRUM KILL AGENT

Oregon Grape (Mahonia aquifolium)(roots) b(——\ d

-
390 mg

Grapefruit 5:1 Extract (Citrus x paradisi)(seed) o
&

350 mg [ -
> - Berbemycin® =
Berberine HCI Ty

= €PY.011100.00001100

250 mg

Uva Ursi Extract (Arctostaphylos uva-ursi)(leaves)(16% arbutin)

PROBIOMAX IG 26 DF: PASSIVE IG THERAPY PLUS SPORE
BASED PROBIOTIC

FIXES LEAKY GUT AND INOCULATED AGAINST THE 29 MOST COMMON PATHOGENS INCLUDING C. DIFF!
AVIAN GRAS Y IMMUNOGLOBULIN THERAPY IS MORE IMMUNE NEUTRAL TOWARDS HUMAN IMMUNOLOGY

CELLCORE BIOSCIENCES FOUNDATIONAL PROGRAMS
OTHER TARGET SPECIFIC PROTOCOLS LIKE CANDICIDAL
LAURICIDIN/MONOLAURIN

Duplication, citation or distributio?0®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



5 R’S 2. REPLACE: FORTIFY

NORMAL DIGESTIVE FUNCTION

fercHoniA

RUN VIBRANT WHEAT AND GUT 3.0 ZOOMER, FOOD SENSITIVITY AND

b

MICRONUTRIENT PANELS

BASIC GUT HEALTH —
XYMOGEN MEDPAX: S
1 PROBIOMAX IG 26 DF | e ||
1 XYMOZYME HCL =

i oo, ‘:ﬁ £

1 HISTDAO -

—

HistoDAO™ is a patented enzyme formula containing diamine

oxidase (DAO)—the main enzyme responsible for the

degradation of ingested histamine. This enzyme has been
clinically tested and found to break down food-derived histamine

i in the digestive tract. DAO is not absorbed and does not have

i systemic activity. HistDAO does not manage or address antibody-

! related or IgE-related food allergies.*

ProbioMaxe IG 26 DF features clinically validated ingredients to
support microbiome wellness and overall immune health.
LactoSpore® (Bacillus coagulans MTCC5856) is a unique strain of
shelf-stable L (+) lactic acid-producing bacteria with a naturally
protective spore coating. IG 26 DF (IgY Max™), hyperimmunized egg
powder, provides immunoglobulins and immune cofactors to support
the body’s natural defenses by limiting non-beneficial microbial
adhesion.”

203

5 R’S OF GUT HEALTH 3. REPAIR

Amount Per Serving
%DV
Calories

Total Carbohydrate

Dietary Fiber
Green Kiwifruit (Actinidia deliciosa)(fruit)(62,500 AU actinidin)S1

Total Sugars 400**"19
’ Marshmallow (Althaea officinalis)(root)
¢}

Zinc (as zinc I-carnosine) 40(3*mg

Licorice Extract (Glycyrrhiza glabra)(root)(3.5% glabridin)S2
32.25 mg
293%

L-Glutamine BOO**mg

4 Quercetin (as quercetin dihydrate)
9

Slippery Elm (Ulmus fulva)(bark) 200 mg
2 Prune (Prunus domestica)(fruit)
9
N-Acetyl-D-Glucosamine 200lmg
% Chamomile Extract (Matricaria recutita)(flowering head)(1% apigenin-7-glucoside)
9
Aloe Vera 200:1 Extract (Aloe barbadensis)(leaf gel) 200”""9

Cat's Claw (Uncaria tomentosa)(bark)

600 mg

Porcine Gastric Mucin 209*"‘9

Okra (Hibiscus esctlentus)(no)
400 mg

o0

ymoZyme' HCl

BoadSpectrum Digestive Support*
4 10010101/101011100001

Vegetaria | Diet ﬁ 4
: 90 |sw='§n=m i
BCLUSIVE PROFESSIONAL FORMULS

Gl Balance

Sathing G Tract Support®
“FV:101101-011101011100001]

£
150:'_.":-mm o
\ SXCLUSIVE proressionaL FORMULS

CAPS/DAY
30 DAYS

Gl Balance Powder

g 1 Tract Support®
P 2101.0301101000101

2
2] e ki

ECLUSIVE PROFESSIONAL FORMULAS

h—
2 SCOOPS/DAY
14 DAYS



4. REINCCULATE (CONSIDER
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RESTOR
FLORA
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\ r ProbioMax® IG 26 DF features clinically validated
MEGA ingredients to support microbiome wellness and overall
cResls immune health. LactoSpore® (Bacillus
§  coagulans MTCC5856) is a unique strain of shelf-stable L
é/,)? 3 (+) lactic acid-producing bacteria with a naturally

3 . protective spore coating. In addition to its research-

g PrObIOMaX : supported role in promoting healthy bacterial balance in
MEGAGENESIS IG 26 DF ¥ the gut, this strain has been studied for its effects on
3 T ¥ maintaining blood lipid levels already within a healthy
range and its effect on vaginal health. IG 26 DF (IgY
Max™), hyperimmunized egg powder, provides
immunoglobulins and immune cofactors to support the
body’s natural defenses by limiting non-beneficial

Contains a probiotic bacterial strain from the non-industrialized world that supports primal gut mechanisms

MEGASPOREBIOTIC
A 100% spore-based. broad-spectrum probiotic shown to maintain healthy gut barrier function

e
MEGAMUCOSA CAPSULES microbial adhesion.*
The first complete mucosal support supplement of its kind, formulated to support a healthy mucosal barrier

RESTORFLORA PD - . =
. — . N == X N
A gut recovery probiotic that may help patients maintain a healthy gut microbial composition . % 8
Eq

s ° [ ]
APEX Ther-Biotic® Synbiotic is a synergistic . e Pr0b|0MaX Sb DF 2

i Xymasen = e ——————

SIBIOTICA combination of seven probiotics with = : ! y and F . g
2, the prebiotic SunFiber®. This next- = Probio Defense’ *PV10101.01]101011)00010 ?
) . . iz Bt 2
generation formula provides a more = o000t £ 30 [y g} 0
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5 R’S OF GUT HEALTH

5. REBALANCE fECCHEN

CONSIDER SOLUTIONS FOR LONG TERM GUT HEALTH:

1. ALWAYS ASSESS AUTONOMIC FUNCTION AND THE BRAIN GUT AXIS (HRV, BP, CAROTID RESPONSE).
A HEALTHY BRAIN AND VAGAL OUTPUT IS ESSENTIAL FOR PROPER DIGESTIVE FUNCTION AND
TONE! VAGAL NERVE PROTOCOLS.

2. EDUCATE PATIENT OF THE HAZARDS OF A STRESSFUL LIFESTYLE (JOBS, RELATIONSHIPS, EVEN
RELAXED EATING. TAKE TIME TO ENJOY MEALS. DON'T EAT SCARED!) USE FOOD SENSITIVITY AND
ALLERGY TESTING AS THE GOLD STANDARD FOR ELIMINATION. WHEN IN DOUBT, TRY GLUTEN FREE,
DAIRY FREE AND SOY FREE.

3. CONSIDER A FULL DETOX PROGRAM. 1-3 DAY WATER FASTS ARE AN EFFECTIVE REPAIR AND RESET
IDEA. XYMOGEN’S DETOX RENEWAL MICRO-KIT IS AN EASY TO FOLLOW PROGRAM.

4. WATCH FOR CO-MORBIDITIES AND PATHOLOGY. MOLD AND OTHER PATHOGENS MAY BE IN PLAY.
THE PATIENT MAY NEED A REFERRAL.

5. PROPER BOWEL MOVEMENTS ARE A MUST TO ELIMINATE WASTE AND TOXINS. MAGNESIUM AND
FIBER SUPPORT (XYMOGEN’S OPTIFIBER LEAN) MAY BE INDICATED.

Duplication, citation or distributio?0®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



UPDATES ON GUT HEALTH

Chemical residue on clean plates

A typical cycle in a commercial dishwasher involves circulating hot water
and detergent for around 60 seconds at high pressure. Afterwards, there is
a second 60-second washing and drying cycle in which water and a rinse
aaent are aopolied.

“What’s especially alarming is that in many appliances, there,s no additional WaSh cyCIe

tO remove the remaini ng rinse ald,” says Cezmi Akdis, UZH professor of experimental
allergology and immunology and director of the SIAF, who led the study. “This means that potentially toxic substances remain
on the dishes, where they then dry in place.”

The result was that high doses of rinse agents killed the intestinal
epithelial cells and lower doses made it more permeable. Rescarchers aiso

observed the activation of several genes and cell signaling proteins that could trigger inflammatory responses. A more

detailed analysis showed that one component of the FINS@ agent — alcohol ethoxylates -
was responsible for this reaction.

“It is important to inform the public about this risk, since alcohol
ethoxylates seem to be commonly used in commercial dishwashers.”

Ismail Ogulur, Yagiz Pat, Tamer Aydin, Duygu Yazici, Beate Riickert, Yaqgi Penq, Juno Kim, Urszula Radzikowska, Patrick Westermann, Milena Sokolowska, Raja Dhir, Mubeccel Akdis, Kari
Nadeau, Cezmi A. Akdis. Gut epithelial barrier damage caused by dishwasher detergents ang@inse aids. The Journal of Allergy and Clinical Inmunology. 1 December 2022.
DOI: 10.1016/j.jaci.2022.10.020
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s ELSEVIER
Changes in intestinal tight junction permeability associated with

industrial food additives explain the rising incidence of autoimmune
disease

Author links open overlay panel
AaronLerneraTorstenMatthiasb

Abstract
The incidence of autoimmune diseases is increasing along with the expansion of industrial food processing and food additive

consumption.

The intestinal epithelial barrier, with its intercellular tight junction, controls the equilibrium between tolerance and immunity to
non-self-antigens. As a result, particular attention is being placed on the role of tight junction dysfunction in the pathogenesis of
AD. Tight junction leakage is enhanced by many luminal components, commonly used industrial food additives being some of
them.

Glucose, salt, emulsifiers, organic solvents, gluten, microbial transglutaminase, and nanoparticles are extensively and
increasingly used by the food industry, claim the manufacturers, to improve the qualities of food. However, all of the
aforementioned additives increase intestinal permeability by breaching the integrity of tight junction paracellular transfer. In fact,
tight junction dysfunction is common in multiple autoimmune diseases and the central part played by the tight junction in
autoimmune diseases pathogenesis is extensively described. It is hypothesized that commonly used industrial food additives
abrogate human epithelial barrier function, thus, increasing intestinal permeability through the opened tight junction, resulting in
entry of foreign immunogenic antigens and activation of the autoimmune cascade. Future research on food additives exposure-
intestinal permeability—autoimmunity interplay will enhance our knowledge of the common mechanisms associated with

autoimmune progression.

Duplication, citation or distributio?0®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.




GUT HEALTH £zrcHonIA

Comimun

Food Dyes and Pigments
Acid Blue #3 (Patent Blue V)
Acid Red #14 (Carmoisine)
Annatto

Preservatives and Antioxidants
Benzoic Acid

+  Butylated Hydroxyansiole (BHA)

+  Butylated Hydroxytoluene (BHT)

Beta-Carotene

Blue #1 (Brilliant Blue) Citric Acid
Blue #2 (Indigo Carmine) Sodium Sulfite
Brilliant Black Sorbic Acid
Cochineal Extract - m J Formaldehyde
Green #3 (Fast Green) . Sodium Benzoate
Red #2 (Amaranth Red) Ad d I t I Ves 0 Sodium Nitrate
Red #3 (Erythrosine) J Emulsifiers and Surfactants
Red #4 (Carmine) ’ . Lecithin (Soy)
Red #40 (Allura Red) Measures the bOdy S IgG and IgA 0 Lecithin (Egg yolk)
Yellow #5 (Tartrazine) i . Polysorbate 80
Yellow #6 (Sunset Yellow) Immune response to 5_7 common Iy . Flavor Enhancers
oetanehn used food additives L oo Chirgs
Glyphosate . Sodium Citrate
Sweeteners 0 Gums and Thickening Agents
Acesulfame K 0 Gum Arabic
"Esrgf;tr‘;‘t";f 1. TEST INTESTINAL PERMEABILITY : Gurﬁ‘ﬁ;ﬁ:c“;mh
SIS PANEL ON THE WHEAT ZOOMER (OR - Locust Gean Gum
onk fruit . astic Gum
Saccharin SEPARATE TEST) 0 Xanthan Gum
Sorbitol 0 Beta-Glucan
ST 2. GUT DYSBIOSIS/PATHOGENS/ . Carrageenan
S e MALABSORPTION (GZ3.0) : Fibrous Adaltives
Elements 3. ADD'TIVES TEST AND ELIMINATE 0 Ispaghula or Psyllium Husk
Fluorid . Oth
Nickel Sulfate 4. VAGAL TONE (FN REFERRALY?) . Ry
Titanium dioxide . Bisphenol A (BPA)
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ARTIFICIAL SWEETENERS  ffcvonn

Common sweetener now linked to
impaired memory and learning

consuming aspartame at significantly
lower levels than deemed safe by the
Food and Drug Administration (FDA)
passed on spatial learning and memory
deficits to their offspring.

« Open Access

o Published: 31 August 2023
Learning and memory deficits produced by aspartame are heritable via the paternal lineage

Duplication, citation or distribution of this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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ARTIFICIAL SWEETENERS  ffcvonn

Chemical found in 'widely used sweetener'
damages human DNA, new study says

North Carolina State University shared the findings of its new study in a news release. It names

"sucralose," said to be the most widely used artificial

sweetener in the United States, as the "issue."
To put this in context, the European Food Safety Authority has a threshold of toxicological concern for All genotoxic
substances of 0.15 micrograms per person per day,” schifinan explains. “Our work
suggests that the trace amounts of sucralose-6-acetate in a single, daily
sucralose-sweetened drink exceed that threshold. And that’s not even
accounting for the amount of sucralose-6-acetate produced as metabolites
after people consume sucralose."

“When we exposed sucralose and sucralose-6-acetate to gut epithelial tissues — the
tissue that lines your gut wall — we found that both chemicals cause ‘leaky gut.’

Toxicological and pharmacokinetic properties of sucralose-6-acetate and its parent sucralose: in vitro screening assays

211
Susan S. Schiffman,Elizabeth H. Scholl, Terrence S. Furey &H. Troy Nagle

Published online: 29 May 2023

ARTIFICIAL SWEETENER WARNING! £Crcrionia

From 2009 to 2021, researchers in France studied more than
100,000 adults and their intake of artificial sweeteners. They reported that, based
on the results, artificial sweeteners may lead to an increased risk of cancer, specifically

breast and obesity-related cancers. People WhO consu med any
type of "high-intensity sweetener" had up to a

14% greater chance of developing cancer.
EXAMPLES OF COMMONLY USED ARTIFICIAL SWEETENERS:

saccharin, aspartame, acesulfame
potassium, sucralose, and neotame.

OPEN ACCESS PEER-REVIEWED
RESEARCH ARTICLE

Artificial sweeteners and cancer risk: Results from the NutriNet-Santé population-
based cohort study

«  Charlotte Debras ,
+  Eloi Chazelas,
+  Published: March 24, 2022 Duplication, citation or distributio?1®f this material in whole or in part

* hitps://doi.org/10.1371/journal.pmed. 10039504, \t hermission of Trevor Berry, DC, DACNB is prohibited.



ARTIFICIAL SWEETENER WARNING!

Just One Diet Coke Or Pepsi Max A
Day Can Triple Your Risk Of Stroke

This US-based study found that people who consume only one diet
drink per day triple their chances of suffering from the most commonly
occurring stroke compared to people who don’t consume any diet
drinks. It turns out that they are also 2.9 times more likely to develop
Alzheimer’s.

Diet drinks are just bad all around. Besides these deadly
diseases, they are also known to cause weight gain, diabetes,
and heart issues.

Daily Consumption of Sodas, Fruit Juices and Artificially Sweetened Sodas Affect Brain

6 years ago on Thursday, April 20th, 2017 in Featured, In the Media, Research
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ARTIFICIAL SWEETENER WARNING! £Crcrionia

Humans' Diet Coke addiction linked to rising
anxiety due to artificial sweetener

Researchers at Florida State University say they tested the put aspartame in mice's drinking water, only to find they began to
display anxious behaviour while the part of their brains linked to anxiety and fear changed.

The scientists found changes in the genes in the mice's amygdala - which processes potential threats and triggers our fight or
flight responses.

Scientist Dr Pradeep Bhide of the University's Centre for Brain Repair, who led the study, said they tested the
human equivalent of "two to four" small cans of diet fizzy
drinks' worth of aspartame o e mice.

Most shockingly in the study, male mice which displayed
brain changes after drinking the sweetener appeared to
pass those on to their offspring, suggesting anxiety could
be inherited from parents.

Duplication, citation or distributio?14f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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J Clin Gastroenterol. 2015 Aug;49(7):57 1-6. doi: 10.1097/MCG.0000000000000257.

Small Intestinal Transit Time Is Delayed in Small Intestinal Bacterial Overgrowth.

*MANY Gl CONDITIONS ARE

e ASSOCIATED WITH
s P ot SLOWED GI TRANSIT TIME.
TN (R Q) S o ALWAYS CONSIDER VAGAL
g, _,j A QA ]  TONE AND FUNCTIONAL
NEUROLOGICAL
i“”:mr'ssm. B i APPLICATIONS*
§ Sl e (VAGAL PROTOCOLS)
Y | ) e
‘ e e ACID SUPPRESSION CAN
4 l \ CAUSE GUT DYSBIOSIS
e oot s AND ALTERED TRANSIT
h 1 Muscle microvasculature TIME
1 Insulin secretio B -cell glucose sensitivity
WATCH GLP-1 AGONISTS
https:/ /en.wikipedia.org/wiki/Glucagon-like_peptide-1 (OZ EMPIC ’ BERBERIN E)

AND SIBO/DYSBIOSIS DUE
TO THEIR SLOWING OF Gl
FUNCTION!

A Review of Zinc-L-Carnosine and Its Positive Effects on Oral Mucositis, Taste Disorders, and

Gastrointestinal Disorders ERCHONIA LLLT:

Evidence supports the safety and efficacy of ZnC for the maintenance, VAGAL (10H2) +

Susan Hewlingst, . o . .
prevention, and treatment of the mucosal lining and other epithelial

tissues. The research supports its use for gastric ulcers (approved in LINE BEAM
Japan) and conditions of the upper GI and suggests other applications, LINEAR DOWN
particularly for oral mucositis. ESOPHOGEAL/
EPIGASTRIC
FOR AT LEAST 1 WEEK PRIOR TO PPI/H2 REGION
BLOCKER WITHDRAWAL CONSUME ZINC o MINUTES/
L-CARNITINE (XYMOGEN PEPCIX). IF VISIT
CHEWABLE TABLET, CHEW AND SWALLOW
TO TARGET ENTIRE GI LINING. VIBRANT LAB
DURING ACTIVE WITHDRAWAL PHASE USE CONSIDERATIONS:

L FOOD ALLERGY
e FOOD SENSITIVITY

LECTIN ZOOMER
OTHER CLINICAL AND LIFESTYLE CONSIDERATIONS: FOOD ZOOMERS

SLOW AND RELAXED EATING/CHEW FOOD
HOME VAGAL STIM
AM APPLE CIDER VINEGAR 2 TBSP (DO CHALLENGE FIRST)
BEFORE BED ALOE JUICE 2 TBSP AND ANY TIME OF PAIN POST MEAL
CHIROPRACTIC/MSK REGIONAL T SRINEARIB/REG ANDR-GIRELEASE

without permission of Trevor Berry, DC, DACNB is prohibited.

1 PEPCIX AND 1 HISTDAO PRE-MEAL(S)
AND 1 AM XYMOZYME HCL
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ADIPOSE REDUCTION fcionin

“Obesity is now the top modifiable
dementia risk factor in the U.S.,”
reports the Journal of the American
Medical Association in its latest

bu I Ietl n = Obesity in midlife is now leading to more cases of dementia than

any of the other usual suspects, including depression, smoking, diabetes, high blood
pressure, physical inactivity, or low levels of education. About a third of dementia cases
in America are now associated with some combination of these factors, with midlife
obesity, physical inactivity and low education levels leading the way. According to the

medical study, Midlife obesity was a contributing factor
to some 18% or just under 1 in 5 cases of dementia in America.

PUBLISHED JJLY-11,.2022

without permission of Trevor Berry, DC, DACNB i prohibited.



ADIPOSE REDUCTION (rciionin

Harmful Body Fat Not Only Increases Your

Waistline, but Also Your Risk of Dementia
I ) uly 26, 2021

Examining grey brain matter of about 28,000
people, the world first research showed that
increased body fat incrementally leads to
increased atrophy of grey matter in the brain
and consequently higher risk of declining
brain health.

“Unlocking the causal link of metabolically different adiposity subtypes with brain volumes and the risks of dementia and stroke: A Mendelian
randomization study” by Anwar Mulugeta et al. Neurobiology of Aging

OBESITY AND BRAIN £ercrionia

This is the #1 Cause of Obesity, as Study Ties it to Poor

Brain Health
Obesity is terrible for your brain—here’s why.

By Ferozan Mast

Published on January 3, 2023 i7:01 am

According to the CDC, over 41% of US adults are obese and one in three are overweight, making obesity an epidemic. Now new
research shows obesity in childhood negatively impacts brain health, which is concerning considering 20% of
American children are obese. "We know being obese as an adult is associated with poor brain health," says researcher
Simone Kaltenhauser, a post-graduate research fellow in radiology and biomedical imaging at the Yale School of Medicine in
New Haven, Connecticut. "However, previous studies on children have often focused on small, specific study populations or
single aspects of brain health."

Using MRI scans, the researchers studied the brain health of 5,169 children, of whom 21% were overweight,
and 17.6% were obese. The results? The MRIs of the overweight and obese children showed structural brain

changes, especially Significant impairment to white matter.

"It is striking that these changes were visible early on during childhood," Kaltenhauser says. Researchers also
noticed thinning in the outermost layer of the brain (the cortex).

One factor Dr. Ludwig discusses is the role carbohydrates play. "Processed, rapidly digestible
carbohydrates — foods like sweetened breakfast cereals, potato chips and sugary
beverages - raise our insulin level too high," he says. "This causes our fat cells to take in and store too many calories,

leaving fewer available for the re%lﬁ)ﬁiﬂ%ﬁ m%ymﬁoﬁégﬁg;gmgﬁf&{@qqﬁg%mqﬁ%h J%e@#,ﬁlbeanumber of calories in the

bloodstream plummets, so we get hyngriarsoanesafter £aJ88serry, DC, DACNB is prohibited.



BRAIN AND FAT o onn

Scientists Discover a Secret Messenger
Between Fat And The Brain
01 September 2022

Scientists thought they understood how our brains kept tabs on the levels of fat in
our bodies: by monitoring fat-associated hormones in our bloodstreams.

But in a new study, researchers now discovered an entire additional messaging
system.

It turns out we have a whole sensory system dedicated to
carrying messages from our fat tissues (adipose) to our brains.

"The discovery of these neurons suggests for the first time that your brain is actively
surveying your fat, rather than just passively receiving messages about it," says Scripps
Research Institute neuroscientist Li Ye.

« Open Access
«  Published: 31 August 2022

The role of somatosensory innervation of adipose tissues

. Yu Wang, Verina H. Leung, Yunxiao Zhang, Victoria S. Nudell, Meaghan Loud, M. Rocio Servin-Vences, Dong Yang, Kristina Wang, Maria Dolores Moya-Garzon, Veronica L. Li, Jonathan

Long, Ardem Patapoutian & Li Ye
Nature (2022) 221

ADIPOSE REDUCTION (rciionin

THE BRAIN-ADIPOSE COMBO: WE HAVE ONE OF OUR FX-635s IN
THE SAME ROOM AS OUR ZERONA AND COMBINE THE TWO
TOGETHER. A VERY POWERFUL CLINICAL TOOL THAT SAVES

Duplication, citafi N EstiAUNED WE!\Nhole orin part
without permission of Trevor Berry, DC, DACNB is prohibited.



LONG COVID AND OBESITY /o

Sec. Thrombosis and Haemostasis|
Volume 10 - 2023 | https://doi.org/10.; fevm..
This article is part of the Research Topic

COVID-19 and Thrombo-inflammatory Responses
View all 12 Articles

The intersection of obesity and (long) COVID-19: Hypoxia, thrombotic inflammation, and

vascular endothelial injury
In patients with obesity, the accumulation of central fat restricts the expansion of alveoli, exacerbating the pulmonary

dysfunction caused by SARS-CoV-2 invasion, inflammatory damage, and lung edema. Abnormal fat secretion and immune
impairment further aggravate the original tissue damage and inflammation diffusion. Obesity weakens baseline vascular
endothelium function leading to an early injury and pre-thrombotic state after infection. Enhanced procoagulant
activity and microthrombi promote early obstruction of the vascular. Obesity also prolongs the duration of

symptoms and increases the risk of sequelae after hospital discharge. Persistent viral presence, long-
term inflammation, microclots, and hypoxia may contribute to the development of persistent symptoms, suggesting that

patients with ohesitv are uniauelv suscentible to lone COVID.

Stanford Medicine study: SARS-CoV-2 infects fat
tissue, creates inflammatory storm cloud

Is SARS-CoV-2 hiding in your fat cells?

A study by Stanford Medicine investigators shows that SARS-CoV-2 can infect human fat tissue.

McLaughlin says there are two areas of potential concern with fat tissue and Long Covid. One is that this tissue might serve
as a “big reservoir where the virus continues to replicate and is sent out” to other parts of the body.
The second is that inflammation due to infected fat cells and macrophages can
result in fibrosis or scar tissue forming around organs, inhibiting their function.
Once scar tissue forms, the tissue damage becomes more difficult to repair.

DETOXIFICATION frcionn

WHAT LIKES TO HANG OUT IN FAT?

TOXINS LIKE METALS, PERSISTENT ORGANIC POLLUTANTS (POP’S)
USE YOUR ERCHONIA FAT REDUCTION LASERS AS PART OF YOUR
TREATMENT STRATEGY FOR TOXINS
CONSIDER BINDERS LIKE HM-ET WITH YOUR ZERONA AND
EMERALD PROTOCOLS

PATHOGENS!
PARASITES (EX. MALARIA), COVID (LONG COVID?), MOLD...
CONSIDER BIOTOXIN BINDERS
S AL CONSIDER ZERONA

FOR CHRONIC

Trends Parasitol. 2017 Apr; 33(4): 276-284.
Published online 2016 Dec 19. doi: 10.1016/}.pt.2016.11.008
PMCID: PMC5376508

NIHMSID: NIHMS834449 PATHOGEN AND

PMID: 28007406
Adipose tissue - a safe haven for parasites? TOXIN BURDEN
Herbert B Tanowitz,1 Philipp E Scherer,2 Maria M Mota,3 and Luisa M Fi ueifgdrr?g’{erial in PROTOCO LS

Duplication, citation or distributi
without permission of Trevor Berry, DC, DACNB is prohibited.




ADIFCSE REDUCTION

AND ARTHRITIS PAIN feRcrion!

J Atheroscler Thromb. 2017 Nov 1; 24(11): 1088—1089.
doi: 10.5551/jat.ED083

Leptin Resistance and Lipolysis of White Adipose Tissue: An
Implication to Ectopic Fat Disposition and Its Consequences

Michio Shimabukuro
Leptin is an adipocyte hormone that functions as the afferent signal in a negative feedback

lOOp regulating bOdy WEightl 2). The rate of a person's leptin production is related to adiposity, but a large portion of the variability in
plasma leptin concentration is independent of the percentage of body fatl, 3, 4). Obese individuals typically have large

amounts of leptin; however, their brain usually cannot sense their leptin,
resulting in a state termed as leptin resistance3, ..

Leptin sensitive individuals Leptin resistance obese individuals

(B) In leptin resistant obese individuals, effects of leptin, though its
plasma levels are increased, is decreased in hypothalamus.

Leptin Insufficiency of leptin signaling causes hyperinsulinemia in
esistance () pancreatic f-cells, which lead to subsequent impairment of insulin
secretion and diabetes mellitus. Leptin resistance increases
productions of leptin in white adipose tissue, but cannot abolish fat

via HSL. Combined above mechanisms, leptin
resistance instigates ectopic fat
disposition in the liver and the
skeletal muscle, provoking insulin
resistance and chronic inflammation.

resistance (-)

res
Insulin

Leptin|
HSL
ite adipise tissue

ADIPOSE REDUCTION

AND ARTHRITIS PAIN fercHonA

Nat Rev Rheumatol
2011 Mar;7(3):161-9. doi: 10.1038/nrrheum.2010.213. Epub 2011 Jan 4.

The role of mitochondria in osteoarthritis

Abstract

Francisco J Blanco 1, Ignacio Rego, Cristina Ruiz-Romero
Mitochondria are important regulators of cellular function and survival that may have a key role in aging-related diseases. Mitochondrial DNA
(mtDNA) mutations and oxidative stresses are known to contribute to aging-related changes. Osteoarthritis (OA) is an aging-associated
rheumatic disease characterized by articular cartilage degradation and elevated chondrocyte mortality. Articular cartilage chondrocytes survive
and maintain tissue integrity in an avascular, low-oxygen environment. Recent ex vivo studies have reported mitochondrial dysfunction in

human OA chondrocytes, and analysesofmitOChondriaI e|eCtrOn transport Chain
activity in these cells show decreased activity of
Complexes |, Il and Ill compared to normal chondrocytes.

This mitochondrial dysfunction may affect several pathways that have been implicated in cartilage degradation, includinn oxidative stress,
defective chondrocyte biosynthesis and growth responses, increased cytokine-induced chondrocyte inflammation and r ™.
cartilage matrix calcification, and increased chondrocyte apoptosis. Mitochondrial dysfunction in OA chondrocytes ma \
mutations in the mtDNA or from the direct effects of proinflammatory mediators such as cytokines, prostaglandins, re
nitric oxide. Polymorphisms in mtDNA may become useful as biomarkers for the diagnosis and prognosis of OA, and
biomarkers by mtDNA haplogroups supports the concept that mtDNA haplogroups may define specific OA phenotyp:

CONSIDER THE ERCHONIA GVL LASER

and

process.

FOR OSTEQARTHRITIC JOINTS!
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Basic Clin Pharmacol Toxicol
actions
. 2014 Jan;114(1):103-8. doi: 10.1111/bcpt.12160. Epub 2013 Nov 20.

Leptin - a link between obesity and osteoarthritis. applications for prevention and
treatment

Katriina Vuolteenaho 1, Anna Koskinen, Eeva Moilanen

Abstract

Osteoarthritis (OA) is the most common cause of musculoskeletal disability and pain in the world. The
current drug treatment for OA is symptom relieving, and there is an urgent need for treatments that could retard, prevent or repair cartilage
destruction in OA. Obesity is a major risk factor for OA. Traditionally, it has been thought to contribute to the development of OA by increasing
the load on weight-bearing joints. However, this appears to be an over-simplification, because obesity is also linked to OA in the hand and

finger joints. Recent StUCi€s have shown that adipocytokine leptin is a possible
link between obesity and OA: Leptin levels in synovial fluid are
increased in obese patients, leptin receptor (Ob-R) is expressed in
cartilage, and leptin induces the production of matrix
metalloproteinases (MMPs), pro-inflammatory mediators and nitric
oxide (NO) in chondrocytes. Furthermore, according to the very recent findings, not only leptin levels in the joint

but also leptin sensitivity in the cartilage are enhanced in obese OA patients. The findings supporting leptin as a causative link between
obesity and OA offer leptin as a potential target to the development of disease-modifying drugs for osteoarthritis (DMOAD), especially for
obese patients.

JOINT FORMULAS LIKE CHONDROITIN AND GLUCOSAMINE SULFATE ACTUALLY ACT
ON THE HYPOTHALAMUS TO PROMOTE SENSITIVITY TO LEPTINS (THEIR ACTION IS
NOT LIMITED TO THE CARTILAGE ITSELF)!

ADIPOSE AND PAIN frchonia

The prevalence of obesity skyrocketed over the past decades to become a significant public health problem. Obesity
is recognized as a low-grade inflammatory disease and is linked with several comorbidities such as diabetes,
circulatory disease, common neurodegenerative diseases, as well as chronic pain. Adipocytes are a major
neuroendocrine organ that continually, and systemically, releases pro-inflammatory factors. While the exact
mechanisms driving obesity-induced pain remain poorly defined, nociceptor hypersensitivity may result from the
systemic state of inflammation characteristic of obesity as well as weight surplus-induced mechanical stress.
Obesity and pain also share various genetic mutations, lifestyle risk factors, and metabolic pathways. For instance,
fat pads are often found hyper-innervated and rich in immune cell types of multiple origins. These immunocytes
release cytokines, amplifying nociceptor function, which, in turn, via locally released neuropeptides, sustain
immunocytes’ function. Here, we posit that along with mechanical stress stemming from extra weight, the
local neuro-immune interplay occurring within the fat pads maintains the state of chronic low-grade
inflammation and heightens sensory hypersensitivity. Overall, stopping such harmful neuro-immune
crosstalk may constitute a novel pathway to prevent obesity-associated comorbidities, including neuronal
hypersensitivity.

SUMMARY: FAT = INFLAMMATION
=> PAIN

Published online 2020 Jun 9. doi: 10.3389/fnhum.2020.00181
PMCID: PMC7295985
PMID: 32581740

Neuro-Immunity Controls Obesity-Induced Pain

Duplication, citation or distribution®f this material in whole or in part

Tuany Eichwald . e . o
without permission of Trevor Berry, DC, DACNB is prohibited.
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VISCERAL FAT fercrionia

*"  Published: 18 August 2021
Neuro-mesenchymal units control ILC2 and obesity via a

brain-adipose circuit

. Filipa Cardoso, Roel G. J. Klein Wolterink,

Nature (2021)
In recent years, scientists have begun to suspect the nervous system and the immune system are both working together to

control visceral fat. After all, this deep yellow matter not only houses nerve fibers, it also contains immune cells.
"The neurons and the immune cells were not talking to each other," explains molecular

bioloaist Ana Filina Cardoso from the Champalimaud Center for the Unknown in Portuaal.
"So we investigated other candidates in the tissue, finally coming across a rather unexpected 'middleman'."

What was once thought to be a cellular bystander, has now turned out to be a critical
mediator. In fact. mesenchvmal cells (MSCs) were all but ianored bv scientists until fairlv

When researchers burned away mesenchymal cells in the deep fat
of mice, the nearby immune cells, known as type 2 innate lymphoid

-
= elelelle =10 = ale alcHeldell ale alc =

Effect of low-level laser therapy on mesenchymal stem cell proliferation: a systematic review

Fernanda Ginani, Diego Moura Soares, Mardem Portela e Vasconcelos Barreto & Carlos Augusto Galvdo Barboza Galvao Barboza)

The analysis of the papers showed a concentration of experiments using LLLT on stem cells
derived from bone marrow, dental pulp, periodgntal ligament, and adipose tissue. It can be

concluded that the laser therapy positively influences the in vitro proliferation of stem cells studieq

ADIPOSE REDUCTION, LLLT AND
ERCHONIA

PERIPHERAL INSULIN RESISTANCE

Lasers Med Sci
. 2018 Aug;33(6):1245-1254. doi: 10.1007/s10103-018-2465-1. Epub 2018 Feb 23.

The effects of exercise training associated with low-level laser therapy on
biomarkers of adipose tissue transdifferentiation in obese women
1,

2,

Abstract

Investigations suggest the benefits of low-level laser therapy (LLLT) to
improve noninvasive body contouring treatments, inflammation, insulin
resistance and to reduce body fat. However, the mechanism for such potential
effects in association with exercise training (ET) and possible implications in
browning adiposity processes remains unclear.

LLLT promotes an improvement in body composition and inflammatory
processes as previously demonstrated. The Phototherapy group
especially presented positive modifications of WNT5
signaling, FGF-21, and ANP, possible biomarkers

associated with browning adiposity processes. This suggests
that this kind of intervention promotes results applicable in clinical practice to
COI’ItI’Ol ObeSIty and fél)qfé(g gtj[irevor f this material in whole or in part

without permission erry, DC, DACNB is prohibited.
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PBM therapy improved glucose tolerance and
phosphorylation of Akt (Ser473) and reversed the HFD-
induced reduction of GLUT4 content and
phosphorylation of AS160 (Ser588). Also, PBM therapy
reversed the increased area of epididymal and

mesenteric adipocytes. The results showed that
chronic PBM therapy improved
parameters related to obesity and insulin
resistance in HFD-induced obesity in mice.

Lasers Med Sci
. 2018 Apr;33(3):559-571. doi: 10.1007/s10103-017-2408-2. Epub 2017 Dec 15.

Infrared photobiomodulation (PBM) therapy improves glucose metabolism and
intracellular insulin pathway in adiposetissue of high-fat fed mice

2158 1

ADIPOSE REDUCTION, GUT

MICROBIOME AND LLLT ferciona

Lasers Med Sci. 2018 Aug 3. doi: 10.1007/s10103-018-2594-6. [Epub ahead of print]
Photobiomodulation of the microbiome: implications for

metabolic and inflammatory diseases.

Bicknell B1,2, Liebert A3,4, Johnstone D5, Kiat H6,7.

Author information
Abstract

The human microbiome is intimately associated with human health, with a role in obesity, metabolic diseases such as type
2 diabetes, and divergent diseases such as cardiovascular and neurodegenerative diseases. The microbiome can be
changed by diet, probiotics, and faecal transplants, which has flow-on effects to health outcomes. Photobiomodulation has
a therapeutic effect on inflammation and neurological disorders (amongst others) and has been reported to influence
metabolic disorders and obesity. The aim of this study was to examine the possibility that PBM could influence the

THE POSSIBILITY EXISTS FOR PBMT
T0 BE USED AS AN ADJUNCT THERAPY IN TREATMENT OF OBESITY AND OTHER
LIFESTYLE-RELATED DISORDERS, AS WELL AS CARDIQVASCULAR AND
NEURODEGENERATIVE DISEASES

without permission of Trevor Berry, DC, DACNB is prohibited.
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BASIC 8 TREATMENT PLATFORM:
2X/WEEK FOR 3 WEEKS
1X/WEEK FOR 2 WEEKS
FOLLOW ERCHONIA’S
TREATMENT PLAN
(LYMPHATICS, WALK,
H20 ETC)

PRE-SCREEN MAF

OTHER CONSIDERATIONS:
EXTENDED TX PLANS BASED
ON SIZE AND GOALS )
REFERRAL VISITS )
“MEMBERSHIP MODEL”

ZERONA 26 (OTC) E‘ERCHONIA’ EMERALD (MEDICAL)

Duplication, citation or distributio?86f this material in whole or in part
without permlssw'n of Trevor Berry, UE DACNB is prohibited.
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WEIGHT LOSS

OZEMPIC (SEMAGLUTIDE) VS BERBERINE

BOTH ARE GLP-1 AGONISTS (GLUCAGON-LIKE PEPTIDE-1)

GLP-1 IS RELEASED BY THE SMALL INTESTINE IN RESPONSE TO FOOD

GLP-1 HAS 3 PRIMARY MECHANISMS OF ACTION:

1. DECREASES APPETITE VIA HYPOTHALAMIC STIMULATION OF SATIETY

2. SLOWS GASTRIC EMPTYING OF THE STOMACH

3. STIMULATES THE PANCREAS TO PROMOTE INSULIN SECRETION AND SUPPRESS
GLUCAGON

(INSULIN BINDS TO GLUT 4 RECEPTORS FOR GLUCOSE ENTRANCE INTO CELLS

AND PREVENTS GLUCOSE FROM GETTING TOO HIGH WHERE AS GLUCAGON

PREVENTS GLUCOSE LEVELS FROM GETTING TOO LOW)

BERBERINE WILL NOT YIELD THE SAME WEIGHT LOSS EFFECTS AS OZEMPIC BUT

HAS FAR FEWER SIDE EFFECTS

AND IS MUCH LESS EXPENSIVE (~$50/MONTH VS $900-1200/MONTH)

BERBERINE ALSO PROMOTES:

- GIP INCREASE (GASTRIC INHIBITORY POLYPEPTIDE) PROMOTING FURTHER
INSULIN AND SOME INHIBITION OF GASTRIC ACID

- BHB (B-HYDROXYBUTYRATE) ONE OF THREE MAIN KETONES THAT KEEP THE
BODY IN FAT BURNING STATE AND MUSCLE PRESERVATION

- AMPK (AMP-ACTIVATED PROTEIN KINASE) RELEASE FROM MOSTLY MUSCLES
AND IS A MAJOR FAT BURNING ENZYME

- PCSK-9 INHIBITION. BREAKS DOWN LDL RECEPTORS TO REMOVE LDL FROM
BLOODSTREAM

WATCH SERIERINE IN TH1 D '\‘IN ANT CO"JDTTEONS

CONSIDER USING THE

METABOLIC ASSESSMENT

; FORM TO PRE-SCREEN

4 FOR METABOLIC

COMPROMISE,
ESPECIALLY THYROID

DYSFUNCTION, AS PART
OF YOUR WEIGHT LOSS

PROGRAM AND PRIOR TO
STARTING YOUR LASER

PROGRAM

CONSIDER APEX
SEMINARS, FNS
AND THE KHARRAZIAN
INSTITUTE
FOR FUNCTIONAL
MEDICINE EDUCATION
AND INFORMATION

ERCHONIA

,Berberme ES 5 :

labilty of Berber
#0111 nuenmu;mum

y -
Ak
mclwln ‘sunnl-m-m ort] 32

CLUSIVE PROFESSIONAL FORMILS

BERBERINE ES-5

5X BIOAVAILABILITY

AS REGULAR
BERBERINE

ACTIVE FOR 8 HOURS

VS

4 HOURS REGULAR

BERBERINE

TAKE BID
1 WITH EACH
OF 2 BIGGEST
MEALS



WEIGHT LOSS ERCHONIA

OPTIFIBER LEAN:

-E-425-ii IS ITS EUROPEAN DRUG NAME AND IS CLINICALLY INDICATED IN
EUROPE FOR WEIGHT LOSS AND CHOLESTEROL MANAGEMENT

-BINDS TOXINS, FAT AND SLUDGY BILE IN THE GUT AND CAN BE USED AS PART ‘
OF MYCOTOXIN PROFILE TO BIND BIOTOXINS IN THE GUT

-1S AN EXCELLENT PRE-BIOTIC. BIFIDO BACTERIA FERMENTS THE SOLUBLE
FIBER FOR FUEL SOURCE CREATING SHORT CHAIN FATTY ACIDS AS A
BYPRODUCT OF THE FERMENTATION PROCESS, MOST NOTABLY BUTYRATE
-IT IS THE ONLY KONJAC (ROOT VEGETABLES IN ASIA) WITH NO ARSENIC OR
SULFITES OptiFiber Lean
-SWELLS 200X ORIGINAL SIZE TO CREATE FULLNESS AND MASS WHILE e
TRAPPING MATTER LISTED ABOVE BUT IT DOES NOT DENATURE LIKE INULIN

AND GUAR GUMS WHICH CAN DENATURE 50-100% DURING INGESTION i 7
-IT LOWERS BETA-GLUCURONIDASE BY 25% ACTIVITY BY 25% IN 4 WEEKS e
(GUT ZOOMER 3.0). THIS CAN PLAY A ROLE IN PROPER ESTROGEN

METABOLISM AND GUT DYSBIOSIS y
-=INCREASES SATIETY

-SLOWS GASTRIC EMPTYING BY MORE THAN 80 MINUTES 1-2 CAP PRE MEAL
~STABILIZES GLUCOSE SPIKES AND CRASHES AS WELL AS BLOOD GLUCOSE up Tglg/DAY
LEVELS 1 GRAM POWDER
=3 GRAMS PER DAY (START WITH 1 AND WORK UP) IS EQUIVALENT TO 40-60 PRE MEAL

GRAMS OF FIBER OF OTHER MAJOR BRANDS!

237

ADIPOSE REDUCTION

=MODIFIED PALEO/PAGEN DIET WITH KETOGENIC ROTATION AS INDICATED
=-INCREASE WATER INTAKE
=HIIT DAILY (BETTER EPOC EFFECT). CARDIO ROTATION (MIN 20-MAX 37 MINUTES)
=INTERMITTENT FASTING AND 16-8 DAILY RULE CONSIDERATION
-RULE OUT UNDERLYING METABOLIC COMPROMISE FIRST! EX. IF SHOWING THYROID
DYSFUNCTION ADDRESS THAT BEFORE STARTING ON PROGRAM
=NUTRITIONAL SUPPORT (XYMOGEN PRODUCT LINE)
FOUNDATIONAL 3:
=-BERBERINE ES-5 (1 CAP BID WITH 2 BIGGEST MEALS)
-OPTIFIBER LEAN (3 CAPS BID PRE BIGGEST MEALS = 3 GRAMS. 1 AT START)
-PROBIOMAX LEAN DF (1 CAP PER DAY. 4% BODY MASS REDUCTION)
GOOD ADD ONS:
=LIPOTROPIX (2 CAPS PER DAY. FAT METABOLISM)
-CARNITEX (1 CAP BEFORE BREAKFAST. L-CARNITINE FAT UTILIZATION, ENERGY FOR
MUSCLE RECOVERY)

OPTIONAL AS INDICATED:
-APPECURB (2 CAPS PER DAY IF PATIENT DEALING WITH CRAVINGS)
=SYNOVX DJD (2 CAPS DAILY. OSTEOARTHRITIC JOINTS/LEPTIN RESISTANCE)
= OR LEPTIN MANAGER (1 CAP AM. PROPER LEPTIN UTILIZATION)
=-BERGACORE PLUS (2 CAPS DAILY. CARDIOMETABOLIC SYNDROME)

*ALWAYS PRE-SCREEN PATIENTS ESPECIALLY FOR THYROID DYSFUNCTION. CONSIDER MAF

FORMS AND RUN LABSHAGHGRR BIMERLY Sistributiozssf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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NUTRITIONAL SUPPORT FOR
ADIPOSE REDUCTION

fercrionia

EAT FAT,
THE 30-30-30 FAT MELTING GETTAN
WORKOUT ROUTINE | 1)

DO NOT WAKE UF, SKIP BREAKFAST, HAMMER OUT AN HOUR
WORKOUT AND CATABOLIZE YOUR LEAN MUSCLE!

d -q YOU HAVE ABOUT 20 MIN OF GLYCOGEN RESERVES AND IT
TAKES ABOUT 5 HOURS TO START TURNING FAT INTO ENERGY
1 => YOUR BODY STARTS EATING ITSELF WITHIN 3 MINUTES
“. B WITHOUT AN INTERMEDIATE FUEL SOURCE

HMB PRO |
e | TO STRIP FAT NOT YOUR OWN MUSCLE,

L

=='_'| EAT 30 GRAMS OF PROTEIN WITHIN 30
— | MINUTES OF WAKING UP AND THEN DO

"
seenzenaymone 30 MINUTES OF STEADY STATE
idncelas,  WORKOUTS (HR BELOW 135)

AND AGING._3 GRAMS/DAY Duplication, citation or distributio?#®f this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.
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New miracle supplement found to boost
memory and muscle strength in old age

The study found HMB significantly enhanced the effect of resistance training on muscle
strength, physical performance, and muscle quality. It also reduced inflammatory markers.

Studies in mice with Alzheimer's disease have shown that HMB successfully reduces plaques and
increases factors for neuronal growth to protect learning and memory.

In a mice study, published in the journal Cell Reports, researchers examined whether after oral administration, HMB could
enter into the brain. Three days after oral treatment, HMB was detected in the hippocampus of HMB-
fed mice compared with control untreated mice, indicating that HMB is capable of crossing the
blood-brain barrier. The hippocampus region of the brain is responsible for learning and memory, and leakage in the
blood-brain barrier is associated with forgetfulness in ageing.

"Our study found that after oral consumption, HMB enters into the brain to increase these
beneficial proteins, restore neuronal connections and improve memory and learning in
mice with Alzheimer's-like pathology, such as plaques and tangles," said Kalipada Pahan,

Randomized, Double-Blind, Placebo-Controlled Stud

XYMOGEN QR CODEFORNON-
PHYSICIAN ACCOUNT PURCHASES /<o

ALTHOUGH IT IS HIGHLY
ENCOURAGED TO OPEN YOUR
OWN WHOLESCRIPTS
ACCOUNT TO BENEFIT FROM
XYMOGEN PLUS 99 OTHER

PRODUCT LINES, THIS QR porl e
CODE WILLLINKYOUTO CHIROPRACTIC
DIRECT PURCHASE IF YOU NEUROLOGY
WANTED TO TRY PRODUCTS CENTER
FIRST OR FOR THOSE THAT
DON’T HAVE AN NPI NUMBER
TO OPEN THEIR OWN
ACCOUNT SUCH AS PATIENTS
IN ATTENDANCE OR NON-
MEDICAL PROVIDERS

Duplication, citation or distributio?#®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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BODY CONTOURING
VS

WELLNESS PROGRAM

MAKE YOUR 26 OR EMERALD THE
CENTERPIECE OF A GLOBAL WELLNESS
PLATFORM, BRAIN AND BODY HEALTH

" 243

#ErcHONIA

BREAK

Duplication, citation or distributio?#6f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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PERIPHERAL SENSITIZATION DOWN REGULATION

@ 2024 DR. TREVOR BERRY ALL RIGHTS RESERVED
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fercronia

ournew study, pulished Juy in he L@ C@t medical journal, found opioids
do not relieve "acute" low back or neck pain (lasting
up to 12 weeks) and can result in worse pain.

Prescribing opioids for low back and neck pain can also cause harms ranging from common side effects — such as nausea,
constipation and dizziness — to misuse, dependency, poisoning, and death.

After six weeks of treatment, taking opioids did not result in better pain relief compared to the placebo.

Nor were there benefits to other outcomes such as physical function, quality of life, recovery time, or work
absenteeism.

More people in the group treated with opioids experienced nausea, constipation, and dizziness than in the placebo group.

More people in the opioid group reported pain at one
year: 66 people compared to 50 in the placebo group.

Opioid analgesia for acute low back pain and neck pain (the OPAL trial): a randomised placebo-controlled trial

LANCE or Berry, DC, DACNB is prohibited.
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A

MITOCHONDRIA

A: Resolving 7 Inflammatory A
Mitochondrial and metabolic disturbances persist in sensory inflammatory pain 2 rlager = [\

. . ol

neurons after inflammation post
resolution

g Inflammatory g \/E

. . . s B K

oDisturbed redox balance in DRG predisposes to failing =Qyrgoer & x

inflammatory pain resolution Chronic inflammatory pain

% * Nicotinamide =
eMitochondrial ATPSc-KMT links to disturbed cellular redox ‘f}l’fide &
balance \B:Tn-resolving inflammatory pain

*ATPSCKMT knockdown or NAD+ supplementation restores failing
W Redox balance

SUMMARY: ANIMAL STUDIES SHOW PRIMED DORSAL ROOT GANGLIA IN ACUTE
PAIN FROM INFLAMMATION CONTRIBUTING TO CHRONIC PAIN AND
HYPERALGESIC STATES RESPONDED WELL TO INJECTION OF NICOTINAMIDE
RIBOSIDE TO HELP SUPPLY NAD+ PRECURSORS TO RESTORE MITOCHONDRIAL
BALANCE IN THE PRIMED MICE.

pain resolution pathways

Cell Rep Med. 2023 Nov 21; 4(11): 101265.
Published online 2023 Nov 8. doi: 10.1016/j.xcrm.2023.101265

PMCID: PMC10694662
PMID: 37944527

Inflammation-induced mitochondrial and metabolic disturbances in sensory neurons control the

. . . 241
switch from acute to chronic pain

CHRONIC PAIN AND
fcrcho

A

MITOCHONDRIA

Photochem Photobiol Sci

2003 Aug;2(8):851-5. doi: 10.1039/b301233.
Modulation of macrophage structure and function by low level He-Ne laser irradiation

He-Ne laser (632.8 nm, approximately 10 W m(-2)) at energy densities ranging from 100 to 600 J m(-2) and the activities of lysozyme and
cathepsin, phagocytosis, and cell spreading (markers of cell activation), as well as changes in NAD(P)H autofluorescence, were monitored.
He-Ne laser irradiation was observed to lead to significant changes in all the parameters investigated.

Biochem Biophys Rep

2021 Jul 26:27:101085. doi: 10.1016/j.bbrep.2021.101085. eCollection 2021 Sep.
Effectiveness of low-power laser therapy in improvement of the peripheral neuropathy induced by xenobiotics in rats

NAD+ LEVELS CAN BE IMPROVED THROUGH DIET BUT IV DRIPS AND LOW LEVEL LASER THERAPY ARE
MUCH MORE EFFECTIVE TO BRING NAD+ TO THERAPEUTIC LEVELS. STACK NAD+ IV AS DESCRIBED
BELOW WITH YOUR LASER TREATMENTS FOR CHRONIC PAIN PATIENTS:

IV infusions: Contains 500mg of NAD in 500 ml of saline solution, typically administered multiple times over the

course of several weeks.
Injections: A 500 mg or 1000mg vial is self-administered using a subcutaneous injection over a set period of time. (NOTE: IV DRIPS

CAN TAKE 3-4 HOURS FOR ADMINISTRATION. CONSIDER MULTIPLE TREATMENTS - 4-6 TRIAL 1X/WEEK)

Nasal sprays: Contains 30 mg/spray in a 300 mg/ml bottle, typically administered once per day.

STACK WITH YOUR ERCHONIA LASER. COMMON MSK SETTING 9-16-42-53. BASE
PAIN TREATMENT TRIAL 6 VISITS. CHRONIC OR COMPLEX PAIN PROTOCOLS USE
A 12 VISIT TREATMENT TRIAL. ALSO CONSIDER THE “DOWNSTREAM” PROTOCOL

Duplication, citation or distributio?#®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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TINY NERVES CAN CAUSE BIG TIME PAIN

(when they become irritated or over-excited and send pain signals o the brain)

ERCHON

World Leaders in Low Level Laser Technologyj

3

This can happen affer an This causes the nerve fo
initial injury where after the send +hese FALSE EMERGENCY
injury heals, the nerves SIGNALS to the brain, which makes
themselves are still over the brain think that the area
excited, sending signals fo the

brain, telling it that the body N

is still injured or in pain, 2 ey

(This is called NERVE SENSITIZATION
or NEUROGENIC INFLAMMATION.)

This offen happens
when the surroundings
around nerves becomes
a little more acidic than
normal or when supply
of nutrients and oxygen
to the nerve is Blocked,

Eventhough the irritated nerves

q are close to the skin, The brain can
interpret these signals as damage
to deeper tissves (like joints or

If can also occur in some athletes during hard
fraining or endurance activities or in workers
that use repetitive movements, when overactivity
causes friction of nerves or delivery of oxygen and tendons..THIS CAN FEEL LIKE
nutrients to nerves is femporarily inferrupted. ARTHRITIS, JOINT INJURY OR TENDONITIS),

249
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CURRENT BACK PAIN TREATMENT

MODEL #ERcHONIA

Surg Neurol Int. 2021; 12: 132.
Published online 2021 Mar 30. doi: 10.25259/SNI_167_2021

Middle cluneal nerve entrapment neuropathy attributable to lumbar disc herniation

Juntaro Matsumoto, 1 Toyohiko Isu,1 Kyongsong Kim,2 Koichi Miki,1 and Masanori Isobe1
Author information Article notes Copyright and License information Disclaimer

Background:

Middle cluneal nerve entrapment neuropathy (MCN-EN) is a known cause of low back pain (LBP). Here, we succeeded in treating a patient with a lumbar
disc herniation who actually had MCN-EN with a nerve block and neurolysis.

Case Description:

A 52-year-old female presented with severe left lower back and lateral thigh pain making it difficult to walk. Lumbar MRI
revealed a disc herniation on the left at the L5/S1 level. On palpation,
we identified a trigger point on the buttock where the MCN
penetrates the long posterior sacroiliac ligament between the
posterior superior and inferior iliac spine. Two left-sided MCN
blocks, followed by the left MCN neurolysis procedure, were
performed under local anesthesia. At the last follow-up, 10 months
after surgery, the LBP has not recurred, and she requires no
medications for pain control.

Conclusion:
Duplication, citation or distributio?6®f this material in whole or in part

Here, a patient with a left-sided L5S1 d1scvbﬁﬁg@&1(§bmggmhqﬁdﬂﬁgmg@ﬁ%@@§muma§$ME%EN with nerve block followed by neurolysis.



CURRENT BACK PAIN TREATMENT

MODEL fercrion

Superior and Middle Cluneal Nerve Entrapment as a Cause of Low Back Pain
Toyohiko Isu, Kyongsong Kim, Daijiro Morimoto, Naotaka Iwamoto
Neurospine. 2018 Mar; 15(1): 25-32. Published online 2018 Mar 28. doi: 10.14245/ns.1836024.012
PMCID: PMC5944640

ArticlePubReaderPDF—-230KCite
Select item 8053461

2.

Middle cluneal nerve entrapment neuropathy attributable to lumbar disc herniation
Juntaro Matsumoto, Toyohiko Isu, Kyongsong Kim, Koichi Miki, Masanori Isobe

Surg Neurol Int. 2021; 12: 132. Published online 2021 Mar 30. doi: 10.25259/SNI_167_2021

PMCID: PMC8053461

ArticlePubReaderPDF-726KCite
Select item 5476578

3.

Anatomical study of middle cluneal nerve entrapment

Tomoyuki Konno, Yoichi Aota, Tomoyuki Saito, Ning Qu, Shogo Hayashi, Shinichi Kawata, Masahiro Itoh
J Pain Res. 2017; 10: 1431-1435. Published online 2017 Jun 13. doi: 10.2147/JPR.S135382

PMCID: PMC5476578

ArticlePubReaderPDF-594KCite
Select item 5677392

4.

Anatomical etiology of “pseudo-sciatica” from superior cluneal nerve entrapment: a laboratory investigation
Tomoyuki Konno, Yoichi Aota, Hiroshi Kuniya, Tomoyuki Saito, Ning Qu, Shogo Hayashi, Shinichi Kawata, Masahiro Itoh
J Pain Res. 2017; 10: 2539-2545. Published online 2017 Nov 1. doi: 10.2147/JPR.S142115

PMCID: PMC5677392

ArticlePubReaderPDF-2.7MCite
Select item 6773996

5.

Characteristics of Low Back Pain due to Superior Cluneal Nerve Entrapment Neuropathy

Koichi Miki, Kyongsong Kim, Toyohiko Isu, Juntaro Matsumoto, Rinko Kokubo, Masanori Isobe, Tooru Inoue
Asian Spine J. 2019 Oct; 13(5): 772—778. Published online 2019 May 14. doi: 10.31616/as}.2018.0324

PMCID: PMC6773996

ArticlePubReaderPDF—-476KCite
Select item 4299373

6. 253
Prospective study of superior cluneal nerve disorder as a potential cause of low back pain and leg symptoms

Hirnehi Kiiniva Vairhi Anta Talina Kawai Kandichirn Kanakn Tamauiki Kanna Tamawuniki Qaitn

Inflammation of Superficial Nociceptive nerves can masquerade as radiculopathy & “j
pain.

Multiple tissues (tendon, periosteum, ligament etc) are innervated by nerves that converge
as they approach/enter CNS (superficial inflammation can feel like “deep joint pain’))







World Leaders in Low Level Laser Technologi

World Leaders in Low Level Laser Technologi




SUPERIOR
CLUNEAL
NERVE

SUPERIOR
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NERVE




COURSE OF SUPERIOR
CLUNEAL NERVES

Psoas Major

(Lumbar Lordosis (hypo- vs. hyper-))
Paraspinals (esp. adj. to L1-3, iliocostalis, &

origin of Longissimus Thoracis)

Thoracolumbar Fascia
Quadratus Lumborum
(Inferior Latissimus Dorsi)
lliac Crest.
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CLINICAL NOTES:
MIDDLE CLUNEAL NERVES

The MCNs, especially the superior branches, often communicate with the
medial superior cluneal nerve (Tubbs et al, 2010).

MCNs are therefore frequently treated in conjunction with the superior
cluneal nerves.

The middle cluneals may be encountered during approaches to the dorsal
sacrum, such as sacroiliac joint injections, or harvest procedures of the
posterior iliac crest that approach the PSIS.

MCN neuralgia can easily be misdiagnosed and sacroiliac joint pain.

MCNs may be provoked by prolonged sitting and sports that involved the
repetitive movement or prolonged posture in the seated position, such as
rowing, jiu-jitsu, judo, cycling and driving.

F‘lg" © FNOR® reproduction and redistribution strictly
AL prohibited. Material subject to legally binding non-

disclosure agreement.




Auricular surface

of sacrum

Common insertion of
the thoracolumbar
and gluteal fasciae
Sacral Cornu
Sacrospinous
ligament

Zones of irritation of the sacroiliac joint
and vertebra Ls

Origin tendinoses of the gluteus maximus m (femoral portion)

(Dvorak & Dvorak, 1990, p.
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Anterior inf
spine

Posterior superior iliac
spine

Origin tendinose:
gluteus maximu:
portion)

Posterior inferior iliac
spine

lliotibial tract

_ Transitional tendomyoses of
the gluteus maximus m
(tibial portion)

Trochanter major
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INFERIOR CLUNEAL NERVES

The ICNs innervate the lower buttock as well as the skin of the perineum
adjacent to the buttock, frequently overlapping with the Pudendal distribution
(as the perineal branch)

report from their findings in a dissection study that at a very
proximal level, the roots of the posterior femoral cutaneous nerve (PFCN) as
well as the inferior cluneal nerves stemming from S3 directly, pass through a
corridor formed by the piriformis cranially and dorsally, by the gluteus maximus
dorsally, by the Obturator Internus and Gemelli muscles caudally and ventrally.

Possible that abnormal external rotator relationships between Gluteus
Maximus, Obturator Internus, Piriformis and Gemelli have the capacity to
provoke Sciatic, Posterior Femoral Cutaneous and Inferior Cluneal Nerves.

This pattern frequently leads to misdiagnosis of piriformis syndrome or an
ischial lesion

"‘:.lgr © FNOR® reproduction and redistribution strictly
AL prohibited. Material subject to legally binding non-
disclosure agreement.

THE ERCHONIA ADVANTAGE frcrionia

WITH ERCHONIA’S PATENTED LINE BEAM GENERATION
OR FX SCANNING BEAMS TO FACILITATE SURFACE
AREA EXPOSURE IN PAIN SYNDROMES,

COMBINED WITH THE
PROPER LOW NON-THERMAL DOSE
AND
OPTIMAL MONOCHROMATIC WAVELENGTHS,

THEY CONTINUE TO BE THE INDUSTRY LEADER
IN TREATMENT FOR ALL
NEUROMUSCULOSKELETAL CONDITIONS!

Duplication, citation or distributio?6®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



BASIC LOW BACK CASE: FX 405 SET UP 269
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¥ ERCHONIAf

w Level Laser Technology

LASER NEUROLOGY

CHRONIC LOW BACK PAIN SOLUTION

We have completed the chronic low
back pain study.

Level 1 studies are randomized parallel
group, double-blind, placebo-controlled,
multi-site studies that require rigorous
quality control, resources and
procedures.

They are considered the most reliable as
to whether or not a treatment is
effective.

You will be able to advertise directly to
the consumer for a 170 billion dollar

industry. q

ERCHONIA

World Leaders in Low Level Laser Technologt

Duplication, citation or distribution of this material in whole or in part
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Level 1 IRB regulated FDA
Clinical Trial

* The IRB is the institutional review board responsible for the
independent ethical review of biomedical research

e Level 1 trials are "Evidence Based Research” representing
outcomes based on the most extensive criteria which
minimizes bias

Level 1 studies are randomized parallel group, double-
blind, placebo-controlled, multi-site studies that require
rigorous quality control, resources and procedures

They are considered the most reliable evidence of
whether a treatment is effective

271

A double-blind, placebo-controlled
randomized evaluation of the effect of the
Erchonia® FX-635™on
low back pain clinical study protocol

272

LOW BACK PAIN
CLINICAL STUDY RESULTS

ERCHONIA CORPORATION

January 15, 2018

(Study based on the ERCHONIA CORPORATION A double-blind, placebo-
controlled randomized evaluation of the effect of the
Erchonia® FX-635™on low back pain clinical study protocol:
Version 4.2, January 7, 2017

C———
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BACK PAIN

AMERICAN
A A CHIROPRACTIC
ASSOCIATION

™

Interesting Facts about Back Pain

+ Worldwide, back pain is the single leading cause of disability, preventing many people from

engaging in work as well as other everyday activities.2

« Back pain is one of the most common reasons for missed work. One-half of all working

Americans admit to having back pain symptoms each year.3

+ Back pain accounts for more than 264 million lost work days in one year—that’s two work

days for every full-time worker in the country.4

+ Experts estimate that up to 80% of the population will experience back pain at some time in

their lives.5

+ Back pain can affect people of all ages, from adolescents to the elderly.5
« Back pain is the third most common reason for visits to the doctor’s office, behind skin

disorders and osteoarthritis/joint disorders.6

+ Most cases of back pain are mechanical or non-organic—meaning they are not caused by

serious conditions, such as inflammatory arthritis, infection, fracture or cancer.7

+ Most people with low back pain recover, however reoccurrence is common and for small

percentage of people the condition will become chronic and disabling.7

+ Worldwide, years lived with disability caused by low back pain have increased by 54%

between 1990 and 2015.7

+ Low-back pain costs Americans at least $50 billion in health care costs each year8—add in

lost wages and decreased productivity and that figure easily rises to more than $100 billion.9

CHRONIC LOW BACK
STUDY KEY POINTS

* ON AVERAGE PARTICIPANTS HAD LOW BACK PAIN FOR 97.8
MONTHS (OVER 8 YEARS)

* ONLY THE FX 635 COULD BE USED DURING THE STUDY.
THEY COULD NOT RECEIVE NARCOTICS, CHIROPRACTIC,
MASSAGE ETC

* PATIENTS CONTINUED TO IMPROVE WELL AFTER THE END
OF THE ACTIVE TREATMENTS FOR THE TREATMENT GROUP
(VS LED PLACEBO BEGAN TO RETURN TO INITIAL PAIN
STATUS)

* NO ADVERSE EVENTS WERE REPORTED DURING THE STUDY
FOR THE TREATMENT GROUP

Duplication, citation or distributi%gf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



. Du Iicﬁion,
Chronic Low BackPain f Trevor Berry,
Test subjects Placebo subjects
29 29
n meeting success criteria 21 8
% meeting success criteria 72.4% 27.6%

Table 16: Individual Success Criteria met by procedure group

There is a difference of 44.8% in the proportion of subjects who met the individual
success criteria between procedure groups, such that 44.8% more test group than
placebo group subjects evidenced a decrease in low back pain rating on the VAS of
30% or greater from baseline to study endpoint, exceeding the pre-established target
of a 35% difference between procedure groups by +9.8%, indicative of superior
treatment effect of the Erchonia® FX-635™ Laser over placebo.
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8 Treatments!
2X/WEEK FOR 4 WEEKS

—o— Sham Group

—&— Laser Group

crigica r distribution of this material in whole or in part
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Oswestry Disability Index Scores

5

0 4 8 12 16
Weeks
Test Group (n=29) Placebo Group (n=29)
Mean SD Mean SD
Baseline
59.00 1.77 59.21 13.23
Endpoint 2476 24.27 48.24 26.90
#Change -34.24 25.94 -10.97 24.69

Table 17: Baseline and endpoint
VAS by procedure group

The 34.24-point mean decrease
in VAS ratings from study
Baseline to Endpoint for test
group subjects is more than 3
times greater than the relative

0 4 8
Weeks

12
275

Mean VAS Low Back Pain Ratings for All Active Treatment

Subjects Across Study Duration to 12 Months Follow-Up

59.96

37.61

10.97-point mean decrease in
VAS ratings attained for placebo
group subjects.

ONE YEAR FOLLOW-UP 276

Chart 1: Mean VAS Low Back Rating
for Active Treatment Subjects from
Baseline to 12-Months Follow-up

26.91 VAS

Pre-Treatment Treatment End 1 Mth Post 2 Mths Post 12 Mths Post

Mean % Total Index Score on the ODI for Active Treatment

Subjects Across Study Duration to 12 Months Follow-Up

Chart 3: Mean % Total Index Score on the ODI
for Active Treatment Subjects from Baseline to
12-Months Follow-up

Pre-Treatment __Treatment End "My iBication 2M4atish or didtBEERSh of this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.
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DEPARTMENT OF HEALTH AND HUMAN SERVICES Form Approved: OMB No. 0910-0120277
Food and Drug Administration Expiration Date: 06/30/2020
Indications for Use See PRA Statement below.
510(k) Number (if known)
K180197
Device Name

Erchonia® FX-635

Indications for Use (Describe)

The Erchonia® FX-635 laser is indicated for the following two indications:

a. as an adjunct to provide relief of minor chronic low back pain of musculoskeletal origin.
b. as an adjunct to reducing chronic heel pain arising from plantar fasciitis.

IT’S OFFICIAL. ERCHONIA RECEIVED
FORMAL FDA CLEARANCE FOR THE FX-635

TO TREAT CHRONIC LOW BACK PAIN!!!1!!

ADMINISTRATION

72 Y U.S. FOOD & DRUG

Erchonia Corporation c/o Steven Shanks President
650 Atlantis Road Melbourne, FL 32904

June 1, 2019

Re: K190572
Trade/Device Name:
Regulation Number: 21 CFR 890.5500

Regulatory Class: Class 11
Product Code: NHN
Dated: March 5, 2019
Received: March 6, 2019

THE FX 635 (17.5 MW X 3 ROTATING LINE BEAM GENERATION
DIODES) WAS GRANTED FDA APPROVAL (JUNE 1, 2019) FOR
TREATMENT OF ALL NOCICEPTIVE MUSCULOSKELETAL PAIN
CONDITIONS!

Duplication, citation or distributi%gf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



CURRENT ERCHONIA RESEARCH
PROJECTS AND COLLABORATIONS

Tinnitus Neuropathy

Toe-Nail Fungus — Terbinafine

Resi Erectile Dysfunction

esistance

EMERALD WITH MAYO DIET.
LABS HBA1C, LIPIDS, CRP

IL6 AND INSULIN PRE/POST

FX 405. PRE AND POST LABS
A1A GLYCOPROTEINS, CRP
HAPTOGLOBINS AND FULL

CYTOKINE PANEL

i , World Leaders in Low Level Laser Technology

2002. Chronic neck and shoulder pain

2004. Post surgical pain following breast augmentation
2005. Acne Vulgaris

2008. Post surgical pain following liposuction

2010. Circumference reduction of the waist, hips and thighs
2012. Circumference reduction of the arms

2013. Circumference reduction waist, hips, thigh 532nm
2013. Cellulite

2014. Chronic heel pain and plantar fasciitis

2014. Obesity circumferential reduction

2015. Zerona OTC (Over the Counter)

2015. Zerona EZ6 protocol

2016. Onychomycosis

2016. Over all body indication for body contouring 635nm
2018. Chronic lower back pain

2019. Overall musculoskeletal pain 635nm

2019. Chronic neck and shoulder pain 635nm & 405nm combo
2020. Over all body Non-Evasive Fat Loss for up to 40 BMI
2021. Post Operative Pain

2021. Overall musculoskeletal pain 635 & 405nm combo

ERCHONIA
FDA CLEARANCES

280

ERCHONIA FDA CLEARANCES = 22

ALL OTHER LAS



SAFE AND EFFICACIOUS

ERCHONI

World Leaders in Low Level Laser Technology

Research

JAMA | Original Investigation

Effect of Opioid vs Nonopioid Medications on Pain-Related
Function in Patients With Chronic Back Pain

or Hip or Knee Osteoarthritis Pain

The SPACE Randomized Clinical Trial

Erin E Krebs, MD, MPH; Amy Gravely, MA; Sean Nugent, BA; Agnes C. Jensen, MPH; Beth DeRonne, PharmD; Elizabeth S. Goldsmith, MD, Ms;
Iurt Kraenke, MD; Matthew J. Bair; Siamak Noorbaloochi, PhD

Supplemental content
IMPORTANCE Limited evidence is available regarding long-term outcomes of opioids
compared with nonopioid medications for chronic pain.

OBJECTIVE To compare opioid vs nonopioid medications over 12 months on pain-related
function, pain intensity, and adverse effects.

DESIGN, SETTING, AND PARTICIPANTS Pragmatic, 12-month, randomized trial with masked
outcome assessment. Patients were recruited from Veterans Affairs primary care clinics from
June 2013 through December 2015; follow-up was completed December 2016. Eligible patients
had moderate to severe chronic back pain or hip or kr thritis pain despits icuse.
Of 265 pati lled, 25 withdrew prior ization and 240 i

INTERVENTIONS Both interventions (opioid and nonopioid medication therapy) followed a
treat-to-target strategy aiming for improved pain and function. Each intervention had its own
prescribing strategy that included multiple medication options in 3 steps. In the opioid group,
the first step was immediate-release morphing, oxycodone, or hydrocodone/acetaminophen.
For the nonopioid group, the first step was acetaminophen (paracetamol) or a nonsteroidal
anti-inflammatory drug. Medications were changed, added, or adjusted within the assigned
treatment group according to individual patient response.

MAIN QUTCOMES AND MEASURES The primary outcome was pain-related function (Brief Pain
Inventory [BPI] interference scale) over 12 months and the main secondary outcome was pain
intensity (BPI severity scale). For both BPI scales (range, 0-10; higher scores = warse function
or pain intensity), a 1-point was clinically imp . The primary adverse
outcome was medicati lated (patient-reported checklist; range, 0-19).

Author Affiliations: Center for
Chronic Disease Outcomes Research,
Minneapolis Veterans Affairs Health
RESULTS Among 240 randomized patients (mean age, 58.3 years; women, 32[13.0%]), 234 (CarehSystem‘ ‘Minneapohs. Minnesota

N ¥ - " o . (Krebs, Gravely, Nugent, Jensen,
(97.5%) completed the trial. Groups did not slgn.lﬁcantly differ on pain-related f.u?ctmn over DeRonne, Galdsmith, Noorbaloochi)
12 months (overall P = 58); mean 12-month BPI interference was 3.4 for the opioid group and Department of Medicine, University
3.3 for the nonopioid group (difference, 0.1 [95% Cl, -0.5 to 0.7]). Pain intensity was of Minnesota Medical School,
significantly better in the nonopioid group over 12 months (overall P = .03); mean 12-month ’ is (Krebs, Noorbaloochi):
BPI severity was 4.0 for the opioid group and 3.5 for the nonopioid group (difference, 0.5
[95% Cl, 0.0 to1.0]). Adverse medication-relzted symptoms were significantly more
common in the opioid group over 12 months (overall P = .03); mean medication-related
symptoms at 12 months were 1.8 in the opioid group and 0.9 in the nonopioid group
(difference, 0.9 [95% Cl, 0.3to 1.5]).

(CONCLUSIONS AND RELEVANCE Treatment with opioids was not superior to treatment with
id medications for i ing pain-related function over 12 months. Results do not

support initiation of opioid therapy for moderate to severe ‘“’miﬂiﬁﬁﬁ Bﬁ)r l@?fatl on 'gm:
osteoarthritis pain. . K « o
without permissias

eof this material in whole or in part
erserry, DC, DACNB is prohibited.



WHEREAS ALL CTHER LIGHT

DEVICES FAILED... [rcrionia

IN SUMMARY,

™ ALL OTHER
1>

Journal of

PHYSIOTHERAPY FORMS OF

AUSTRALIAN
PHYSIOTHERAPY ¥
ASSOCIATION journal homepage: www.elsevier.com/locate/jphys LIGH I

— THERAPIES

Photobiomodulation therapy does not decrease pain and disability in people with
OTHER THAN

non-specific low back pain: a systematic review

Shaiane Silva Tomazoni *", Matheus Oliveira Almeida , Jan Magnus Bjordal ®, Martin Bjern Stausholm ®, THE ERC H 0 N IA
Caroline dos Santos Monteiro Machado ““, Ernesto Cesar Pinto Leal-Junior “¢,

Leonardo Oliveira Pena Costa ®
? Masters and Doctoral Programs in Physical Therapy, Universidade Cidade de Sao Paulo, Sao Paulo, Brazil: ® Physiotherapy Research Group, Department of Global Public Health »
and Primary Care, University of Bergen, Bergen, Norway:; © Laboratory of and Innovative ies in Health, Nove de Julho University, Sdo Paulo, Brazil;

4 post-graduate Program in Rehabilitation Sciences, Nove de Julho University, Séo Paulo, Brazil I N c LU D I N G LED
»
KEY WORDS ABSTRACT ’

pr-leve] Igser {'hempy Question: In people with non-specific low back pain (LBP), what are the effects of photobiomodulation N I R ETC H AVE

I'_-“rf::o';:‘r‘:;’;“‘“de therapy therapy (PBMT) on pain, disability and other outcomes when compared with no intervention, sham PBMT

Musculoskeleta! disorders and other treatments, and when used as an adjunct to other treatments? Design: Systematic review of

Rehabilitation trials with met: lysis. Participants: People with acute/subacute or chronic non-specific LBP. S H UW N I N
Interventions: Any type of PBMT (laser class I, Il and IIl and light-emitting diodes) compared with no

treatment, sham PBMT and other types of treatment, or used as an adjunct to another treatment. Outcome
measures: Pain intensity, disability, overall improvement, quality of life, work absence and adverse effects.
Results: Twelve randomised controlled trials were included (pooled n = 1,046). Most trials had low risk of

bias. Compared with sham PBMT, the effect of PBMT on pain and disability was clinically unimportant in
neanle_with r_chranic LRD_L la swith cheonic 1RO sh, et e 15 e
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WHAT TYPES OF NEUROMUSCULOSKELETAL CONDITIONS
HAVE LASERS BEEN RESEARCHED FOR HELPING... ERCI—]l

MOJ Orthop Rheumatol. 2015; 2(5): 00068.
Published online 2015 Jun 9. doi: 10.15406/mojor.2015.02.00068

The Use of Low Level Laser Therapy (LLLT) For Musculoskeletal Pain

Howard B Cotler,1,2,* Roberta T Chow,3 Michael R Hamblin,4,5,6 and James Carroll7

Acute orthopedic conditions such as sprains [52,53], strains, post-surgical pain, a whiplash
injury [54], muscular back pain, cervical or lumbar radiculopathy [55,56], tendinitis [57,58] and
chronic conditions such as osteoarthritis [59-64], rheumatoid arthritis, frozen shoulder [65],
neck and back pain [56], epicondylitis [66], carpal tunnel syndrome [67,68], tendinopathy [69],
fibromyalgia [70], plantar fasciitis [70], post tibial fracture surgery [9] and chronic regional pain
syndrome are amenable to LLLT. Dental conditions producing pain such as orthodontic
procedures [71], dentine hypersensitivity [72], and third molar surgery [73] respond well to
treatment with LLLT. Neuropathic pain conditions can also be treated such as post herpetic

neuralgia [74], trigeminal neuralgia (10), and diabetic neuropathy [75].

The peripheral nerve endings of nociceptors, consisting of the thinly myelinated Ad
and unmyelinated, slow-conducting C fibers, lie within the epidermis. This complex
network transduces noxious stimuli into action potentials. Moreover these nerve
endings are very superficial in nature and thus are easily within the penetration

depths of the wavelengths used in LLLT
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CURRENT BACK PAIN TREATMENT
MODEL ERCHO_I_\II_IIA

OVERVIEW OF (LOW) BACK PAIN MANAGEMENT:

1. IS IT PERIPHERAL SENSITIZATION

2. UTILIZE ERCHONIA LASER DEVICES AS PART OF THE INITIAL TREATMENT TRIAL AND DIAGNOSTICS

3. APPLY PROLOGEL IF AVAILABLE

4. MAKE SURE THEY ARE PROPERLY OFFLOADING PARASPINAL MUSCLES AND PELVIC INSTABILITY WITH HIP

EXTENSOR AND EXTERNAL ROTATION ACTIVATION (THE “GLUT CLAMSHELL LASER” PROTOCOL. MAKE SURE
IT IS GLUT ISOLATED AND NOT RECRUITING PARASPINALS, QUADS, HAMSTRINGS...

. ALWAYS GIVE AT LEAST 6 VISITS FOR LASER TREATMENT TRIALS, 12 FOR COMPLEX CONDITIONS LIKE CRPS

6. ASSUMING NO CONTRAINDICATIONS, REDUCE ANY BIOMECHANICAL FAULTS/SUBLUXATION SOURCES WITH
CHIROPRACTIC CARE

7. ADDRESS THE PATIENTS INDIVIDUAL NEEDS AND GOALS

. BASED ON THAT, RX HOME THERAPIES OF ACTIVITY THAT THE PATIENT WANTS TO PARTAKE IN

9. SEND THEM HOME WITH THEIR ACUTE/INITIAL TREATMENT PLAN KIT AND MUTUAL RECOMMENDATIONS.
THE KIT SHOULD INCLUDE AN ERCHONIA HAND HELD LASER (RENTAL PROGRAM), RESISTANCE LAP BAND,
BOTTLE OF PROLOGEL (RED LIDOCAINE VERSION IN SEVERE ACUTE CASES)

10. DAILY GLUT ISOMETRIC HOLDS SIDE LYING. WORK UP TO 20 MINUTES (10 MINUTES EACH SIDE, ONE
MINUTE ON, ONE MINUTE OFF)

11.0ONCE FINISHED GLUT ISO COMBO HAVE THE PATIENT LASER THE VAGUS NERVE AND PREFRONTAL CORTEX
WHILE THEY VISUALIZE PERFORMING TASKS THAT THEY WANT TO DO WITHOUT PAIN, AND MEDITATIVE CBT
FOR HAPPY INTROSPECTION

12. ENCOURAGE THEM TO GET POSITIVE REINFORCEMENT OF BASIC ADL’S (IE. IF IT USED TO HURT GETTING
UP OFF OF THEIR FAVORITE CHAIR, HAVE THEM TRY IT AFTER DOING THEIR HOME LASER PROTOCOLS
ABOVE)

13. AS THEY ESTABLISH POSITIVE REINFORCEMENT AND SAFTEY OF BASIC ADL’S, ENCOURAGE THEM TO
PARTAKE IN PHYSICAL ACTIVITIES THEY ENJOY SUCH AS WALKING, HIKING, YOGA...WHATEVER THEIR
FAVORITES ARE!

(3}

©
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Commun/ ty Educat

N
) \’\'}.} LA
Duplication, citation or distributio?8®f this material inuaGIes )
without permission of Trevor Berry, DC, DACNB'is"prohibited-




ACUTE LOW BACK HOME PLAN  /fcionia

2. BOTTLE OF PROLOGEL
IF NO CONTRAINDICATIONS TO LIDOCAINE
USE RED FOR ACUTE PAIN

# ERCHONIA

f
ders in Low Level Laser Technology| Pt
¢
>
1. LASER RENTAL PROGRAM —wou *
Light
™ by I
™ Kot
X-Heavy
T —
3. GIVE PATIENT RESISTANCE APPROPRIATE THERABAND
FOR GLUT CLAMSHELLS
XLRS EVRL GVL SUGGESTED PACKAGE PRICE FOR 1 WEEK RENTAL

WITH XLR8, 1 BOTTLE OF PROLOGEL AND 1 BAND

$400

ERCHONIA'S FDA CLEARANCE FOR
POST-SURGICAL PAIN ERCHONIA

FDA Grants 510(k) Market Clearance for Whole Body Postoperative Pain to World Leader in
Low Level Laser Technology Randomized and controlled peer reviewed published clinical
trials on 635 nm red laser prove effectiveness for treatment As the World Leader in Low Level Laser
Technology, we have always believed we need to continue expanding the science of this amazing technology. This
latest U.S. FDA 510(k) statement adds to our commitment. MELBOURNE, Fla. (PRWEB) November 01, 2021
Erchonia, the World Leader in Low Level laser Technology announces that on October 22,2021, they have
received their latest 510(k) statement from the U.S. FDA based on level 1 blinded and controlled clinical trials.
510(k) #211186 The new FDA 510(k) statement for whole body treatment of postoperative pain was based on the
company’s previously granted 510(k) statements from 2004 and 2008 along with data from seven randomized

AVERAGE PAIN REDUCTION POST-OP >50%
REDUCTION IN NARCOTICS USE
RED LASER 635 NM 7.5 MW DIODES
5 MINUTES PRE-SURGICAL
5 MINUTES POST-SURGICAL

Erchonia’s Clinical Affairs Manager stated, “The latest 510(k) statement once again proves Erchonia’s

commitment to the science oblowereliaser therapyuthray ghsblinded iand gentralled clinical trials to obtain FDA
510(k) marketine statements. A¥itherWeilisteader iy I 8W L.l I 4R Fovhnbledv. we have alwavs believed we

$300/WK  $400/WK $500/WK




GREEN LIGHT AND FIBROMYALGIA /:chon
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In another study by Dr. Ibrahim, published

in Pain Medicine in 2020, 21 adults
with fibromyalgia were exposed

to white light for one to two hours
daily for 10 weeks, followed by green
light therapy. During the green light
exposure, patients reported a
reduction in pain intensity.

Green Light Exposure Improves Pain and Quality of Life in Fibromyalgia Patients: A Preliminary
One-Way Crossover Clinical Trial

Laurent Martin, PhD, Frank Porreca, PhD, Elizabeth | Mata, BS, Michelle Salloum, MD, Vasudha Goel, MD, Pooja Gunnala
BS, Wiliam D S Killgore, PhD, Sejal Jain, MD, Felesia N Jones-MacFarland, MD, Rajesh Khanna, PhD ... Show more

Pain Medicine, Volume 22, Issue 1, January 2021, Pages 118136

GREEN LIGHT AND PAIN fErchoNIA

Long-lasting antinociceptive effects of green
light in acute and chronic pain in rats

Ibrahim, Mohab M..»+; Patwardhan, Amol-»; Gilbraith, Kerry B.;; Moutal, Aubin; Yang, Xiaofang»; Chew, Lindsey A »; Largent-Milnes, Tallys; Malan, T. Philip-»;
Vanderah, Todd W..; Porreca, Frank:»; Khanna, Rajeshe

Author Information

PAIN: February 2017 - Volume 158 - Issue 2 - p 347-360 Abstract
Treatments for chronic pain are inadequate, and new options are needed. Nonpharmaceutical approaches are especially attractive with many
potential advantages including safety. Light therapy has been suggested to be beneficial in certain medical conditions such as depression, but
this approach remains to be explored for modulation of pain. We investigated the effects of light-emitting diodes (LEDs), in the visible
spectrum, on acute sensory thresholds in naive rats as well as in experimental neuropathic pain. Rats receiving green LED light (wavelength
525 nm, 8 h/d) showed significantly increased paw withdrawal latency to a noxious thermal stimulus; this antinociceptive effect persisted for 4
days after termination of last exposure without development of tolerance. No apparent side effects were noted and motor performance was not
impaired. Despite LED exposure, opaque contact lenses prevented antinociception. Rats fitted with green contact lenses exposed to room light
exhibited antinociception arguing for a role of the visual system. Antinociception was not due to stress/anxiety but likely due to increased
enkephalins expression in the spinal cord. Naloxone reversed the antinociception, suggesting involvement of central opioid circuits. Rostral
ventromedial medulla inactivation prevented expression of light-induced antinociception suggesting engagement of descending inhibition.
Green LED exposure also reversed thermal and mechanical hyperalgesia in rats with spinal nerve ligation. Pharmacological a nd proteomic
profiling of dorsal root ganglion neurons from green LED-exposed rats identified changes in calcium channel activity, including a decrease in

theN-type(CaV2.2)channeI,aprimaryanalgesictarget.Thus, green therapy may
represent a novel, nonpharmacological

approach formanaging pain..~




GREEN LIGHT AND PAIN fercrionia

Research by Mary Heinricher suggests that light has the potential to engage
pain-modulating systems such that normally unharmful inputs are
perceived as painful. Her experiments documented substantial light
intolerance in patients with fibromyalgia, and raised the possibility that this
abnormal photosensitivity could be explained by abnormal engagement of
pain-facilitating systems by light.

and suggest that light has the potential to engage
pain-modulating systems such that normally
innocuous inputs are perceived as aversive or even

painful.

Pain. Author manuscript; available in PMC 2017 Apr 1.

Published in final edited form as:
Pain. 2016 Apr; 157(4): 868-878.
doi: 10.1097/j.pain.0000000000000450

PMCID: PMC4794405
NIHMSID: NIHMS743647
PMID: 26785323

A possible neural mechanism for photosensitivity in chronic pain
293
Melissa E. Martenson,a
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& Violet Combination

Subjects (n)

Duration of pain (months)

Subjects meeting study success
criteria, 2 30% pain reduction

(%) Improvement in VAS from
baseline to immediately after

treatment
(%) Improvement in VAS from study
endpoint to 48 hrs. post-treatment

1 TREATMENT FOR NECK AND SHOULDER PAIN XRL8 VS EVRL

COMPARISON




ERCHONIA LASERS FOR PAIN  /fcronia

Medical Devices: Evidence and Research Dove

Effects of a single treatment with two nonthermal laser

wavelengths on chronic neck and shoulder pain
Results: Among subjects treated with the red and violet lasers, InNean VAS neck and
shoulder pain scores decreased from 65.0 to 35.2 (p<0.0001). Most
subjects in the study (75%) achieved =30% decrease in VAS
scores. The decreased mean (SD) VAS scores remained 29.6 (16.7)
and 29.3 (19.2) after 24 and 48 hrs, respectively. The secondary
efficacy measures of change in range of motion ROM) and patient
satisfaction also improved. There were no adverse events.

Conclusion: Overall, treatment with the red and violet lasers outperformed the FDA-
approved red laser with respect to change in pain scores and improvement in shoulder

ROM. EV R L

NMDA GLUTAMATE RECEPTORS

AND 405 NM ON PAIN fercHons

Optical control of pain in vivo with a photoactive mGlus
receptor negative allosteric modulator

Abstract Joan Font, Marc Lépez-Cano, Serena Notartomaso,

Light-operated drugs constitute a major target in drug discovery, since they may
provide spatiotemporal resolution for the treatment of complex diseases (i.e. chronic
pain). JF-NP-26 is an inactive photocaged derivative of the metabotropic
glutamate type 5 (mGlu5) receptor negative allosteric modulator raseglurant.

Violet light illumination of JF-NP-26 induces a
photochemical reaction prompting the active-drug’s
release, which effectively controls mGlu5 receptor activity
both in ectopic expressing systems and in striatal primary
neurons.

405 NM VIOLET LIGHT EFFECTIVELY TARGETS THE NMDA

GLUTAMATE RECEPTOR SITES IN THE PERIPHERAL AND
CENTRAL NERVOUS SYSTEMS MODULATING SENSITIZATION OF
WDR’S AND OTHER EFFECTS CF GLUTAMATE EXCITOTOXICITY




EVRL ACVANCED PAIN

APPLICATION frzcriona

VIOLET 405 NM
DIRECTLY OVER
SPINAL CORD

RED 635 NM
OVER ADJACENT
NERVE ROOTS

SPAN MULTIPLE
SEGMENTS

PAIN AND WAVELENGTHS fercronia

& Violet Combination Green & Violet Combination

Subjects (n) N=43 N=44 N=43

Duration of pain (months) 61.7 76.58 89.19

Subjects meeting study success 65% 75% 81.4%
criteria, 2 30% pain reduction

(%) Improvement In VAS from 48.17% 45.84% 52.61%

basellne to Immedilately after

treatment

(%) Improvement in VAS from study 43.19% 50.17% 65.20%

endpoint to 48 hrs. post-treatment

1 TREATMENT NECK AND SHOULDER PAIN: XLR8 VS EVRL VS GVL

COMPARISON

Duplication, citation or distributio?#®f this material in whole or in part
without permissio® @022d&irch@iarGoPEraBMCNB is prohibited.
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Comn

RANGE OF MOTION (ROM)

Device Degree improvement in shoulder
ROM

XLR8 14.4°
EVRL 29.3°
GVL 31.9°

299
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PAIN AND WAVELENGTHS fcrcrionia

Comn

SATISFACTION e ——
RATING e

Somewhat
- All but 1 subject experienced Satleled or Very

improvement directly after treatment, Satisfied

after 24 hours post 100% subjects
experienced improvement, XLRS8 89%

EVRL 89%
GVL 98%

Duplication, citation or distributio®®f this material in whole or in part
without permissio©® @D22cErohdddar@ofparaidCNB is prohibited.



THE NEW GVL LASER ERCH'ONIA

Community Education

WATCH THE NEW KIRK GAIR GVL WEBINAR!
THANK YOU DR. GAIR, DR. SILVERMAN AND DR. COMEY FOR THIS GREAT STUDY

Kirk Gair D(

Subjects meeting study success o,
Criterio’ i pom reducnon

(%) Improvement in Pain from o o
baseline to immediately after 45% 52%
treatment
(%) Improvement in Pain from study o o o

endpoint to 48 hrs. post-treatment 43% 50% 65%

(0) ”ﬂproven“ent ’ Ronge o

© 2022 Erchonia Corporation

BRAIN AND PAIN frcrion

wnity Education

Understanding that chronic back pain originates from
within the brain could lead to quicker recovery, a new
study finds

Published: November 3, 2023 8.43am EDT

When a person has been in pain for months, years or even decades, pain
processing pathways are more likely to fire, and brain regions that typically are
not involved in pain start to be involved. Chronic pain also leads to increased
levels of activity in glial cells, which are part of the brain’s immune system. All
these changes in the brain then serve to “entrench’ the pain, making it persist.

One of the main goals of pain reprocessing therapy is to help people think differently about the causes of their pain. After we treated
participants with pain reprocessing therapy, about half the causes of pain that people described were related to the mind or brain.
They said things like “anxiety,” “fear” or “neural pathways” were the causes of their pain.

The more that people shifted to this kind of understanding, the more their back pain went down. We think this shift in
understanding reduces fear and avoidance of pain, which can tamp down pain pathways in the brain and promote healthy,
pain-reducing behaviors like exercise and socializing.

Reattribution to Mind-Brain Processes and Recovery From Chronic Back Pain

Yoni K. Ashar, PhD'; Mark A. Lumley, PhDz2; Roy H. Perlis, MD, MScs; et al
Conor Liston, MD, PhD¢; Faith M. Gunning, PhD4; Tor D. Wager, PhDs
Author Affiliations Article Information

jcation, C|tato r d|str|but|o?0©f this material in whole or in part
JAMA Netw Open. 2023 s st rrets e DE-DACN is prohibited



CURRENT BACK PAIN TREATMENT

MODEL

84% More Successful — Scientists Reveal the Most Effective Treatment for
Back Pain

“The higher effort required for individual treatment is worthwhile because patients benefit to an extent that is clinically
important,” says lead author Dr. Johannes Fleckenstein from the Institute of Sport Sciences at Goethe University Frankfurt.

However, the study went even further. The research team in Frankfurt compared a third group of treatment methods alongside the

standard and individualized ones. In this group, individualized training sessions were combined with cognitive behavioral therapy

(CBT). This procedure — a type of talk therapy - is based on the assumption that negative thoughts and behaviors surrounding pain
tend to exacerbate it. Through CBT, pain patients learn to change the way they handle it.

They stop being afraid to move or are taught tactics for coping with pain. This
makes them realize that they are by no means helpless. But what does psychotherapeutic support

through CBT actually contribute to the success of the treatment? Analysis of the data revealed the following: When an
individualized approach and CBT were combined, the success rate in
terms of pain relief was an impressive 84 percent higher than with
standard treatment. The combined therapy, also called multimodal
therapy, thus led to the best result by far.

Reference: “Individualized Exercise in Chronic Non-Specific Low Back Pain: A Systematic Review with Meta-Analysis on the Effects of
Exercise Alone or in Combination with Psychological Interventions on Pain and Disability” by Johannes Fleckenstein, Philipp

Floessel, Tilman Engel, Laura Krempel, Josefine Stoll, Martin Behrg&ss and Daniel Niederer, 29 ]uly 2022, Iournal ofPain.
DOI: 10.1016/j.jpain.2022.07.005

Spinal and supraspinal pathways of pain

i THE NEUROLOGY OF PAIN ERCHONIA
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THE NEUROLOGY OF PAIN /oo

DESCRIBE THE BASIC MECHANISMS OF NOCICEPTION AND PAIN:

= INJURY -> IMMUNE RESPONSE AND INFLAMMATION “SOUP”/NOXIOUS STIMULI

- INFLAMMATION CHEMICAL MESSENGERS BATH YOUR PERIPHERAL NERVE
RECEPTORS. PRIMARILY THE CHANNELS (TRPV, TRPM, ASIC ETC) OF SLOW
TYPE C NOCICEPTORS

- UPREGULATION OF SPINAL CORD MECHANISMS PRIMARILY WIDE DYNAMIC
RANGE NEURONS USING EXCITATORY GLUTAMATE RECEPTORS (GLUT5
RECEPTOR) ***

- ASCENDING TRACTS BRING THE INFORMATION ROSTRAL TO THE BRAIN
REGIONS PRIMARILY THROUGH THE SPINOTHALAMIC SYSTEM

- MUCH OF PAIN SUMMATES OR TERMINATES IN THE INSULAR AND BRAINSTEM
REGIONS FOR “FIGHT OR FLIGHT, FEAR, MEMORY AND OTHER SURVIVAL
RESPONSES”. EX, RETICULAR FORMATION, CEREBELLUM, HYPOTHALAMUS,
AMYGDALA AND CINGULATE REGIONS. (DO NOT UNDERESTIMATE pCBT TYPES
OF THERAPIES IN CHRONIC PAIN SUFFERING)

- THESE PATHWAYS CONTINUE ON THE NEOCORTICAL REGIONS INCLUDING THE
PARIETAL LOBE FOR LOCALIZATION (*) AND FRONTAL REGIONS FOR MOTOR

RESPONSES DO NOT FORGET SYSTEMIC SOURCES

OF INFLAMMATION LIKE PATHOGENS,

FOOD SENSITIVITIES, STRESS ETC.

PAIN MANAGEMENT £rcrionia

Comimun

THE “DOWNSTREAM” APPROACH

ALWAYS GIVE YOURSELF AT LEAST 6 VISITS FOR BASIC
MUSCOSKELETAL/PAIN CASES (12 FOR COMPLEX SUCH
AS CRPS OR PHANTOM LIMB). IF YOU ARE NOT
ACHIEVING OBVIOUS RESULTS WITHIN 3-4 VISITS,
CONSIDER THE FOLLOWING...

Duplication, citation or distributio3d®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



THE MASTER PROTGCOL

NEUROMUSCULOSKELETAL ERCHONIA

1. ASSESS THE BALANCE OF THE CENTRAL NERVOUS SYSTEM. A COMPREHENSIVE DIAGNOSTIC AND BEDSIDE WORK-UP IS
ALWAYS RECOMMENDED (SEE NEUROLOGICAL EXAM AT BACK OF NOTES). WITH THAT SAID, FOCUS ON CENTER OF
PRESSURE/PERCEIVED CENTER OF PRESSURE, BRAINSTEM AND CEREBELLAR BALANCE. PERFORM THE FOLLOWING TESTS:

RHOMBERG’S
TANDEM STANCE LE, FINGER TO NOSE UE. SECONDARY TESTS SUCH AS DDK AND HEEL TO SHIN ARE RECOMMENDED
FAKUDA STEP TEST (EYES CLOSED, ARMS RAISED, MARCH IN PLACE 30+ STEPS)

WITH ANY OF THE 10-40 PRE-SETS (IE. MASTER BRAIN 1-10-40-60, OR OPTIMIZE 10-40-10-40) LASER THE SIDE OF WEAKNESS
OR DEFICIT. EX. IF THEY ARE SWAYING TO THE RIGHT ON RHOMBERG’S LASER THE OPPOSITE DIRECTION ON THE RIGHT
BRAINSTEM. IF THE RIGHT CEREBELLUM IS SHOWING DEFICIT (DYSMETRIA, RIGHT FOOT TANDEM FALL RIGHTWARD ETC)
LASER THAT CEREBELLUM. USE THE RULE OF 2 MINUTES UPREGULATION. RECHECK. IF THE PATIENT IS BALANCED MOVE ON
TO THE “DOWNSTREAM” ALGORITHM BELOW. IF THEY ARE NOT BALANCED YET GO BACK TO LASER FOR LONGER AND STACK
WITH CO-ACTIVATION (IE. CEREBELLAR COMPLEX MOVEMENTS TO THAT SIDE, VIBRATION TO THE LOWER EXTREMITIES WITH
RHOMBERG’S ETC). TRY TO OBTAIN IMPROVEMENT IN THEIR SIGNS BEFORE MOVING DOWN STREAM.

A CENTRAL BALANCE WILL IMPROVE OUTCOMES WITH YOUR THERAPIES TO THE BODY, PREVENT INJURY AND HELP
TREATMENTS HOLD AND IMPROVE FASTER!

2. THE “DOWNSTREAM” PROTOCOL: USING THE SAME SETTING USE THE FOLLOWING SEQUENCE, AGAIN USING 2 MINUTES

TO EACH REGION DESCRIBED.

A) WHILE LASERING THE PREFRONTAL CORTEX (CAN BE OPPOSITE TO THE INVOLVED PROBLEM AREA A), HAVE THE PATIENT
VISUALIZE MOVEMENTS AND ACTIVITIES WITHOUT PAIN OR STRESS, VISUALIZE DOING ACTIVITIES HAPPY AND FREE OF PAIN,
EVEN IF THEY HAVE TO GO BACK TO CHILDHOOD ACTIVITIES OR MEMORIES.

B) MOVE THE LASER TO THE PARIETAL LOBE (CAN BE BILATERAL OR OPPOSITE) AND VIBRATE OVER THE INVOLVED REGION OF
PAIN/DYSFUNCTION (ASSUMING NO CONTRAINDICATIONS)

C) MOVE THE LASER TO THE IPSILATERAL CEREBELLUM AND PERFORM MOVEMENT PATTERNS (COMPLEX, LINEAR OR
ISOMETRIC. MAY BE PASSIVE OR ACTIVE. MAY OR MAY NOT OVERLAP THE PHASE 1 CEREBELLAR BALANCING).

D) MOVE THE LASER TO THE IPSILATERAL VAGUS NERVE/SCM ALONG THE NECK WITH 2 MINUTES OF BREATHING AND
RELAXATION

E) MOVE THE LASER TO THE SPINAL CORD AND NERVE ROOTS OF THE INVOLVED REGION (DO VERTICALLY AND USE THE VIOLET
ON THE CORD IF AVAILABLE WITH THE RED OR GREEN TOWA;LbDS THE INVOLVED NERVE ROOTS)

F) FINISH WITH THE FINAL 2 MINUTES DIRECTLY OVER/AROUND/ON THE INVOLVED REGION

THE “DOWNSTREAM” PROTOCOL

(FOR EVEN BETTER RESULTS, PERFORM AFTER BRAIN BALANCE)

SUMMARY OVERVIEW
w/viraTion 2 MINUTES EACH REGION

2. PARIETAL LOBE

1. PREFRONTAL 5. SPINAL CORD/
' STACK WITH CBT/ 4 NERVE ROOT
NET : '

6. INVOLVED AREA/
DISTAL TISSUE

3. IPSI CER-EBELLUM 4. VAGAL NERVE STIMULATION
STACK WITH IPSILATERAL TO INVOLVED SIDE

MOVEMENT ‘
USE 1 1 O 40 @upllch citation or dlstrQutlon 9th|s ernal i rin part

without permission of Trevor Berry, DC, DACNB is prohibited.



STROKE, CRPS, PHANTOM LIMB, DYSTONIA, FROZEN SHOULDER
REHAB, POST-OP/IMMOBILIZE PROTOCOL BASE ALGORYTHM P
SR aLEI

PAGE 1

. UPREGULATE THE VAGUS NERVE FOR 2 MINUTES BRAIN SETTING (1-10-40-60).

. TRANSCRANIAL LASER BASE BRAIN SETTING 1-10-40-60 TO THE CORTEX OF THE
INVOLVED SIDE (IE RIGHT MIDDLE CEREBRAL ARTERY OR INTERNAL CAPSULE
INFARCT LASER RIGHT CORTEX). LASER POSITION CAN BE BIASED TOWARDS
DESIRED REHAB (IE WHEN DOING LEFT HAND MOTOR REHAB LASER THE RIGHT
FRONTAL LOBE). ALSO LASER THE CONTRALATERAL CEREBELLUM WITH BASE
BRAIN SETTING (IE RIGHT CORTICAL = LEFT CEREBELLUM). WITH THE FX AND
PLTOUCH THIS CAN BE DONE AT THE SAME TIME. PARIETAL LOBE IF PAIN BASED.
. HAVE PATIENT PRE-VISUALIZE THE DESIRED MOVEMENT OF REHAB WITH THE
EYES CLOSED. (IN PAIN SYNDROMS VISUAL MOVEMENT WITHOUT PAIN)

. ACTIVATE THE FRONTAL LOBE WITH SACCADES (IE TO FIRE RIGHT FRONTAL LOBE
USE LEFTWARD SACCADES. ANGLE UP AND AWAY FOR MORE LATERALIZATION).
. MIRROR OVER THE TARGET LIMB SO THAT THE PATIENT HAS THE VISUAL
PERSPECTIVE THAT IT IS THE INVOLVED LIMB BUT WILL ACTUALLY BE THE
CONTRALATERAL “GOOD” LIMB.

. HAVE THE PATIENT ACTIVELY MOVE THE GOOD LIMB IN WHATEVER DESIRED
PATTERN YOU ARE TARGETING (IE ELBOW FLEXION). THE MIRROR IS PLACED IN A
WAY THAT THE PATIENT IS LOOKING AT THE LIMB MOVING IN THE MIRROR AND
THE BRAIN THINKS THE INJURED LIMB IS MOVING BUT IT’S ACTUALLY THE NON-
INJURED LIMB. (NOTE: THIS CAN BE DONE FOR OTHER CONDITIONS LIKE CRPS,
FROZEN SHOULDER, PHANTOM LIMB PAIN ETC). CONT...

MIRROR THERAPIES

M MOTOR OR SENSORY

on of Trevor Berry, DC, DACNB is prohibited.



MIRROR THERAPIES [ ionin

Community Education

STROKE, CRPS, PHANTOM LIMB, DYSTONIA, FROZEN SHOULDER
REHAB, POST-OP/IMMOBILIZE PROTOCOL BASE ALGORYTHM P
SR aLEI

PAGE 2

7. REPEAT THE GOOD LIMB MOVEMENTS IN THE MIRROR WHILE THE PROVIDER
OR FAMILY MEMBER MOVES THE INJURED LIMB BEHIND THE MIRROR FOR THE
PATIENT PASSIVELY. LASER THE DISTAL TISSUE IN PAIN/POST-OP ETC.

8. SENSORY CO-ACTIVATION SHOULD BE APPLIED TO THE BAD SIDE DURING THIS
PROCEDURE. TENS, VIBRATION MASSAGE ETC CAN BE USED ON THE INJURED
SIDE AT THE SAME TIME AS THE MOTOR/MIRROR REHAB.

9. IF THE PATIENT IS ABLE TO DEVELP NEUROPLASTICITY TO THE POINT OF
GETTING THEIR OWN ACTIVE MOVEMENT ON THE INJURED SIDE YOU CAN START
TO ADD ACTIVE THERAPY BEHIND THE MIRROR INSTEAD OF PASSIVE.

10. ONCE THEY ARE ABLE TO DO ACTIVE CARE, REMOVE THE MIRROR AND
TRANSITION INTO “CROSS-CRAWL PATTERNS” (IE IF WORKING ON LEFT ELBOW
FLEXION BEHIND THE MIRROR AND THE PATIENT IS ABLE TO START ACTIVATING
THE LEFT ELBOW INTO FLEXION, REMOVE THE MIRROR AND HAVE THEM
OBSERVE THE LEFT ELBOW INTO FLEXION WHILE THE RIGHT ELBOW GOES INTO
EXTENSION. THIS CAN BE BUILT UP INTO FULL CROSS-CRAWL MARCHING).

11. OTHER CO-ACTIVATION MAY BE APPLIED SUCH AS HEMI-STIM VEP’S, OTHER
SPECIAL SENSES (OLFACTION, AUDITORY ETC).

12. THIS MIRROR TECHNIQUE CAN BE DONE FOR ANY LIMB.

Duplication, citation or distributiod1®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



PAIN AND CNS NEUROCHEMISTRY  ffrcrionia

ommunity Education

THE ALAMO FOR CHRONIC PAIN, ADDICTION, NEUROPSYCHOLOGY, PTSD AND
BEHAVIORAL MODIFICATION: THE CLASSIC PSYCHEDELICS

PSILOCYBIN
LSD
AYAHUASCA
IBOGAINE

MDMA
*THESE ARE SCHEDULE 1 SUBSTANCES AND, WITH A FEW EXCEPTIONS, ARE
ILLEGAL IN THE USA. LEGAL APPLICATIONS AND A CONTROLLED ENVIRONMENT
(SET AND SETTING) MUST BE CONSIDERED BEFORE UTILIZATION!

PAIN AND CNS NEUROCHEMISTRY #frcrion

ommunity Education

Randomized Controlled Trial
Neuroscience

. 2013 Jan 29;230:13-283. doi: 10.1016/j.neuroscience.2012.11.016. Epub 2012 Nov 27.
Transcranial infrared laser stimulation produces beneficial cognitive and
emotional effects in humans

D W Barrett 1, F Gonzalez-Lima

Abstract

This is the first controlled study demonstrating the beneficial effects of transcranial
laser stimulation on cognitive and emotional functions in humans. photobiomodulation with red to
near-infrared light is a novel intervention shown to regulate neuronal function in cell cultures, animal models, and clinical conditions. Light that
intersects with the absorption spectrum of cytochrome oxidase was applied to the forehead of healthy volunteers using the laser diode
CG-5000, which maximizes tissue penetration and has been used in humans for other indications. We tested whether low-level laser
stimulation produces beneficial effects on frontal cortex measures of attention, memory and mood. Reaction time in a sustained-attention

psychomotor vigilance task (PVT) was significantly improved in the treated (n=20) vs. placebo control (n=20) groups, especially in high
novelty-seeking subjects. Performance in a delayed match-to-sample (DMS) memory task showed also a significant improvement in treated

vs. control groups as measured by memory retrieval latency and number of correct trials. The Positive and Negative Affect
Schedule (PANAS-X), which tracks self-reported positive and negative affective (emotional) states over
time, was administered immediately before treatment and 2 weeks after treatment. The PANAS showed that while

participants generally reported more positive affective states than negative, Overa” affect improved
significantly in the treated group due to more sustained positive
emotional states as compared to the placebo control group. These data
imply that transcranial laser stimulation could be used as a non-invasive
and efficacious approach to increase brain functions such as those
related tO Cognitive and emotional dimenSionS. Transcranial infrared laser stimulation has also

been proven to be safe and successful at improving neurological outcome in humans in controlled clinical trials of stroke. This innovative
approach could lead to the developnignplidatomjmitzive, pedistritarm§idilihrcingtariahientiboke inrhiegttint humans and in those in need of
neuropsychological rehabilitation. without permission of Trevor Berry, DC, DACNB is prohibited.
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Published online 2018 Jan 11. doi:PMCID: PMC6041198NIHMSID: NIHMS934240PMID:

Brain Photobiomodulation Therapy: A Narrative Review

,a,b

Effects on intrinsic brain networks

In the brain, a collection of distant but integrated structures provide widespread neuronal connections, which are
called “intrinsic brain networks”. The default mode network (DMN), salience network (SN) and central executive
network (CEN) are the most important examples of these formations. These networks are not only activated upon stimulation
by neural inputs, but also their activities are detectable even in the resting state [174]. This may indicate that cerebral networks through
their dynamic activities and anatomical connectivity work together to regulate intrinsic brain activity [175]. Besides, these intrinsic
networks are able to modulate higher levels of cognitive and emotional functions [176]. Both chronic neurodegenerative disease and acute

brain insults, cause an imbalance in the activity of these networks [177,178]. For instance, in TBI patients,
abnormalities in higher level cognitive activities are associated with weak
connections within and between the DMN, SN and CEN nodes, resulting in

impaired dynamic interactions of these networks [179,180]. There is a hypothesis that the

geographical matching of light irradiation sites on the head, with the corresponding anatomical regions of intrinsic networks within the
brain may allow re-establishment of these functions, and may have enhanced therapeutic benefit [174]. In this respect, Naeser et al. [30]

reported findings in TBI patients who received ZF@nscranial therapy over the DMN, SN, and CEN
nodes and displayed enhanced cognitive functions, likely through the
augmentation of metabolic capacity in these intrinsic networks. voreover, Naeser et al

proposed mat the ability of PBM to reduce PTSD symptoms might
stem from the modulation of DMN and SN activities o). on the

other hand, application of PBM in stroke patients with aphasia d¢monstrated neurotherapeutic efficacy through the stimulation of
cortical nodes within the CEN network [181].

LASERS A - Z MANUAL

JEROME RERUCHA

BASE MUSCULOSKELETAL/PAIN DEFAULT TENDONITIS
UPREGULATION 1-21-250-2720
9'1 6'42'53 NEUROGENIC INFLAMMATION/FASCIITIS
9-16-33-36
LIGAMENT
5-9-125-2720 WOUNDS
3-16-24-111
CARTILAGE
20-690-787-2720 -
BONE wd i

20-45-30594-8687 i

BURSITIS
9-16-1442-6568

A2 Meridian Manuasl

EDEMA
21-33-43-5000

INFLAMMAI!QNCitation or distributiod1®f this material in whole or in pa
9-16-42-2720 permission of Trevor Berry, DC, DACNB is prohibited.




LOWER EXTREMITY £Ercrionia

Introducing the

FX635

The only FDA cleared laser
for the regenerative treatment
of heel pain associated with
plantar fasciitis.

Learn More >

Say goodbye to plantar fasciitis surgery
and hello to FX 635 .

FDA STUDY 6 VISITS. SET IT AND FORGET IT
SWIM UP STREAM (USE FX OR LINE BEAM TO TARGET
FOOT POPLITEAL/BIFURCATION AND
LOW BACK NERVE ROOT/SPINAL CORD ALL
AT ONCE. 9-16-42-53 (ADD 2HZ TO FX MODELS)

HEEL PAIN ASSOCIATED WITH PLANTAR FASCIITIS
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THE “GAIT PROTOCOL”
LASER, TOPICAL, ELECTRICAL,
PERCUSSOR, MOTOR




FX LE PROTOCOL BASIC £ercrionia

Co

CONSIDER 10 MINUTES EACH LEG/NERVE DISTRIBUTION
L/S PLEXUS, POPLITEAL BIFURCATION AND COMMON PERONEAL
TARSAL TUNNEL/PLANTAR REGION

PERIPHERAL NEUROPATHY
ETIOLOGIES ERCHONA

COMMON DIFFERENTIALS FOR PERIPHERAL NEUROPATHY:

-DIABETIC NEUROPATHY. COMMON LABS: HBAIC, FASTING GLUCOSE,
C-PEPTIDE

-B VITAMIN/METHYL DONOR DEPLETION COMMON LABS: CBC WITH
DIFF, HOMOCYSTEINE, MICRONUTRIENT PANEL, MMA ELEVATION (LOW
B12), GENETICS LIKE MTHFR (VIBRANT NUTRIPRO)

-STATINS

~-GLUTEN SENSITIVITY/TRANSGLUTAMINASE 6 COMMON LABS: WHEAT
ZOOMER (VIBRANT)

-CHEMOTHERAPY INDUCED
-VITAMIN B6 TOXICITY

Duplication, citation or distributio32®f this material in whole or in part

- EM F EXPOSURE without permission of Trevor Berry, DC, DACNB is prohibited.



BLOOD SUGAR SU PPORT ERCHE)NIA

AM Packet PM Packet ERQCE ;I(? 2&7'5;'-1
” . . LIVER
ADRENALS
PANCREAS
A= Il MedPax ,’f,' [l MedPax 1 MINUTE EACH
4+ N\
FOR PERIPHERAL
BLOOD BLOOD NEUROPATHY/MSK
SUGAR SUGAR 9-16-42-53 BASE PAIN
SUPPORT SUPPORT 5 (2)'; 5
(ALAmax"‘ Protect Cap... Qty:z) (ALAmax"‘ Protect Cap... Oty:2) Terer
(meacaps 1s™ capsues  aty:1 ) ((Medcaps is™ capsutes  av: 1) VIBRANT LAB CONSIDERATIONS:
(optiFibere Lean Capsu... avy:3 ) FASTING GLUCOSE <100-126+
LIPID PANEL/
HBAIC (<5.6)
BERGACOR PLUS C.PEPTIDE
BERBERINE w/IN SEA
BERBERINE ES5 OTHER CLINICAL CONSIDERATIONS:
LEPTIN MANAGER CALORIC RESTRICTION/INTERMITTENT FASTING

“MOTHER NATURE” OR “KETOGENIC” DIETS
EXERCISE!!! HIIT/CARDIO >23MIN/COMPLEX

RESTLESS LEG SYNDROME
(WILLIS-EKBOM DISEASE, RLS) [ercionin
CLINICAL CONSIDERATIONS

-RULE OUT ANEMIA PATTERS ESPECIALLY IRON DEFICIENCY: #1 ENVIRONMENTAL TRIGGER (RUN CBC AND FULL IRON PANEL)
-CONSIDER OTHER MICRONUTRIENT DEPLETION ESPECIALLY MAGNESIUM (RUN MICRONUTRIENT PANEL)

-WATCH PROTON PUMP INHIBITORS/H2 BLOCKERS/ACID BLOCKERS (CAUSE CO-FACTOR DEPLETION AND OTHER POSSIBLE
MECHANISMS) SEE STUDY BELOW. SUMMARY: THESE MEDS DOUBLE THE RISK OF RLS!

-WATCH DOPAMINE (ARE THEY ON A MEDICATION DEPLETING DOPAMINE, PARKINSONIAN RELATED ETC)

NUTRITION CONSIDERATIONS FOR RLS:

IRON GLYCINATE (IF LAB OR FUNCTIONALLY LOW SERUM IRON)
OPTIMAG NEURO (MAGTEIN, MALATE, GLYCINATE)
OMEGA 3 FATTY ACIDS 3/DAY
A GOOD MULTIVITAMIN (EX, VIT C HELPS IRON ABSORPTION)
CALMING AGENTS LIKE VALERIAN, CHAMOMILE, EPSOM BATHS
L-THEANINE (IMPROVES CALMING & SLEEP PATTERNS)
DOPAMINE AGONISTS AS INDICATED
CBD (FORTIFY ELITE 1-2 PM 25-50 MG) OR HEMP MONOPURE

XYMOGEN Formulas

TREATMENT CONSIDERATIONS FOR RLS:
IN OFFICE - MASTER BRAIN SETTING FULL BRAIN/VAGAL PROTOCOL (1-10-40-60)
FX PFC/VAGAL/CB 10 MIN 635, 6 MIN 405
STACK WITH GLUT ISOMETRICS (TBAND CLAMSHELL 30 SECOND HOLDS X3-4)
WHILE DOING MULTIPLE SETS OF ANTI-SACCADES
SWITCH LASER TO FULL LOWER EXTREMITY EXPOSURE (SEE LAST SLIDE)
5 MINUTES EACH LUMBOSACRAL PLEXUS-KNEE/BIFURCATION-TARSAL TUNNEL/PLANTAR

Association of proton pump inhibitor and histamine H-receptor antagonists with restless legs
syndrome
Eric J Earley, Maria Didriksen, Bryan R Spencer, Joseph E Kiss, Christian Erikstrup, Ole B Pedersen, Erik Serensen, Kristoffer S

Burgdorl, Steven H Kleinman, _Al—wbgfj%bn', %n&%ﬁn&raistributioﬁﬁﬁ@f this material in whole or in part
Sleep, Volume 44, Issue 4, April 202 without permission of Trevor Berry, DC, DACNB is prohibited.




DIABETIC PERIPHERAL

NEUROPATHY A

Diabetes Metab Syndr. 2019 Mar - Apr;13(2):1087-1091. doi: 10.1016/j.dsx.2019.01.022. Epub 2019 Jan 18.
Effect of Low Level Laser Therapy on serum vitamin D and

magnesium levels in patients with diabetic peripheral
neuropathy - A pilot study.

Anju M1, Chacko L1, Chettupalli Y1, Maiyva AG2, Saleena Ummer V3.

Author information

Abstract

BACKGROUND:

Diabetic Peripheral neuropathy (DPN) is the most distressing complication of diabetic population leading to loss of sensation, pain, and
amputation. Low-level laser therapy (LLLT) has been used to manage nerve injuries as it holds the potential to induce a biostimulatory effect
with no side effects. Hence we planned to study the biochemical effect and therapeutic outcomes of LLLT on patients with painful diabetic
peripheral neuropathy as a preliminary work.

MATERIALS AND METHODS:

Pre-posttest analysis was done on 40 patients diagnosed with DPN confirmed using 10 g Monofilament test and Michigan Neuropathy
Screening Instrument (MNSI). Vibration sensation and pain measured by Vibration perception threshold (VPT) and Numeric pain rating scale
(NPRS). All patients were given LLLT (3.1 J/em2) on plantar and dorsal of the foot for 10 days.
Serum samples were collected at baseline and 4 weeks after LLLT to estimate Vitamin D and Magnesium and compared the results.
RESULTS:

There was a significant increase in Vitamin D and Magnesium levels after LLLT. We
observed a considerable improvement in the quality of life after LLLT demonstrated by a
decrease in VPT(VIBRATION PERCEPTION THRESHOLD) and MNSI and a reduction in

NPRS (PAIN SCALE) in DPN patients.
CONCLUSION:

In this study, we found that LLLT improved the QL and hence may be a useful
therapeutic option in treating peripheral neuropathic pain in type 2 diabetic patients. The
progress in the serum Magnesium and Vit. D levels were proportional to the QL and may
be a good indicator of the prognosis of DPNfter LLLT.

PERIPHERAL NERVES £ercrionia

Effects of Electrical Stimulation at Different Frequencies
on Regeneration of Transected Peripheral Nerve

December 2007Neurorehabilitation and Neural Repair 22(4):367-73

Abstract and Figures

Electrical stimulation of damaged peripheral nerve may aid regeneration. The purpose of this study was to determine whether 1 mA of percutaneous electrical
stimulation at 1, 2, 20, or 200 Hz augments regeneration between the proximal and distal nerve stumps. A10-mm gap was made in rat sciatic nerve by suturing the
stumps into silicone rubber tubes. A control group received no stimulation. Starting 1 week after transection, electrical stimulation was applied between the cathode
placed at the distal stump and the anode at the proximal stump every other day for 6 weeks. Higher frequency stimulation led to less regeneration compared to

lower frequencies. Quantitative histology of the successfully regenerated nerves revealed that the groups receiving electrical treatment, especially at 2 HZ,

had a more mature structure with a smaller cross-sectional area,
more myelinated fibers, higher axon density, and higher ratio of
blood vessel to total nerve area compared with the controls.
Electrophysiology showed significantly shorter latency, longer
duration, and faster conduction velocity. ewcticai simuiation can have either a positive o negative impact

on peripheral nerve regeneration. Clinical trials that combine stimulation with rehabilitation must determine the parameters that are most likely to be safe and
effective.

SET ALL DIODES AT 2 HZ AND APPLY TO TARGET PERIPHERAL NERVE

RE-CHECKING MOTOR/SENSORY TESTS, NCV/SSEP ETC

Duplication, citation or distributio38af this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



PERIPHERAL NERVES £rchonia

Bioengineering (Basel). 2018 Jun 9;5(2). pii: E44. doi: 10.3390/bioengineering5020044.

Photobiomodulation Therapy (PBMT) in Peripheral Nerve Regeneration: A Systematic Review.
Rosso MPO1, Buchaim DV2,3, Kawano N4, Furlanette G5, Pomini KT6, Buchaim RL7,8.

Author information

Abstract

Photobiomodulation therapy (PBMT) has been investigated because of its intimate relationship with tissue recovery processes, such as
on peripheral nerve damage. Based on the wide range of benefits that the PBMT has shown and its clinical relevance, the aim of this
research was to carry out a systematic review of the last 10 years, ascertaining the influence of the PBMT in the regeneration of injured
peripheral nerves. The search was performed in the PubMed/MEDLINE database with the combination of the keywords: low-level laser
therapy AND nerve regeneration. Initially, 54 articles were obtained, 26 articles of which were chosen for the study according to the

inclusion criteria. In the qualitative aspect, it was observed that PBMT was able to accelerate the
process of nerve regeneration, presenting an increase in the number of myelinated
fibers and a better lamellar organization of myelin sheath, besides improvement of
electrophysiological function, immunoreactivity, high functionality rate, decrease of
inflammation, pain, and the facilitation of neural regeneration, release of growth
factors, increase of vascular network and collagen. It was concluded that PBMT has
beneficial effects on the recovery of nerve lesions, especially when related to a
faster regeneration and functional improvement, despite the variety of parameters.

CLINICAL CONSIDERATIONS: 2X/WEEK 2-2-2-2 SETTING 10
MINUTES 8-12 VISITS (4-6 WEEKS) YOU SHOULD OBTAIN
SUBJECTIVE AND OBJECTIVE CHANGES DEPENDING ON
SEVERITY OF INJURY AND HOW OLD THE INJURY IS.
CONSIDER NERVE ROOT UPREGULATION AND AT TARGET
PERIPHERAL NERVE(S). 333

GREEN WAVELENGTH fErcrioniA

Community Education

ORIGINAL ARTICLES

A LIGHT SOURCE FOR PHOTOTHERAPY

ind M. Nissang

Lubart et al examined the effects of red (632
nm), green (540 nm) and infrared (904 nm)
light sources on the peripheral nervous
system!?,

No significant difference was found for the
action potential of the nerve with the infrared
and control group, which means the infrared
light affects the nerve minimally or not at all.

Only the red and green wavelengths had an
effect on the

, with green light much
more effective than the red.

his material in whole or in part
, DC, DACNB is prohibited.



GREEN WAVELENGTH fercrion

Community Education

REVIEW

New trend in neuroscience: Low-power
laser effect on peripheral and central
nervous system
(basic science, preclinical and clinical studies)

The continuation of this work with
different wavelengths, showed that green
540 nm is more effective than 632 nm.

ADD THE GREEN WAVELENGTH
OF THE GVL TO YOUR
PERIPHERAL NERVE
APPLICATIONS!
CONSIDER 2-2-2-2 HZ
FREQUENCY SETTING

335
© 2022 Erchonia Corporation

LASERS FOR ALL TYPES OF

PRACTITIONERS AND IN THE NEWS /%con

Jennifer Lin eee X
16h - @

Did anyone else watch Selma Blair dance on
DWTS and wonder how she was able to move? It's
awesome knowing that she credits the Erchonia
lasers for helping her heal. It's so important for
mainstream America to know that these tools
exist and that you don't always need drugs or
surgeries to manage pain. | added 5 lasers to my
medical practice 7 months ago and have been
grateful that they've allowed a 5 year-old autistic
boy to speak real words for the first time, a
gentleman with chronic plantar fasciitis walk
pain-free for the first time in a decade, a woman
with bone on bone knee pain tell me she was
walking stadium stairs and standing for 8 hours
without pain. Light energy works!

dailymail.co.uk

Video: Selma Blair gets laser
treatment for painful knee ah...

istributio3s®f this material in whole or in p
evor Be D DACNB is prohibited
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HEADACHES fercrionia

@ 2023 DR. TREVOR BERRYSXLL RIGHTS RESERVED

GREEN LIGHT AND HEADACHE PAIN /fchonn

In conclusion, the authors reported that “Green light is
least likely to exacerbate migraine headache and at low
intensities it may even be therapeutic by reducing the

headache intensity.”1

A later study, published in 2018 in the journal Pain, took a deeper dive
into light sensitivity in migraines, also with a focus on comparing
the effects of different colors of light on migraines. The authors
reported that approximately 80% of migraine patients experienced
exacerbation of their symptoms in response to white, blue, amber,
and red lights, while green light exacerbated headaches 40% of

the time. The same study reported that exposure to light-initiated headaches about 16% of
the time, and that green light therapy initiated headaches about 3% of the time2.

References:
1. Noseda R, Bernstein CA, Nir RR, Lee AJ, Fulton AB, Bertisch SM, et al. Migraine photophobia originating in cone-driven retinal

pathways. Brain. 2016;139(Pt 7):1971-1986.
Duplication, citation or distributio38®f this material in whole or in part

2. Nir RR, Lee AJ, Huntington S, et al. Colg/itpelaethrRiioiaphestia i iepinsrinterictal migaipe iy Ao Bitkgalthy controls. Pain. 2018;159:2030-2034.



GREEN LIGHT AND HEADACHE PAIN /Zoions

Exposure to green light may reduce pain

Long-time sufferers of migraines and other chronic pain conditions may
benefit from exposure to green light. A new study, led by pharmacologist Mohab
M. Ibrahim, M.D., Ph.D., found that the color green may be key to easing pain.

Green light changes the levels of serotonin and alters the endogenous
opioid system, an innate pain-relieving system found throughout the
central and peripheral nervous system, gastrointestinal tract and
immune system, said Bing Liao, M.D., a neurologist at Houston
Methodist Hospital.

After completing the green light therapy, their score dropped
down to an average of 2.8. The frequency of headaches
dropped from 19 to 6.5 per month, and overall quality of life
climbed from 48 percent to 78 percent.

Ibrahim exposed 25 migraine volunteers first to white lights for two hours as a
control, then to green LED lights. He measured multiple parameters, including pain
reduction, frequency of migraines or headaches, frequency of fibromyalgia flare-ups,
pain intensity and duration, and quality of¥ife.

GREEN LIGHT AND HEADACHE PAIN /Zrionia

Discussion

Green light emitting diodes significantly reduced the
number of headache days in people with episodic
migraine or chronic migraine. Additionally, green light
emitting diodes significantly improved multiple
secondary outcome measures including quality of life
and intensity and duration of the headache attacks. As
no adverse events were reported, g g eniing diodes may provide a reatment

option for those patients who prefer non-pharmacological therapies or may be considered in complementing other treatment strategies.

Research article

First published online September 9, 2020

Evaluation of green light exposure on headache frequency and quality of life
in migraine patients: A preliminary one-way cross-over clinical trial
Laurent F Martin https://orcid.org/0000-0001-7358-5335. Amol M Patwardhan

View all authors and affiliations

Volume 41, Issue 2

Duplication, citation or distributio®#®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



Duplication, citation or distribution of this material in whole or in part

LASER NEUROLOGY FOR'HEADACHES

World Leaders in Low Level Laser Technolog:

THE NEW GVL ADVANCED PROTOCOL

GREEN LIGHT AND PAIN FRCHONIA

Green light analgesia in mice is mediated by visual activation of enkephalinergic neurons in the
ventrolateral geniculate nucleus

YU-LONG TANG HTTPS://ORCID.ORG/0000-0001-8047-6751, Al-LIN Liu HTTPS://ORCID.ORG/0000-0002-0774-0701, SU-SU LV, ZI-RUI ZHOU, HONG CAO HTTPS://ORCID.ORG/0000-0001-5048-3379 . sH1-
JUN WENG HTTPS://ORCID.ORG/0000-0001-6550-892X . AND YU-QIU ZHANG HTTPS://ORCID.ORG/0000-0001-6623-9629 Authors Info & Affiliations
SCIENCE TRANSLATIONAL MEDICINE
Vol 14, Issue 674
Abstract

Green light exposure has been shown to reduce pain in animal models. Here, we report a vision-associated enkephalinergic
neural circuit responsible for green light-mediated analgesia. Full-field green light exposure at an intensity of 10 lux
produced analgesic effects in healthy mice and in a model of arthrosis. Ablation of cone photoreceptors completely inhibited
the analgesic effect, whereas rod ablation only partially reduced pain relief. The analgesic effect was not modulated by the
ablation of intrinsically photosensitive retinal ganglion cells (ipRGCs), which are atypical photoreceptors that control various
nonvisual effects of light. Inhibition of the retino—ventrolateral geniculate nucleus (VLGN) pathway completely abolished the
analgesic effects. Activation of this pathway reduced nociceptive behavioral responses; such activation was blocked by the
inhibition of proenkephalin (Penk)—positive neurons in the VLGN (VLGNPenk). Moreover, green light analgesia was prevented
by knockdown of Penk in the VLGN or by ablation of vLGNpenk neurons. In addition, activation of the projections from
vLGNPrenk neurons to the dorsal raphe nucleus (DRN) was sufficient to suppress nociceptive behaviors, whereas its inhibition
abolished the green light analgesia. Our findings indicate that cone-dominated retinal inputs mediated green light analgesia
through the vLGNrenk-DRN pathway and suggest that this signaling pathway could be exploited for reducing pain.

HIGHTLIGHTS:

-EFFECTS LASTED FOR 4 DAYS

-BY ACTIVATING THE RODS AND CONES WITH GREEN LIGHT THEY ACTIVATED
VENTROLATERAL GENICULATE WHICH ACTIVATES THE DORSAL RAPHE NUCLEUS

Duplication, citation or distributio®#®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



SEROTONIN PFRODUCTION iN THE

BRAIN fercronia

Behavioral effects:

Mood

Pe‘:cepﬁon MANUFACTURED IN

Memory THE RAPHE NUCLEI

ol LOCATED IN THE

ggression

Fear BRAINSTEM

Stress responses

Appetite

Addiction MADE FROM

Sexuality TRYPTOPHAN,
AN ESSENTIAL

Other CNS effects:

Moto?controf = AMINO ACID

Cerebellar regulation

Sleep/circadian rhyth

O ymsctlactors YOU ALSO NEED

S:;Si:'sa!ory drive e D

Body temperature TRANSPORT

Descending regulation of multiple organ systems SYSTEMS

Central serotonergic drugs: A HEALTHY GUT

SSRIs AND MICROBIOME

Kl/%ﬂlc antidepressants ARE ALSO CRITICAL

Other antidepressants FACTORS

Buspirone

A:I;gilzglnantipsychotics (UP TO 90% OF

Triptans THE BODY’S

5-HT, receptor antagonists (e.g. ondansetron) SEROTONIN IS MADE

Fenfluramine

Ergotamine/methysergide | | IN THE GUT

Hallucinogens 343

World Leaders in Low Level Laser Technolog

30 SECONDS
OCULAR WISPING

SUPRAORBITAL 1-10-40-60
N ERVE Supraorbital nerve

Supratrochlear nerve

2 MINUTES ERCHONIA |
(GVL) HAND HELD
EACH REGION
1-10-40-60

Infraorbital nerve

Supraorbital
nerve
Supratrochlear

Infraorbital

occipital
nerve

Lesser
occipital
nerve
Great
auricular Ay
nerve

Sternocleidomastoid Mental nerve

muscle
Supraclavicular nerve




ERCHON]J

World Leaders in Low Level Laser Technology

SUPRATROCHLEAR
N ERVE Supraorbital nerve

Supratrochlear nerve

Supraorbital
nerve
Supratrochlear

1\‘

Infraorbital nerve

Lesser
occipital
nerve

Great ] = Sternocleidomastoid
auricular ~ \ muscle Mental nerve
nerve Supraclavicular nerve

ERCHONJ

World Leaders in Low Level Laser Technology

2 MINUTES ERCHONIA
INFRATROCHLEAR (GVL) HAND HELD

NERVE AND TRIGEMINAL 1-10-40-60
GANG LIA Supraorbital nerve

Supratrochlear nerve

Supraorbital
nerve
Supratrochlear
nerve

Infraorbital nerve

occipital

nerve
Great ] = Sternocleidomastoid

auricular ~ \ muscle Mental nerve
nerve - Supraclavicular nerve

CONSIDER MASTICATION RELEASE TECHNIQUES DURING THIS TIME
(INTERNAL AND EXTERNAL)



4 MINUTES ERCHONIA
ERB,S POINT (GVL) HAND HELD

1-10-40-60

UPPER CERVICAL COMPLEX 2 MIN ERB’S/VAGAL

SENSORY DIVISION C2

C

DIFFERENTIALS (IE. ANEMIA PATTERNS, MICRONUTRIENT DEPLETION ETC) HAVE BEEN RULED
OUT, CONSIDER GUT MICROBIOME, HISTAMINES AND DYSAUTONOMIA FOR MIGRAINES

2 MIN UPPER C REGION

Supraorbital
nerve
Supratrochlear
nerve

Infraorbital

Infraorbital nerve

occipital
nerve

Lesser
occipital
nerve
Great /
auricular Ay
nerve

Sternocleidomastoid Mental nerve

muscle
Supraclavicular nerve

COMBINE ERB’S POINT LLLT EXPOSURE WITH VAGAL NERVE STIMULATION

LINICAL GEM: ONCE BASE HEADACHE PROTOCOLS AND FOUNDATIONAL FUNC MED

INSUFFLATION TECHNIQUE

GVL FOR PAIN MANAGEMENT /o

Dr. Berry,

| thought you'd be interested in the study that | have attached below, and yet may be more

inte

rested in the results from application of learnings on a patient.

| received and read the study this morning and applied the learnings to a patient. He has
ankylosing spondylitis and has had a low back surgery with a fusion that eliminated the
radicular leg pain. Since the surgery he has had significant left sacroiliac pain as well as a
broad, banded residual low back pain. In addition, he came in this morning with R leg radicular
pain to the outside of the R foot. These three areas had pain as follows:

Area Pre Tx. Pain VAS Pain VAS-After GVL 3
minutes over closed eyes

L SI +2 +.5

R Low back pain with radiculopathy to foot +1-2 0 pain and no radicular
symptoms

Broad banded LB pain +2-3 +.5

| had sent you a previous study about birds/magnatite crystals and light activation in one eye.
That’s why this one caught my attention.

Sincerely,

Jim

Hollingsworth, DC, ND

Duplication, citation or distributio®#®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



o ks

R

© ®

HEADACHES

. REDUCE ANY BIOMECHANICAL DYSFUNCTION, ESPECIALLY OF THE

UPPER CERVICAL REGION. CHIROPRACTIC MANIPULATION!

IF MANUAL THERAPIES ARE NOT “HOLDING”, ADDRESS UNDERLYING
NEUROGENIC CAUSES. VESTIBULAR DYSFUNCTION/IMBALANCE,
OCULOMOTOR IMBALANCE OR OTHER NEUROLOGICAL COMPENSATION
CAUSES. (GAZE STABILITY, BROCK BEADS ETC)

DON’T FORGET OBVIOUS TRIGGERS OF DIET AND LIFESTYLE. DO THEY
SLEEP ON THEIR STOMACH WITH HEAD TURNED, LACK OF WATER OR
OTHER NUTRIENTS. WATCH ALCOHOL. CAFFEINE WITHDRAWAL OR
FASTING. DRINK EVEN MORE WATER!

LABS: HORMONE IMBALANCE, ANEMIA PATTERNS ETC.

MINIMIZE STRESS, COMPUTER USE AND OTHER ENVIRONMENTAL
TRIGGERS LIKE BLUE/INCANDESCENT LIGHT EXCESS.

APPLY TOPICALS TO THE AREAS INDICATED ON SLIDES.

2 MINUTES ERCHONIA GVL LOW LEVEL LASER TO EACH OF THOSE
REGIONS USING MASTER BRAIN SETTING 1-10-40-60

ADD 30 SECONDS OF GREEN “WISPING” OVER THE RETINA

MOST HEADACHES WILL RESPOND RAPIDLY EVEN WITHIN THE OFFICE
VISIT BUT ALWAYS GIVE YOURSELF-A 6 VISIT TREATMENT “TRIAL”.

HEAD AND FACE PAIN E,,!?EWRN"A
=y g

0.

¢

, BILL GEED TRIGEMINAL PAIN
— EXACERBATED BY INFECTED TOOTH
—. A AND DENTAL REMOVAL

S . 4 10/25/22

~



HEAD AND FACE PAIN fercronia

Hi Doc 3/8/2021 MILITARY VET PTSD AND POST-CONCUSSION
For some time now | have been remiss in expressing my everlasting gratitude and
respect, from my early difficulties to the present day.

It has been an arduous journey indeed. Apart from my neck, shoulder and back injuries,
| also suffered from ‘brain fog’.

Admittedly | was somewhat skeptical as to how efficacious these “Laser Treatments”
might be. To my astonishment, for the first time in years, | began to think more clearly. |
experienced a fresh and new approach that harkened back to an earlier time in my life.
This was something | thought | had lost.

Thanks to you Doctor, | am a man reborn.

To all skeptics, | am now a believer. | beseech all of you. Give the “Laser Treatments” a
chance.

Most Respectfully

Bill Geed

U.S.M.C.

11/62-11/66 10/25/22

“YOUR VIOLET/RED LASER WAS A GAME CHANGER FOR MY TRIGEMINAL
NEURALGIA. AFTER AN INFECTED TOOTH AND MULTIPLE SURGICAL PROCEDURES
IT WAS BACK WITH A VENGEANCE. | TRIED THEIR MEDICATIONS, ICE AND
EVERYTHING ELSE THEY RECOMMENDED TO NO AVAIL. ONE TREATMENT WITH
YOUR NEW GREEN/VIOLET DEVICEsAND | AM A NEW MAN!” BILL GEED

CHEMO BRAIN £Ercrionia

CHEMO BRAIN:
ERCHONIA TRANSCRANIAL LASER 1-10-1-10 (2-10 MINUTES DEPENDING
ON THEIR METABOLIC CAPACITY AND FATIGUE RATIOS)

NUTRTION SUPPORT
LOW SUGAR DIET. PROMOTE KETOSIS (MCT OILS)

HIGH DOSE OMEGA 3 FATTY ACIDS MINMUM 3 GRAMS PER DAY (XYMOGEN
HEMP MONOPURE IN PM, AND DHA MONOPURE AM RECOMMENDED)
S-ACETYL GLUTATHIONE AND NAC AM AND PM
OTHERS: VINPOCETINE, GINKGO BILOBA, BACOPA MONNIERI,
PHOSPHATIDYLSERINE (ALL ARE IN XYMOGEN’S MEMORALL!)

NAD+ through NAD+ precursors, such as NMN (Nicotinamide
mononucleotide) or Nicotinamide riboside

Methylene blue 40-50 mg with 250 ml 5% dextrose over 45 minutes
(Cl: PREGNANCY, NEUROPSYCH MEDS)

*ALWAYS WATCH CONTRAINDICATIONS AND INTERACTIONS OF SUPPLEMENTS WITH
CHEMOTHERAPY DRUGS, ASRORREFERENGEJS “NATURALMEDICINES.COM"

without permission of Trevor Berry, DC, DACNB is prohibited.




TRIGEMINAL NEURALGIA ZrchioniA

Methods: For two months, participants in the control group A received the medication only (oral hypoglycemic drugs, Analgesics,
vitamin B12), participants in the study group B received the medications as in group A in addition to LLLT, and participants in the study
group C received medication as in group A in addition to electromagnetic therapy (EMT). The primary outcome was the amplitude of
compound muscle action potentials of temporalis and masseter muscles by using NEXUS 10 (Mind media). The secondary outcome was pain
intensity by using the Visual Analog Scale (VAS).

Results: According to the results of this study, there is a statistically significant difference in visual analog scale scores and the amplitude of
compound muscle action potentials of the temporalis and masseter muscles among groups in favor of group B.

Conclusions: Atter treatment, all groups improved significantly, with th @ laser group outperforming the
electromagnetic group by a large margin. For irradiation, LLLT
was more effective than EMT in reducing diabetic patients'
trigeminal pain, and increasing masseter and temporalis muscles
compound action potential amplitude in diabetic patients with TN.

Randomized Controlled Trial
Eur J Phys Rehabil Med

2023 Apr;59(2):183-191. doi: 10.23736/S1973-9087.23.07501-9. Epub 2023 Feb 10.
Effect of electromagnetic therapy versus low-level laser

therapy on diabetic patients with trigeminal neuralgia: a
randomized control trial 353

TINNITUS £Ercronin

J Speech Lang Hear Res

2021 Jan 14;64(1):279-298. doi: 10.1044/2020_JSLHR-20-00066. Epub 2020 Dec 29.

Effects of Low-Level Laser Therapy as a Therapeutic Strategy
for Patients With Tinnitus: A Systematic Review

Maria Carolina Ferreira 1, I1zabella Lima de Matos 1, Isabela Porto de Toledo 2, Heitor Marques Honorio 3, Maria Fernanda Capoani Garcia
All the seven selected studies found different degrees of significant results
regarding tinnitus severity; however, there was no consensus among the
results. Conclusion Even though the LLLT showed positive effects in the
tinnitus severity in some studies, it is not possible yet to make any

CLINICAL CONSIDERATIONS:
LLLT - VAGAL PROTOCOLS (SCM AND AURICULAR/EAM)
TEMPORAL LOBE APPLICATIONS WITH STACKING 2 MIN EACH MASTER 1-10-40-60
VESTIBULAR CO-ACTIVATION/TONE GENERATOR
HEARING AIDS? UPPER C ADJUSTING

TMD THERAPIES/MASTICATION/EAR ADJUSTING/NASAL SPECIFIC (MURPHY)

OTHER CLINICAL CONSIDERATIONS:
OTC PAIN MEDS, NOISE POLLUTION, ANEMIA PATTERNS, METALS, Mg DEFICIENCY, LOW
SODIUM DIET, (MICRONUTRIENTS PANEL), SOURCES OF CYOTOKINES TO TECTAL SITES
(RUN FOOD SENSITIVITIES. CHRONIC PATHQGENS/MOL.D, PAIN), THYROID DYSFUNCTION




TINNITUS e

ity Edu
Front. Neurol., 05 August 202: :

This article is part of the Research Topic

Towards an U ing of Tinnitus F ity, Volume IT
View all 20 Articles

A randomized single-blind controlled trial of a prototype digital polytherapeutic
for tinnitus

Results: Mean changes in TFI for the USL group at 6 (16.36, SD 17.96) and 12 weeks (17.83 points, SD 19.87) were
clinically meaningful (>13 points reduction), the mean change in WN scores were not clinically meaningful (6 weeks
10.77, SD 18.53; 12 weeks 10.12 points, SD 21.36). A statistically higher proportion of USL participants achieved
meaningful TFI change at 6 weeks (55%) and 12 weeks (65%) than the WN group at 6 weeks (33%) and 12 weeks (43%).
Mean TFI, rating and COSIT scores favored the US group but were not statistically different from WN. Usability measures
were similar for both groups.

After 20 years searching for a cure for tinnitus, researchers at the University of Auckland are excited by ‘encouraging
results’ from a clinical trial of a mobile-phone-based therapy. The study randomised 61 patients to one of two treatments,
the prototype of the new ‘digital polytherapeutic’ or a popular self-help app producing white noise.

Key to the new treatment is an initial assessment by an audiologist
who develops the personalised treatment plan, combining a range
of digital tools, based on the individual’s experience of tinnitus.

“This is quicker and more effective, taking 12 weeks rather
than 12 months for more individuals to gain some control.”
WATCH FOR THIS TO LAUNCH IN 2023

THE MASTER PROTOCOL

NEUROMUSCULOSKELETAL  ffreriona

1. ASSESS THE BALANCE OF THE CENTRAL NERVOUS SYSTEM. A COMPREHENSIVE DIAGNOSTIC AND BEDSIDE WORK-UP IS
ALWAYS RECOMMENDED (SEE NEUROLOGICAL EXAM AT BACK OF NOTES). WITH THAT SAID, FOCUS ON CENTER OF
PRESSURE/PERCEIVED CENTER OF PRESSURE, BRAINSTEM AND CEREBELLAR BALANCE. PERFORM THE FOLLOWING TESTS:

RHOMBERG’S
TANDEM STANCE LE, FINGER TO NOSE UE. SECONDARY TESTS SUCH AS DDK AND HEEL TO SHIN ARE RECOMMENDED
FAKUDA STEP TEST (EYES CLOSED, ARMS RAISED, MARCH IN PLACE 30+ STEPS)

WITH ANY OF THE 10-40 PRE-SETS (IE. MASTER BRAIN 1-10-40-60, OR OPTIMIZE 10-40-10-40) LASER THE SIDE OF WEAKNESS
OR DEFICIT. EX. IF THEY ARE SWAYING TO THE RIGHT ON RHOMBERG’S LASER THE OPPOSITE DIRECTION ON THE RIGHT
BRAINSTEM. IF THE RIGHT CEREBELLUM IS SHOWING DEFICIT (DYSMETRIA, RIGHT FOOT TANDEM FALL RIGHTWARD ETC)
LASER THAT CEREBELLUM. USE THE RULE OF 2 MINUTES UPREGULATION. RECHECK. IF THE PATIENT IS BALANCED MOVE ON
TO THE “DOWNSTREAM” ALGORITHM BELOW. IF THEY ARE NOT BALANCED YET GO BACK TO LASER FOR LONGER AND STACK
WITH CO-ACTIVATION (IE. CEREBELLAR COMPLEX MOVEMENTS TO THAT SIDE, VIBRATION TO THE LOWER EXTREMITIES WITH
RHOMBERG’S ETC). TRY TO OBTAIN IMPROVEMENT IN THEIR SIGNS BEFORE MOVING DOWN STREAM.

A CENTRAL BALANCE WILL IMPROVE OUTCOMES WITH YOUR THERAPIES TO THE BODY, PREVENT INJURY AND HELP
TREATMENTS HOLD AND IMPROVE FASTER!

2. THE “DOWNSTREAM” PROTOCOL: USING THE SAME SETTING USE THE FOLLOWING SEQUENCE, AGAIN USING 2 MINUTES

TO EACH REGION DESCRIBED.

A) WHILE LASERING THE PREFRONTAL CORTEX (CAN BE OPPOSITE TO THE INVOLVED PROBLEM AREA A), HAVE THE PATIENT
VISUALIZE MOVEMENTS AND ACTIVITIES WITHOUT PAIN OR STRESS, VISUALIZE DOING ACTIVITIES HAPPY AND FREE OF PAIN,
EVEN IF THEY HAVE TO GO BACK TO CHILDHOOD ACTIVITIES OR MEMORIES.

B) MOVE THE LASER TO THE PARIETAL LOBE (CAN BE BILATERAL OR OPPOSITE) AND VIBRATE OVER THE INVOLVED REGION OF
PAIN/DYSFUNCTION (ASSUMING NO CONTRAINDICATIONS)

C) MOVE THE LASER TO THE IPSILATERAL CEREBELLUM AND PERFORM MOVEMENT PATTERNS (COMPLEX, LINEAR OR
ISOMETRIC. MAY BE PASSIVE OR ACTIVE. MAY OR MAY NOT OVERLAP THE PHASE 1 CEREBELLAR BALANCING).

D) MOVE THE LASER TO THE IPSILATERAL VAGUS NERVE/SCM ALONG THE NECK WITH 2 MINUTES OF BREATHING AND
RELAXATION

E) MOVE THE LASER TO THE SPINAL CORD AND NERVE ROOTS OF THE INVOLVED REGION (DO VERTICALLY AND USE THE VIOLET

ON THE CORD IF AVAILABLE W TH ED. %P GRE& THE INV LV ERVE RorQTS)
F) FINISH WITH THE FINAL 2 MIN %(%?’lg
U permlssmn O revor erry, IS proni



THE “RDOWNSTREAM” PROTOCOL

(FOR EVEN BETTER RESULTS, PERFORM AFTER BRAIN BALANCE)
SUMMARY OVERVIEW

2. PARIETAL LOBE
W/ VIBRATION

2 MINUTES EACH REGION

1. PREFRONTAL
" STACK WITH CBT/
NET

5. SPINAL CORD/
NERVE ROOT

L

a4

6. INVOLVED AREA/
DISTAL TISSUE

'_ = - .-":\"‘,l;‘":.."llilﬂ ‘jr:#;w...,.‘

3. IPSI CER-EBELLUI\.li 4. VAGAL NERVE STIMULATION
STACK WITH IPSILATERAL TO INVOLVED SIDE
MOVEMENT

*

USE 1-10-40-60 OR 10-40-10-40

ferctionia

HANDS ON WORKSHOP

BEDSIDE NEUROLOGICAL
EXAM

BRAIN BALANCING WITH
MASTER LASER SETTING

“DOWNSTREAM” STACKING

Duplication, citation or distributio3®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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3 SUPPLEMENTS FOR BRAIN ERCHONIA

WHAT WOULD BE A GOOD COMBO

IF A PATIENT IS ONLY WILLING TO

TAKE 3 SUPPLEMENTS FOR THEIR
BRAIN HEALTH?

ALZHEIMER’S AND OMEGA 3 P
INTAKE ERCHONIA

Omega 3 Intake Linked to Stable Memory Function in
Alzhelmer s Patients
eatu MEeReEe September 7, 2021
“We can see that the memory function of the patients in the
group that had taken omega-3 is stable, whereas the patients
in the control group have deteriorated. That’s what the
memory tests show,” says Yvonne Freund-Levi.

TREATMENT GROUP RECEIVED 2.3
GRAMS OMEGA-3 FA DAILY

Effects of Peroral Omega-3 Fatty Acid Supplementation on Cerebrospinal Fluid Biomarkers in Patients with Alzheimer’s
Disease: A Randomized Controlled Trial—The OmegAD Study

USE THE VIBRANT MICRONUTRIENT PANELS OR

BRAIN SPAN FOR ACCURATE INTRACELLULAR
ESSENTIAL FATTY ACIZ MARKERS AND RATIOS




TAINTED FISH fCrcrion

Community Education

Eating one wild fish same as month of drinking tainted water: study

Eating one freshwater fish caught in a river or lake in the United
States is the equivalent of drinking a month's worth of water

contaminated with toxic "forever chemicals", new research said on Tuesday.

The invisible chemicals called PFAS were first developed in the 1940s to resist water and heat, and are now
used in items such as non-stick pans, textiles, fire suppression foams and food packaging.

Nadia Barbo et al, Locally caught freshwater fish across the United States are likely a significant source of exposure to
PFOS and other perfluorinated compounds, Environmental Research (2022). DOI: 10.1016/j.envres.2022.115165

"According to the UN, there are over 50 trillion microplastics in the ocean."

Scientists from New Zealand and Australia detected IMiCrOplastics in 75% of commercial fish

SpeCieS. Both bottom-dwellers and pelagic fish were equally affected, suggesting the plastics are suspended throughout the water
column. The researchers discovered an average of 2.5 individual plastic particles per fish.

Isabella K. Clere et al, Quantification and characterization of microplastics in commercial fish from southern New Zealand, Marine Pollution
Bulletin, Volume 184, 2022, 114121, https://doi.org/lO.1016/j.maggglbul.2022.114121.

Worldwide contamination of fish with microplastics: A brief global overview Inés F. Sequeira

FISH SOURCE (o ionin

unity Education

Certified-clean, guilt-free, sushi-grade seafood.

Mercury safe, antibiotic free, & truly sustainable.
SEATOPIA.COM

Duplication, citation or distributio3éf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



OMEGA 3 SUPPORT

MAXSIMIL TECHNOLOGY fErcHoNIA

Omega MonoPure® 1300 EC features natural enzymatically enhanced
MaxSimil® monoglyceride fish oil that has a three times greater EPA/
DHA absorption rate than an equivalent dose of ethyl ester fish oil.
?ﬁf ' This IFOS five-star certified fish oil outperforms other fish oil
' supplements through MaxSimil patented lipid absorption enhancement

MonoPure | technology (PLATform).*

Omega

e Unique structure: One fatty acid attached to a glycerol backbone
provides two polar ends that attract water and a non-polar tail end
1207 g oy 4 % (R1) that attracts fat, thus enabling self-emulsification of the Omeaa

EXCLUSIVE PROFESSIONAL fomuus M O n O Pu re fo rm u I a s . g

X Greater Absorption*
€PV:10101-01/101011]00001|

4 PER DAY (2 BID) UNTIL OMEGA-3 INDEX >10%
OMEGA 3’S MODULATE AND INHIBIT NF-kB

— 2nd FOUNDATIONAL PRODUCT
~Hemp
g e : = MonoPure
:MonoPure e
& Curcumin EC | 5 oQmax” my
- OmesRas = O_mEga 100 mg ! +V.010111.01/011010/10001|
P o s | 0sem 20, & B =

' EXCLUSIVE PROFESSIONAL FORMULAS P

365

' DCLUSIVE PROFESSIONAL FORMULAS 5

DHA AND ALZHEIMER’S  £fErcronia

Abstract

Docosahexaenoic acid (DHA) might help prevent Alzheimer's disease (AD). Red blood cell (RBC) status of DHA is an objective measure of
long-term dietary DHA intake. In this prospective observational study conducted within the Framingham Offspring Cohort (1490 dementia-free
participants aged =65 years old), we examined the association of RBC DHA with incident AD, testing for an interaction with APOE-

&4 carriership. During the follow-up (median, 7.2 years), 131 cases of AD were documented. In fully adjusted models, risk for incident AD in the
highest RBC DHA quintile (Q5) was 49% lower compared with the lowest quintile (Q1) (Hazard ratio [HR]: 0.51, 95% confidence interval [CI]:
0.27, 0.96). An increase in RBC DHA from Q1 to Q5 was predicted to provide an estimated 4.7 additional years of life free of AD. We
observed an interaction DHA x APOE-g4 carriership for AD. Borderline statistical significance for a lower risk of AD was observed per standard
deviation increase in RBC DHA (HR: 0.71, 95% CI: 0.51, 1.00, p = 0.053) in APOE-&4 carriers, but not in non-carriers (HR: 0.85, 95% CI: 0.65,
1.11, p = 0.240). These findings add to the increasing body of literature suggesting a robust association worth exploring dietary DHA as one
strategy to prevent or delay AD.

SUMMARY:

-THOSE WITH THE HIGHEST RBC DHA HAD 49% LESS RISK OF ALZHEIMER’S
THAN THOSE WITH THE LOWEST DHA LEVELS

-THE HIGHEST DHA GROUP HAD 4.7 ADDITIONAL YEARS OF LIFE FREE OF
ALZHEIMER’S SYMPTOMS Nutrients

2022 Jun 9;14(12):2408. doi: 10.3390/nu14122408.

Red Blood Cell DHA Is Inversely Associated with Risk of
Incident Alzheimer's Disease and All-Cause Dementia:
Framingham Offspring Study

Duplication, citation or distributio3ef this material in whole or in part

Aleix Sala-Vila 12 without permission of Trevor Berry, DC, DACNB is prohibited.



EPA VS DHA BIAS (cionin

Condition-specific recommendations from the data presented.
Condition EPA-Rich EPA/DHA DHA-Rich
General Health XX
Improving w3:w6 ratio XX
Low-Risk CVD prevention XX X
High CVD
Risk/Atherosclerosis X XX
Inflammatory Diseases XX
Depression XX X
Macular Degeneration XX
Alzheimer- Dementia X XX
Maternal- Childhood
Devel. X XX

3 SUPPLEMENTS FOR BRAIN |
1. FATTY ACIDS/MEMBRANE ~ fErcriona

GOOD: MINIMUM 2.5 GRAMS OF AN IFOS 5
CERTIFIED OMEGA 3 FATTY ACID

BETTER: STACK OMEGA WITH
PHOSPHOLIPID SUPPORT

BEST: STACK OMEGA 3 AND PHOSPHOLIPID
SUPPORT WITH SPM’S

ORTHOMOLECULAR
BIOPC PRO

XYMOGEN
OMEGAPURE PRM

— :J THE HIGHEST LEVEL
MOST PHOSPHOLIPIDS

— OF PRM’S (400 MCG)
s o r ARE HARSH EXTRACTED PLUS 500 MG OMEGA
- Ei:silgmm SOY BASED 3 FATTY ACIDS.
feetn PHOSPHATIDYLCHOLINE. CONSIDER 1
= BioPCPro : BIOPC USES GENTLE MONOPURE A.M.
= COLD PRESSED PLUS 1 OMEGAPURE
SUNFLOWER PRM P.M.
EXTRACTION AND IS ESPECIALLY IN CIRS
BROAD SPECTRUM CONDITIONS

(CHOLINE, SERINE ETC) . o ) .
Ijupllcatlon, citation or distributio3®f this material in w

without permission of Trevor Berry, DC, DACNB is prohibited.



*CLINICAL PEARL

FOR EVEN BETTER FATTY ACID

ERCHONIA

ABSORPTION, STACK OMEGA FATTY ACID
SUPPLEMENTS WITH DIGESTIVE ENZYMES
THAT PROMOTE FAT EMULSIFICATION AND

DIGESTION

LIPASE =

Protease
Amylase
Trypsin
Gentian 4:1 Extract (Gentiana
369

Amount Per
Servin

300 mg

Ox Bile (45% cholic acid) 150 mg

Pancreatin 10x (from porcine) 100 mg
25,000 USP
25,000 USP
25,000 USP

lutea)(root) 20 mg

MAGNESIUM £ercrionia

Community

JOurnal Of Atheimer ’S Disease 49 (2016) 971-990 971 DOI 10.3233/JAD-150538

Efficacy and Safety of MMFS-01, a Synapse Density En

Supplemer

Treating Cognitive Impairment in Older Adults: A Ran¢-.
Double-Blind, Placebo-Controlled Trial

Guosong Liu*4*, Jason G. Weinger®, Zhong-Lin Lu®, Feng Xue® and Safa Sadeghpour® *Neurocentria, Inc., Fremont, CA, USA

o000,

ot

The study results have clinical significance. The study measured the "brain age" o

OptiMag Neuro [

subjects

f =

based on their executive function performance. The brain age of study participants taking
MMFS-01 improved by nine years after six weeks of treatment, and persisted after 12 weeks of
treatment. By contrast, participants who received a placebo saw little change in their average
brain age. These data demonstrate that MMFS-01 is effective at reversing cognitive deficit. The

study also sho
and there were

Neuropsychiatr Dis Treat."20T9, 19- 9 19— 5
Published online 2019 Nov 11. doi: 10.2147/NDT.S230688

BEST LAB TEST FOR MAGNESIUM? g

tions.

Treatment Of Magnesium-L-Threonate Elevates The Magnesium Level In The Cerebrospinal

Fluid And Attenuates Motor Deficits And Dopamine Neuron Loss In A Mouse Model Of

Parkinson’s disease
Yanling Shen,#

Magnesium L-threonate Prevents and Restores Memory Deficits Associated with Neuropathic Pain by Inhibition of TNF-o

Jun Wang, PhD, Yong Liu, PhD, LiBumiiZhtoan, RiiBtjofing MairsiRhidsiesi this KaidrengShonlePbn RaitPing Pang, PhD, Xu-Hong Wei,

PhD. Yone-Yong Li. and Xian-Guo LiwitPRE permission of Trevor Berry, DC, DACNB is prohibited.



MAGNESIUM

Brain Res Bull

2021 Sep;174:184-193. doi: 10.1016/j.brainresbull.2021.06.009. Epub 2021 Jun 16.
Magnesium-L-threonate alleviate colonic inflammation and

memory impairment in chronic-plus-binge alcohol feeding
mice

Chang Liu 1, Yuliang Cheng 1, Yahui Guo 1, He Qian 2

Abstract

Magnesium-I-threonate (MgT) is considered a food supplement. Alcohol-mediated diseases (AMD) are accompanied by inflammation and
memory impairment. The purpose of this study is to investigate the function of MgT in AMD. Hence, chronic-plus-binge alcohol feeding mice
model and multiply bioinformatics analysis were performed. Consequently, the expression of inflammatory cytokines downregulated, while the
activities of antioxidases decreased in serum, colon, and brain. Interestingly, MgT relieved gut barrier dysfunction and reshaped microbiota.
The relative abundance of Akkermansia, Odoribacter, and Blautia were increased, while that of Alloprevotella and Clostridium were decreased.
Metabolic analysis elucidated amino acids and glutamate metabolism were enhanced in MgT-treated mice. Furthermore, morris water maze
test confirmed memory ability was enhanced. Inflammation cytokines were negatively correlated with Blautia, and Akkermansia.

Collectively, MgT relieved inflammation in gut-brain axis of
mice, reshaped gut microbiota, and enhanced the amino acids
and glutamate metabolism. MgT may be used as a food
supplement to prevent inflammation and memory impairment
induced by alcohol abuse. o

MAGNESIUM

2021 DeC 7;14:6633-6656. doi: 10.2147/JIR.S330894. eCollection 2021.
The Causal Role of Magnesium Deficiency in the

Neuroinflammation, Pain Hypersensitivity and Memory/
Emotional Deficits in Ovariectomized and Aged Female Mice

Jun Zhang # 123, Chun-Lin Mai # 1, Ying Xiong 1, Zhen-Jia Lin 1, Ying-Tao Jie 1, Jie-Zhen Mai 1, Chong Liu 1, Man-Xiu Xie 4, Xin Zhou 2 3, Xian-

Abstract

Results: Chronic oral administration of magnesium-L-threonate substantially prevented or
reversed the chronic pain and memory/emotional deficits in both ovariectomized and aged
female mice. we found that phospho-p65, an active form of nuclear factor-kappaB, tumor necrosis factor-alpha and interleukin-1 beta
were significantly upregulated in the neurons of dorsal root ganglion, spinal dorsal horn and hippocampus in ovariectomized and aged mice.
The microglia and astrocytes were activated in spinal dorsal horn and hippocampus. Calcitonin gene-related peptide, a marker for peptidergic
C-fibers, was upregulated in dorsal horn, which is associated with potentiation of C-fiber-mediated synaptic transmission in the model mice. In
parallel with neuroinflammation and synaptic potentiation, free Mgz+ levels in plasma, cerebrospinal fluid and in dorsal root ganglion neurons
were significantly reduced. Oral magnesium-L-threonate normalized the neuroinflammation, synaptic potentiation and Mgz2+ deficiency, but did
not affect the estrogen decline in ovariectomized and aged mice. Furthermore, in cultured dorsal root ganglion neurons, estrogen at
physiological concentration elevated intracellular Mg2+, and downregulated phospho-p65, tumor necrosis factor-alpha and interleukin-1 beta
exclusively in the presence of extracellular Mg2+.

conclusion: Estrogen decline in menopause may cause neuroinflammation by reducing
intracellular Mg2+ in neurons, leading to chronic pain, memory/emotional deficits.

Supplement Mg2+ by org| magnesium:L-threanate may be 3 novel approach for treating
menopause-related neuron&bdq&méﬁfﬁﬁ Trevor Berry, DC, DACNB is prohibited.



MAGNESIUM £Ercronin

Magnesium Enables Immune Cells to
Tackle Infections and Cancer

In a new study that could have important implications for cancer immunotherapy,
scientists at the University of Basel and University Hospital Basel present

evidence showing immune T cells that attack pathogen-
infected and tumor cells require adequate levels of the
mineral magnesium to activate, transmit signals,
reprogram metabolism, form physical bridges between

T and target cells, and ultimately kill errant cells.
SUMMARY: MAGNESIUM IS THE KEY TO UNLOCK THE DOCKING SITE FOR
CD8+ T cells TO ATTACK PATHOGENS AND CANCER CELLS.

LOW MAGNESIUM = WORSE OUTCOMES WITH CANCER
IMMUNOTHERAPIES AND WORSENING OF CANCER SPREAD

The findings are published in a January 19, 2022 article in the journal Cell titled, “Magnesiur
sensing via LFA 1 regulates CD8+ T cell effector function.”

MAGNESIUM ERCHONIA

The study of more than 6,000 cognitively

healthy participants in the United Kingdom aged 40 to 73
found people who consume more than 550 milligrams of
magnesium each day have a brain age that is
approximately one year younger by the time they reach
55 compared with someone with a normal magnesium
intake of about 350 milligrams a day.

The researchers say a higher intake of Magnesium in our diets from a younger age may safeguard
against neurodegenerative diseases and cognitive decline by the time we reach our
40s.

"The study shows higher dietary magnesium intake may contribute to neuroprotection earlier in the ageing process and preventative
effects may begin in our 40s or even earlier," Ms Alateeq said.

Dietary magnesium intake is related to larger brain volumes and lower white matter lesions with

notable sex differences
Open access

Published: 10 Mar ' 2citation or distribution of this material in whole or in part
volume 62, pages 2039-2051 (2023) \yjthout permission of Trevor Berry, DC, DACNB is prohibited.



MAGNESIUM fercrionin

ity Education

MAGNESIUM: EVERY CELL IN THE HUMAN BODY NEEDS MAGNESIUM. INVOLVED IN OVER 300 PROCESSES IN THE HUMAN

BODY AND IS THE 4TH MOST ABUNDANT MINERAL IN HUMANS. 60% IS STORED IN BONES AND THE REMAINDER IN OTHER

TISSUES. GOOD FOOD SOURCES INCLUDE GREEN LEAFY VEGETABLES, NUTS, LEGUMES, MEAT, POTATOES, RICE AND WHOLE
GRAINS*. OVER 1/2 OF AMERICANS ARE MAGNESIUM DEFICIENT.

MAGNESIUM L-THREONATE (MAGTEIN): CROSSES THE BLOOD BRAIN BARRIER, PROTECTS AND REPAIRS THE BBB. NMDA
“PLUG” PROTECTS AGAINST GLUTAMATE EXCITOTOXICITY. PROMOTES HEALTHY NEUROPLASTICITY/SYNAPTIC FUNCTION.
PROMOTES HEALTHY COGNITION AND MEMORY, AND MITIGATES COGNITIVE DECLINE, DEPRESSION AND OTHER
NEUROLOGICAL DISORDERS.

MAGNESIUM MALATE (DI-MAGNESIUM): MG AND MALATE HIGH IN FRUIT AND WINE. ATP SYNTHESIS/ENERGY AND PAIN RELIEF.
GENTLE ALUMINUM CHELATOR. HIGH ABSORPTION RATE AND LOW SIDE EFFECTS.

MAGNESIUM LYSINATE/GLYCINATE: MG AND AA’S LYSINE AND GLYCINE. = RELAXATION AND CALMING. USED IN ANXIETY AND
INSOMNIA.

MAGNESIUM CITRATE: MG AND CITRIC ACID = LAXATIVE. HIGH LEVEL OF SIDE EFFECTS AND DRUG INTERACTIONS. CHEST PAINS,
DIARRHEA, NAUSEA/VOMITING, HEART REGULATION AND MORE. HIGH IN CITRUS FOODS AND OFTEN USED IN FOODS AND
SUPPLEMENTS.

MAGNESIUM OXIDE: MG AND OXYGEN ALSO = LAXATIVE (IE MILK OF MAGNESIA) ALSO USED IN HEARTBURN AND INDIGESTION.
POOR ABSORPTION (APPROX. 4%) VS OTHER MG FORMS. MOST COMMON FORM OF MG USED IN SUPPLEMENTS.

VIAGNESIUM CHLORIDE: SIMILAR FUNCTION AS OXIDE WITH SLIGHTLY HIGHER ABSORPTION. ALSO OFTEN USED IN TOPICALS FOR
MUSCLE RELAXATION/SORENESS.

MAGNESIUM LACTATE: MG AND LACTIC ACID. GENTLE ON THE STOMACH VS FORMS LIKE CITRATE. OFTEN USED IN FOOD
ADDITIVES.

MAGNESIUM SULFATE: MG, SULFUR AND OXYGEN. = EPSOM SALT. TOPICAL/BATHS FOR SORE MUSCLES/RELAXATION. HARD ON
STOMACH.

MAGNESIUM OROTATE: MG AND OROTIC ACID. CARDIOVASCULAR SYSTEMS BENEFITS.
Magnesium in Prevention and Therapy by Uwe Grober 1,* Joachim Schmidt 1 andk¥aus Kisters 1,2

Nutrients 2015, 7(9), 8199-8226; https://doi.ora/10.3390/nu7095388 https://doi.org/10.3390/nu7095388

3 SUPPLEMENTS FOR BRAIN
2. MAGNESIUM ERCHONIA

GOOD: 1 GRAM MAGNESIUM L-THREONATE
(MAGTEIN)

BETTER: STACK L-THREONATE WITH
MAGNESIUM MALATE

BEST: STACK L-THREONATE AND MALATE
WITH CHELATED GLYCINATE/LYSINATE

XYMOGEN OPTIMAG NEURO IS WIDELY
OFTIMAG NEURO CONSIDERED “BEST IN SHOW”
FOR OVERAL BRAIN AND
PHYSIOLOGY MAGNESIUM
SUPPORT AS IT CONTAINS ALL 3
LISTED ABOVE. NOTE: THIS IS
NOT THE PRIMARY MAGNESIUM
FOR BOWEL MOVEMENTS NOR
SHOULD IT HAVE A DIRECT

EFFECT ON THAT SYSTEM
plication, citation or distributio3vef this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.
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3 SUPFLEMENTS FOR BRAIN fcrcrio

NIA
3 COME!IRI ATIANAAN CIIDDI EARAEANIT G
" JIINMIL IWVIN ODUVUT T LilIVILIVN |
Vitamin A (75% as natural beta-carotene and 25% as retinyl palmitate) 400 mcg 44%
Vitamin C (as sodium ascorbate, potassium ascorbate, zinc ascorbate, and calcium ascorbate) 45 mg 50%
— Vitamin D3 (cholecalciferol) 12.5 mcg (500 IU) 63%
- Vitamin E (as d-alpha tocopheryl succinate) 31 mg 207%
Thiamin (as thiamine mononitrate) 3.5mg| 292%
Riboflavin (as riboflavin 5’-phosphate sodium) 3.5mg| 269%
Niacin (as niacinamide and niacin) 11.5mg 2%
Vitamin B6 (as pyridoxal 5-phosphate) 3.5mg 206%
Folate (as (6S)-5-methyltetrahydrofolic acid, glucosamine salts1 and as calcium folinate) 289 mcg DFE 72%
b Vitamin B12 (as methylcobalamin) 89 mcg| 3.708%
S Biotin 179 mea|  597%
o Pantothenic Acid (as d-calcium pantothenate) 35 mg 700%
5':‘ - . | Choline (as choline dihydrogen citrate) 6 mg 2%
Lo ACt|VN utrl ents Calcium (as di-calcium malates?, d-calcium pantothenate, and calcium ascorbate) 17 mg 2%
= Performance lodine (as potassium iodide) 17 mcg 11%
— Magnesium (as di-magnesium malate)s2 65 mg 15%
- Zinc (as zinc bisglycinate chelates2) 2mg 18%
Pre ooy 01,;004;0’001100'00‘00 Selenium (as selenium glycinate complex)s2 17 mcg 31%
" Manganese (as manganese bisglycinate chelate)s2 0.09 mg 4%
' |Chromium (as chromium nicotinate glycinate chelate)s2 89 meg 254%
120”"""“" sy “’i Molybd ( lybd glycinate chelate)s: 8 18%
Supplement - olybdenum (as molybdenum glycinate chelate)s2 mcg A
EXCLUSIVE PROFESSIONAL FORMULAS = ] Potassium (as potassium glycinate complexs2 and potassium ascorbate) 17 mg 0%
200 mal *
200 mal *
100 ma| *
. with DBP Core 100 ma | *
Theacrinesa 100 ma| *
Milk Thistle Extract (Silvbum marianum)(seeds)(30% silvbins) 90 mal*
Supplement FaCts | Green Tea Extract (Camellia sinensis)(leaf)(75% catechins. 45% EGCG) 45 meg |~
Serving Size: 4 Capsules | Mixed Tocopherols 25 mal *
Servings Per Container: 30 | Benfotiamine 10 mal*
START WITH 1/DAY AND WORK UP trans-Resveratrol (from Polvaonum cuspidatum)(root) 10ma] *
Inositol 6magl *
TO 2 IN AM WITH BREAKFAST Glucoraphanin (from broccoli extract)(Brassica oleracea italica)(seed)ss 52mal*
t) 200 mea ] *
)s2 134 meal *

VITAMIN D AND ALZHEIMER’S  #frchionia

inity Educatio:

¢ Inaprospective cohort study, we assessed effects of Vitamin D on dementia incidence in 12,388 participants
from the National Alzheimer's Coordinating Center dataset.

e Vitamin D exposure was associated with 40% lower dementia incidence versus no exposure.

e Vitamin D effects were significantly greater in females versus males and in normal cognition versus mild
cognitive impairment.

« Vitamin D effects were significantly greater in apolipoprotein E €4 non-carriers versus carriers.

e Vitamin D has potential for dementia prevention, especially in the high-risk strata.

Interpretation: Exposure to vitamin D supplementation was
associated with a 40% lower dementia incidence rate than no
exposure, providing strong support for supplementation. The
results were consistent across three vitamin D formulations.

Alzheimers Dement (Amst). 2023 Jan-Mar; 15(1): e12404.
Published online 2023 Mar 1. doi: 10.1002/dad2.12404

Vitamin D supplementation and incident dementia: Effects of sex, APOE, and baseline cognitive
status

Maryam Ghahremani, 1 Duplication, citation or distributiodY®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.




XYMOGEN QR CODE FOR NON-

PHYSICIAN ACCOUNT PURCHASES  frcrion

ALTHOUGH IT IS HIGHLY
ENCOURAGED TO OPEN YOUR
OWN WHOLESCRIPTS
ACCOUNT TO BENEFIT FROM
XYMOGEN PLUS 99 OTHER

PRODUCT LINES, THIS QR porl e
CODE WILLLINKYOUTO CHIROPRACTIC
DIRECT PURCHASE IF YOU NEUROLOGY
WANTED TO TRY PRODUCTS CENTER
FIRST OR FOR THOSE THAT
DON’T HAVE AN NPI NUMBER
TO OPEN THEIR OWN
ACCOUNT SUCH AS PATIENTS
IN ATTENDANCE OR NON-
MEDICAL PROVIDERS
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THE ULTIMATE ANTIOXIDANT AND
ANTI-AGING MECHANISM RCHONIA

WHAT MECHANISM IS THE PRIMARY FACTOR
NEEDED FOR CYTO- AND CHEMOPROTECTIVE
MECHANISMS IN NUTRIGENOMICS AND

NUTRIGENETICS? —

Amount Per Serving%DV

Turmeric Extract (Curcuma longa)(rhizome)(95% total curcumi
curcumin)S1

400 mg**

( NUCLEAR FACTOR ERYTHROID 2-RELATED FACTOR 2) Green Tea Aqueous Extract (Camellia sinensis)(leaf)(60% catec
400 mg**

trans-PterostilbeneS2

100 mg**
Glucoraphanin (from broccoli extract)(Brassica oleracea italicc
Duplication, citation or distributio$8®f this material in syhgle-or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



NRF2 AND THE ANTICXIDANT

RESPONSE ELEMENT (ARE) FERCHONIA

LOOK UP NRF2/ARE AND DISEASE ON PUBMED. THIS PROCESS COULD
BE DESCRIBED AS THE MASTER DEFENSE MECHANISM AGAINST
DISEASE STATES INCLUDING CANCER AND NEURODEGENERATION!

Int J Mol Sci
2021 Sep 4;22(17):9592. doi: 10.3390/ijms22179592.

An Overview of the Nrf2/ARE Pathway and Its
Role in Neurodegenerative Diseases

Abstract Emilia Zgorzynska 1, Barbara Dziedzic 1, Anna Walczewska 1

Nrf2 is a basic region leucine-zipper transcription factor that plays a pivotal role in the coordinated gene expression of antioxidant and
detoxifying enzymes, promoting cell survival in adverse environmental or defective metabolic conditions. After synthesis, Nrf2 is arrested in the
cytoplasm by the Kelch-like ECH-associated protein 1 suppressor (Keap1) leading Nrf2 to ubiquitin-dependent degradation. One Nrf2
activation mechanism relies on disconnection from the Keap1 homodimer through the oxidation of cysteine at specific sites of Keap1. Free
Nrf2 enters the nucleus, dimerizes with small musculoaponeurotic fibrosarcoma proteins (sMafs), and binds to the antioxidant response
element (ARE) sequence of the target genes. Since oxidative stress, next to neuroinflammation and
mitochondrial dysfunction, is one of the hallmarks of neurodegenerative pathologies, a
molecular intervention into Nrf2/ARE signaling and the enhancement of the transcriptional
activity of particular genes are targets for prevention or delaying the onset of age-related and
inherited neurogenerative diseases. In this study, we review evidence for the Nrf2/ARE-driven pathway
dysfunctions leading to various neurological pathologies, such as Alzheimer's, Parkinson's, and
Huntington's diseases, as well as amyotrophic lateraksclerosis, and the beneficial role of natural and
synthetic molecules that are able to interact with Nrf2 to enhance its protective efficacy.

THE ULTIMATE ANTIOXIDANT AND |
ANTI-AGING MECHANISM fERcHonA

Provides Concentrated Glucoraphanin from Broccoli Seed Extract® _ é/)(?
Supports Healthy Cell-Life Cycles* L
Supports Phase |l Detoxification Enzymes* OnCOPLEX" P|US

Supports Extended Antioxidant Activity* MerSinase

Myrosinase Promotes Conversion of Glucoraphanin to Sulforaphane*
Enhanced Conversion to Sulforaphane*

ePV: 1101001-01[101011|00010

NN o

DSBUSOIAWN SNid . XIA 1dO2UO

OncoPLEX™ Plus Myrosinase features broccoli seed extract
enhanced with myrosinase, the enzyme that promotes the conversion
of naturally occurring glucoraphanin in broccoli to sulforaphane (SFN). 30!?;:“? Dietary
A potent activator of antioxidant activity, healthy cell-life cycles, and the Sepplement
production of detoxification enzymes, SFN is linked to the many health
benefits associated with cruciferous vegetables.*

-SULFORAPHANE IS THE MOST POTENT ACTIVATOR OF NRF2 ALONG WITH EXERCISE, FASTING AND 635 NM LLLT
-THIS PROCESS CRITICAL FOR EVERYTHING FROM PHASE 2 LIVER DETOX, ANTI-OXIDANT ACTIVITY OF
GLUTATHIONE, ANTI-AGING TO ANTI-CARCINOGENIC PROTECTION (EX. 2/3 OF CIGARETTE SMOKE BENZENE IS
NEUTRALIZED BY SULFORAPHANES). THE EQUIVALENT OF 6 LBS OF BROCCOLI

-PROTECTS AGAINST ESTROGEN MALCONVERSION QUINONES THAT CAN CAUSE DNA DAMAGE

-TYPICAL ABSORPTION OF BROCCOLI DERIVED GLUCORAPHANINS IS ONLY ABOUT 10%

-MYROSINASE ENZYME INCREASES THE CONVERSION OF
GLUCORAPHANIN TO SULFORAPHANE TO 40%! WASABI

-MYROSINASE IS EXTRACTED FROM MUSTARD SEED POWDER. VITAMIN C FURTHER PROMOTES THIS
CONVERSION. VITAMIN E IS CONSIDERED THE GOLD STANDARD FOR ORAC VALUE (ANTI-OXIDANT VALUE).
SUPER ANTIOXIDANTS LIKE ACAI HAVE ORACS AROUND 20-30K. SULFORAPHANES HAVE AN ORAC OF 300,000!
-NO TOXICITY FOR SULFORAPHANES. ONLY NEED 1 CAP EVERY 2-3 DAYS! <$20 FOR 30

-MUST INCREASE ANTI-OXIDANT RESPONSE ELEMENT TO FIGHT OFF ENVIRONMENTAL

DAMAGE LIKE GLYPHOSAFES:, JRIS PRAARIET WL B MO5T POTENT DEFENSE!

N
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HOMOCYSTEINE: NOT JUST A

CARDIOVASCULAR RISK FACTOR ftrcrion

Reduce Your Dementia Risk Up To 31% By
Lowering Your Homocysteine Levels

Homocysteine is an amino acid that's heavily involved in a biological process called methylation. During methylation, the
bioactive form of folate (5-MTHF) donates a methyl group to homocysteine so it can be converted into another amino acid,
methionine. When operating optimally, methylation promotes cardiovascular, neurological, and reproductive health; aids

energy production; bolsters detoxification pathways; supports longevity; and more.

The problem is that more than 50% of the U.S. population has a genetic mutation of the MTHFR gene that inhibits the

body's ability to activate folate, so it can't optimize methylation. If bioactive folate isn't available to help convert
homocysteine during the methylation cycle (i.e., due to an MTHFR gene variation or other reasons—such as poor diet,
hormone imbalances, stress, or exposure to toxins), homocysteine levels can become too high.

Elevated homocysteine levels are linked to a higher risk of chronic inflammation, poor detoxification, cardiovascular disease,
autoimmune conditions, and yes—dementia.

In a 2018 Journal of Alzheimer's Disease review, researchers
analyzed a number of meta-analyses and found that 12% to 31% of

dementia cases could be prevented by lowering fasting total
homocysteine (tHcy) levels.

TAKE YOUR METHYLATED B’S!

LOW LEVEL LASER THERAPY

e AND CARDIAC FUNCTION  fercrionn

Background: Low-level laser therapy (LLLT) is a promising noninvasive physiotherapeutic approach that has been demonstrated to
improve cardiac performance. This study aimed to assess the impact of low-level laser therapy on cardiac functions and clinical status in
patients with chronic left ventricular systolic heart failure who were not candidates for cardiac revascularization or resynchronization. A case
series of 27 patients received a course of low-level laser physiotherapy, the clinical outcomes, echocardiographic parameters, and
serum nitric oxide levels were evaluated before and after LLLT.

Results: Of the total patients enrolled in the study, 21 (or 77.8%) were male, with a mean age of 57.7 + 6.89 years. NYHA classification
significantly improved after low-level laser therapy, 15 patients were in class 111,12 were in class 1V, and no one was in class Il before laser
therapy while after laser therapy; 25 patients shifted to class Il, two patients were in class Ill with P < 0.001, Six-minute walk
distance test was performed, and the results showed that the mean of 6MWT was less than
200 m (148.556 + 39.092) before the study but increased to more than 300 after laser therapy
(385.074 + 61.740), left ventricular ejection fraction before laser therapy was 26 + 7.5 while
after laser therapy it became 30 * 8.6 but diastolic function did not change after low-level
laser therapy, the mean peak TR pressure was 40.0 + 9.0 mmHg and 33.0 + 7.0 before and
after laser therapy respectively P < 0.001. A significant change was observed in NO level
from 4.1 £ 1.4 IU/ml before laser therapy to 5.2 + 1.7 IU/ml after laser therapy P < 0.001.

Conclusions: Low-level laser therapy may add benefits to improve symptoms, clinical condition, and quality of life in patients with left
ventricular systolic dysfunction, further studies are necessary to evaluate the changes in cardiac functions at a longer follow-up duration.

Egypt Heart J 2023 Feb 13;75(1):12. doi: 10.1186/s43044-023-00337-6.
Effect of low-level laser physiotherapy on left ventricular

function among patients with chronic systolic heart failure
5X/WEEK FOR 2 WEEKS 5-20 MW POINT LASER
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Background

Light thera
aging and fend off deadly disease
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Photobiomodulation (PBM) therapy, a form of low-dose light therapy, has been noted to be effective in several age-associated chronic diseases such as hypertension and atherosclerosis.
Here, we examined the effects of PBM therapy on age-associated cardiovascular changes in a mouse model of accelerated cardiac aging.

Methods

Fourteen months old Adenylyl cyclase type VIII (AC8) overexpressing transgenic mice (n=8) and their wild-type (WT) littermates (n=8) were treated with daily exposure to Near-Infrared Light

(850 nm) at 25 mW/cm2 for 2min each weekday for a total dose of 1 Einstein (4.5p.J/cm2 or ﬂ uence 3 J/Cm2) and compared to untreated controls over an 8-month period.
PBM therapy was administered for 3.5 months (Early Treatment period), paused, due to Covid-19 restrictions for the following 3 months, and restarted again for 1.5 months. Serial
echocardiography and gait analyses were performed at monthly intervals, and serum TGF-B1 levels were assessed following sacrifice.

Results

During the Early Treatment period PBM treatments: reduced the age-associated increases in left ventricular (LV) mass in both genotypes (p=0.0003), reduced the LV end-diastolic volume
(EDV) in AC8 (p=0.04); and reduced the left atrial dimension in both genotypes (p=0.02). PBM treatments substantially increased the LV ejection fraction
(p = 0.03), reduced the aortic wall stiffness (p = 0.001), and improved gait symmetry, an index of neuro-muscular coordination
(p = 0.005). The effects of PBM treatments, measured following the pause, persisted. Total TGF-B1 levels were significantly
increased in circulation (serum) in AC8 following PBM treatments (p = 0.01). We observed a striking increase in cumulative
survival in PBM-treated AC8 mice (100%; p = 0.01) compared to untreated AC8 mice (43%).

(ol I [Te1sMl 100% SURVIVAL OF THE TREATED ANIMALS VS 43% OF THE UNTREATED!

PBM treatment mitigated age-associated cardiovascular remodeling and reduced cardiac function, improved neuromuscular coordination, and increased longevity in an experimental animal
model. These responses correlate with increased TGF-B1 in circulation. Future mechanistic and dose optimization studies are necessary to assess these anti-aging effects of PBM, and
validation in future controlled human studies is required for effective clinical translation.

Photobiomodulation therapy mitigates cardiovascular aging and improves survival

Sunayana Begum Syed PhD, Ismayil Ahmet PhD, Khalid Chakir PhD, Christopher H. Morrell PhD, Praveen R. Arany DDS, PhD, Edward G. Lakatta MD

repuiene: 28 F@bruary 2023
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CARDIOVASCULAR DISEASE

AND LLLT

Exploring A Novel Approach Using Red and Violet Laser Therapy For
Carotid Artery Stenosis - A Case Series
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Introduction
Carotid artery stenosis (CS), characterized by atherosclerotic
plaque accumulation within the carotid arteries, is a prominent
risk factor for ischemic stroke [1]. The World Health Organization
recognizes ischemic stroke as the second leading cause of mortality
worldwide [2]. Complications arising from unstable atherosclerotic
plaque, primarily through embolization (blood clot formation and
travel), are responsible for approximately 75-80% of ischemic
strokes [3]. However, reduced blood flow (hypoperfusion) due
to severe stenosis also plays a role, potentially contributing to an
estimated 20-25% of cases. This established link between CS and
stroke i the ion of novel

Current management strategies for CS primarily focus on lifestyle
modifications, such as a healthy diet, exercise, and smoking
cessation, which aim to improve overall cardiovascular health and
potentially slow plaque p . Anti
medications are a mainstay of medical therapy [5], while these
drugs cannot reverse arterial narrowing, they play a crucial role
in reducing platelet activity and consequently the risk of stroke.
However, long-term use of antiplatelet drugs comes with its own
set of side effects, including stomach ulcers, kidney problems,
high blood pressure, and tinnitus. For symptomatic patients with
severe stenosis (70% to 99%), carotid endarterectomy, a surgical
procedure to remove plaque. is often recommended [6].

Recent studies investigating the effects of low-level laser therapy
(LLLT) on vascular health have shown promising results, and may

provide a sive, and non-
option for CS. LLLT appears to influence factors like vascular
endothelial growth factor (VEGF) and may potentially reduce
inflammation within the vessel wall and plaque structure [7,8].
This study aims to contribute to the expanding body of research
by evaluating the potential therapeutic effects of LLLT on both
plaque size and morphology in patients diagnosed with CS.

Material and Methods
This study enrolled a total of 30 patients (17 male, 13 female)
receiving treatment at a vascular surgery Femmed clinic
in Warsaw, Poland. All participants were on established
pharmacological therapy regimens, adhering to the 2023 Clinical
Practice Guidelines on the N of Carotid
and Vertebral Artery Disease set forth by the European Society
for Vascular Surgery. Throughout the 12-week study period,
cach patient underwent bi-weekly ul i inations
monitor their condition. Both the North American Symptomatic
Carotid Endarterectomy Trial (NASCET) criteria and the Gray-
Scale Median (GSM) scale were employed to assess the severity
of carotid artery stenosis and atherosclerotic plaque instability,
respectively. The GSM value is one of the most widespread
methods of studying atherosclerotic plaques and it is important to
i image post Higher GSM
values indicate denser, more calcified plaques, which are generally
considered more stable. A lower GSM value suggest softer plaques
with a higher lipid or fluid content, potentially indicating a more
unstable plaque and a worse prognosis for CS.

g
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Conclusions

Our investigation explored the application of low-level laser
therapy with red and violet/blue wavelengths in
patients with

carotid artery stenosis. The results demonstrated
a significant

reduction in stenotic changes, along with
enhanced stability of

atherosclerotic plaque and reduced inflammation.
Notably, these

positive outcomes were independent of factors
such as gender,

smoking history, or diabetic status. These findings
suggest that

low-level laser therapy holds promise as a
therapeutic strategy to

not only impede atherosclerotic progression but
also potentially

mitigate its complications, including ischemic

stroke. Further

exploration through multicenter trials is crucial to elucidate the
underlying mechanisms of action and firmly establish this
modality

as a novel and efficacious treatment for vascular diseases.
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Some Statins Linked to Dementia Risk

The researchers found that of 300 older adults with mildly
impaired thinking and memory, those using "lipophilic" statins
were more likely to develop dementia over the next eight years.

Lipophilic statins include such widely used medications as
simvastatin (Zocor), atorvastatin (Lipitor) and lovastatin
(Altoprev).

In patients with mild cognitive impairment, taking Iipophilic
statins more than doubles their risk of
developing dementia compared to those who dc

not take statins. According to research presented at the
Society of Nuclear Medicine and Molecular Imaging 2021 Annual

M eetl ng "Lipophilic Statins in Subjects with Early Mild Cognitive Impairment: Associations with Conversion to Dementia and Decline in
Posterior Cingulate Brain Metabolism in a Long-ter, ;’rospective Longitudinal Multi-Center Study," Prasanna Padmanabham,
Stephen Liu and Daniel Silverman, University of California, Los Angeles, Los Angeles, California.

“Pharmacological evidence and clinical trial results
support the interpretation that statins stimulate
atherogenesis by suppressing vitamin K2 synthesis
and thereby enhancing artery calcification. Statins
cause heart failure by depleting the myocardium of
CoQ10, Heme A and selenoproteins (ex. Glutathione
Peroxidase), thereby impairing mitochondrial ATP
production. In summary, statins are not only
ineffective in preventing congestive heart disease
events but instead are capable of increasing CHD

e and heart failure. ” :

k2-D3 5000 |
= —Expert Review of Clinical Pharmacology 2015, Mar;8(2):189-99" e
¢ CoQmax’ ] Okuyamaetal gm0 s
S-Acetyl |

Glutathione
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Blockade of HMG CoA reductase activity 149
causes changes in microtubule- 100
stabilizing protein tau via suppression of
geranylgeranylpyrophosphate
formation: implications for Alzheimer's

80
60 lovastatin (uM)

survival in percent

—— |
dlsease 0y @~ 10
F, Ricl hter D, Schwarze J, Ohm TG.
A th f ormatio| 20 = 50
1 ¥ 100
Institute of Anatomy, Charité, Philippstrasse 12, D-10115 Berlin, Germany. 0
V.Meske@gmx.de 0 1 2 3

Our data demonstrate that lovastatin concentrations able to suppress not only cholesterol but also
geranylgeranylpyrophosphate formation may evoke phosphorylation of tau reminiscent of preclinical early
stages of Alzheimer's disease and, when prolonged, apoptosis.

CARDIOVASCULAR SUPPORT  /cronia

Big Pharma Suffers Another Major Blow As Study Debunks High
Cholesterol Myths, Admitting Statins Are Totally Worthless

LDL-C DOES NOT CAUSE CARDIOVASCULAR DISEASE: A
COMPREHENSIVE REVIEW OF THE CURRENT LITERATURE

UFFE RAVNSKOV. MICHEL DE LORGERIL. DAVID M DIAMOND. ROKURO HAMA TOMOHITO HAMAZAKI BJORN

HAMMARSKJOLD,
JOURNAL

EXPERT REVIEW OF CLINICAL PHARMACOLOGY

VOLUME 11, 2018 - issue 10
ABSTRACT:

OUR SEARCH FOR FALSIFICATIONS OF THE CHOLESTEROL HYPOTHESIS
- CONFIRMS THAT IT IS UNABLE TO SATISFY ANY OF THE BRADFORD HILL
i CRITERIA FOR CAUSALITY AND THAT THE CONCLUSIONS OF THE AUTHORS OF
| THE THREE REVIEWS ARE BASED ON MISLEADING STATISTICS, EXCLUSION OF
~ UNSUCCESSFUL TRIALS AND BY IGNORING NUMERQUS CONTRADICTORY
CBSERVATIONS.



CARDIOVASCULAR SUPPORT  /cronia

Study suggests that HDL or ‘good’ cholesterol is less beneficial
than previously thought, especially for Black adults

Now, research published Monday in the Journal of the American College of
Cardiology found that low levels of HDL cholesterol were associated with
higher risk of heart attack among White adults, but the same was not true

among Black adults. Also, higher levels of HDL cholesterol
were not found to reduce the risk of cardiovascular

disease for either group.

SUMMARY: THE STANDARD LIPID PANEL IS AN ANTEQUATED ANALYSIS OF CARDIOVASCULAR
RISK FACTORS. CONSIDER THE FULL BOSTON OR CLEVELAND HEART PANELS FOR A MORE

ACCURATE, CURRENT AND COMPREHENSIVE ANALYSIS.
AT MINIMUM, ADD OX-LDL, sLDL, HS-CRP, HBA1c, AND HOMOCYSTEINE
TO YOUR STANDARD LIPID PANEL FOR CV RISKS

Race-Dependent Association of High-Density Lipoprotein Cholesterol Levels With Incident Coronary Artery
Disease
Neil A. Zakai, Jessica Minnier, Monika M. Safford, Insu Koh, Marguerite R. Irvin, Sergio Fazio, Mary Cushman, Virginia J. Howard, and Nathalie Pamir

J Am Coll Cardiol. 2022 NOV, 80 (22) 2104-3%5

CARDIOVASCULAR SUPPORT  /cronia

- DON’T GET CAUGHT IN THE “ALL LDL IS BAD AND ALL HDL IS GOOD” TRAP. THE
BRAIN AND BODY NEEDS LDL. LDL CAN BE HARMFUL IF SMALL AND “OXIDIZED”
WHICH GET GOBBLED UP BY MACROPHAGES IN THE BLOOD VESSELS TURNING
INTO TO FOAM CELLS WHICH CAN PROMOTE ATHEROSCLEROTIC PLAQUE
FORMATION. HOMOCYSTEINE IS A MAIN PRECURSOR CAUSING ENDOTHELIAL
DAMAGE. METHYLATION PRODUCTS ARE BEST (WATCH COMT GENE SNP - USE
HYDROXYLATED B’S INSTEAD)

- SUGAR/CARBS SHOULD BE THE TARGET AS THE PRIMARY CULPRIT OF THIS
INFLAMMATION OXIDIZING LDL PROCESS (SAD DIET OF AMERICA)

- NIACIN AND EXERCISE ARE YOUR BEST DEFENSE AGAINST “BAD HDL” FORMS

- STATINS SHOULD ONLY BE GIVEN (IF AT ALL), IF A GENETIC TEST HAS BEEN GIVEN
TO RULE OUT INTOLERANCE (SLCO1B1 - CAN LEAD TO STATIN INDUCED
MYOPATHY), AND ARE ON 200+ mg OF CO-Q10

- DON’T COLD TURKEY STOP HIGH DOSES OF CO-Q10. TITRATE DOWN

- CO-Q10 BY ITSELF CAN IMPROVE OXIDIZED LDL:HDL BY 42.5%

- RED YEAST RICE IS BASICALLY A NATURAL SIMVASTATIN

- LIPOPROTEIN A DOES NOT RESPOND TO STATINS

- TO PROPERLY ASSESS CVD RISK FACTORS, HOMOCYSTEINE MUST BE ADDRESSED.
IT WILL DISRUPT THE ENDOTHELIAL LINING OF CV SYSTEM SETTING THE STAGE FOR

ATHEROMA'S RUN THE BOSTON OR CLEVELAND HEART PANEL FOR
THE MOST COMPREHENSIVE CARDIAC PROFILE

out p \ND Pronplrieda.
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DIOVASC = DIOSMIN TH ELS, IMPROVED
MICROCIRCULATION AND LYMPHATICS, GLUCOSE METABOLISM AND ANTIOXIDANT
SUPPORT. MAY ALSO HELP WITH S2 SPIKE AND CAPILLARY STABILITY WHICH CAN

LEAD TO END ORGAN FAILURE IN COVID-19
BERGACOR PLUS = TARGETS POOR CARDIOMETABOLIC PROFILE ALONG WITH
PERIPHERAL INSULIN RESISTANCE FOR HEALTHY LIPID AND GLUCOSE LEVELS.
CONTAINS THE HIGHEST DOSE OF BERGAMOT ON THE MARKET ALONG WITH THE
SUPER FRUIT AMLA. WILL ALSO SUPPORT HIGH HS-CRP

NIAVASC = SLOW RELEASE NIACIN FOR HEALTHY LIPIDS AND TUNICA INTIMA-MEDIA

ENDOCALYX SUPPORTS AND MAINTAINS A HEALTHY GLYCOCALYX WHICH IS A LIKE A MICRO-THIN SHIELD PROTECTING THE
BLOOD VESSELS INCLUDING CORONARY ARTERIES AND MICROCIRCULATION LIKE CAPILLARY BEDS. IT KEEPS BLOOD
VESSELS SLICK, SMOOTH AND PROTECTED WHILE OPTIMIZING BLOOD FLOW, GAS AND NUTRIENT EXCHANGE

* ALWAYS ADDRESS UNDERLYING CO-MORBIDITIES. ELEVATED HOMOCYSTEINE,
SAD DIET AND OTHER SOURCES OF INFLAMMATION, SEDENTARY LIFESTYLE ETC.

DR. BROCK SEATTLE BULLET

POINTS frscrion

CHRONIC SINUSITIS ADDRESS MOLD AND FUNGUS
ALT AND CRP SKYROCKETING SINCE COVID
VIOLET LASER BEST FOR NOS EXPRESSION, PREVENTING FIBROSIS AND ANTIMICROBIAL
FIBROSURE INSTEAD OF LIVER PUNCH BIOPSY

METALS HM COMPLEX FROM PURE ENCAPSULATIONS AND HEPATOSYNERGY FROM APEX FOR NUCLEAR WARHEAD FOR LIVER
START WITH HM COMPLEX - PURE THEN APEX HEPATOSYNERGY

METHYLATION MAKES NEUROTRANSMITTER WATCH MTHFR
COMT BREAKS DOWN NEUROTRANSMITTER AND HORMONES BREAKDOWN
COMT CAN’T BREAK DOWN EPI/NOREPI SO STRESS HORMONES STAY IN FOR HOURS...PLASTICITY IN AMYGDALA

WHEN COMING OF SSRI'S CB IS HIGHLY SEROTONERGIC SO THEY GET THE WHIRLY’S
USING HYDROXYLATION AND LASER, GUT HEALTH
DRUG DISCONTINUATION SYNDROME

STORED CORTISONE TURNS INTO CORTISOL. ADRENALS DON’T “FATIGUE”. IT’S AN HP AXIS MALADAPTATION
CAN USE ADAPTOGENS

STRESS CORTISOL ERODES GUT LINING
IT CAUSES FAT AROUND VISCERA

Duplication, citation or distributio3®éf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



DR. BROCK SEATTLE BULLET (oo

NIA

POINTS

ALT IS THE PRIMARY ALCOHOL MARKER AL/ALCOHOL

FLUSHING NIACIN 750 MG IS THE ONLY MAJOR NUTRIENT KNOWN TO LOWER LPa
LPa IS STATIN RESITANT

MRNA VACCINE => REPLICATION OF S2 SPIKE PROTEIN WITHOUT AN OFF SWITCH!

ENDOCALYX WAS FORMULATED TO HELP GLYCOMATRIX...SAME REASON AS HEPARIN
NATTOKINASE IS ALSO A BIOFILM DISRUPTER

DON’T USE TOPICAL HRT, ACCUMULATES IN FAT CELLS, PELLETS CAN CAUSE UTERINE THICKENING
ADIPONECTINS STOP INFLAMMATION BUT LEPTIN RESISTANCE => STOPS ADIPONECTINS = INCREASED
CYTOKINE STORM PLUS INSULIN RESISTANCE...EQUALS URIC ACID ELEVATION
ADIPONECTIN PRODUCTION HELPTS INHIBIT INFLAMMATION

HE DOESN’T THINK IODINE FURTHER PROMOTES HASHIMOTOS
HE HAS SHOWN OZEMPIC PROMOTES C PEPTIDE NUMBERS IN TYPE 1 DIABETICS!

FAVORITE CARDIAC STUDY IS A NUCLEAR STRESS TEST

395

S2 SPIKE PROTEIN ferChioNIA

Community Educatic

Published online 2022 Aug 24. doi: 10.3390/molecules27175405

PMCID: PMC9458005
PMID: 36080170

Degradative Effect of Nattokinase on Spike Protein of SARS-CoV-2

Takashi Tanikawa,

Abstract

The coronavirus disease 2019 (COVID-19), caused by the severe acute respiratory syndrome
coronavirus 2 (SARS-CoV-2), emerged as a pandemic and has inflicted enormous damage on the lives
of the people and economy of many countries worldwide. However, therapeutic agents against SARS-
CoV-2 remain unclear. SARS-CoV-2 has a spike protein (S protein), and cleavage of the S protein is
essential for viral entry. Nattokinase is produced by Bacillus subtilis var. natto and is beneficial to
human health. In this study, we examined the effect of nattokinase on the S protein of SARS-CoV-2.
When cell lysates transfected with S protein were incubated with nattokinase, the S protein was
degraded in a dose- and time-dependent manner. Immunofluorescence analysis showed that S
protein on the cell surface was degraded when nattokinase was added to the culture medium.

Thus, our findings suggest that nattokinase =

exhibits potential for the inhibition of o
SARS-CoV-2 infection via S protein N
degradation. (o= 4

Vegatarian | Dietary £
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RECENT COVID VACCINE NEWS  #ficionia

One in four who had Pfizer Covid jabs
experienced unintended immune response

The code relating to the Covid vaccines was harmless and no issues were created. However the team say that subsequent mRNA

vaccines used for other diseases or infections could, in theory, lead to viable proteins being created that are active in the body.

In this scenario not only is the vaccine not making the right protein, it could lead to a rogue protein being produced.
The authors also found that there is an easy way to eradicate the frameshifting events which relies on changing the code of the mRNA

drug to minimize the use of the problematic pseudo-uridine.

The study found evidence in mice and humans for
the misreading of the modRNA contained within
the Pfizer COVID-19 vaccine to inadvertently
produce “off-target” proteins capable of eliciting
“off-target” immune responses.

Ribosomal frameshifting and misreading of mMRNA in COVID-19 vaccines produces "off-target" proteins and immune responses eliciting
safety concerns: Comment on UK study by Mulroney et al

. December 2023
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Supplement Facts

Serving size 1 teaspoon (approx. 5 mL)
Servings per container 94

Amount Per Serving| %DV

Proprietary Blend: 125 mg

ATP (as adenosine 5'-triphosphate disodium)

Xanthinol Nicotinate

N-Acetyl L-Carnitine (as N-acetyl L-carnitine hydrochloride)

Alpha-GPC (L-alpha glycerylphosphorylcholine)

Vinpocetine

Huperzine A (from Toothed Clubmoss Extract [Huperzia serrata]) (whole plant)

NiTRIC
BALANCE"

w62 (& v—ug

Uiquid Amino Acid &
Herbal Dietary Supplement

16 fl oz (473 mL)

Amount Per Serving %Daily Value

180%[2‘,,‘;’:,,_,“ g L-Arginine alpha-Ketoglutarate 1.98¢g| **

EICLUSIVE PROFESSIONAL FORMULS
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- EAT YOUR PROTEINS AND FATS
BEFORE CARBS PEGAN = PALEO AND VEGAN
- DOESN’T SUBSCRIBE TO THE R- conrine IMMUNE NEUTRAL
. i n:
SOMUETORGENETAL o “TEM % Low CARB/SUGAR
CONSIDERAT.IONS OF o ) # GOOD FATS AND PROTEINS
SARCOPENIA/PROTEIN ) g Unlimited HIGH FIBER
MALNUTRITION 2P w Amounts
- MUST SUPPLEMENT WITH Spices and Herbs RUN FOOD ALLERGY
LEUCINE IF PLANT BASED TO peT—— AND FOOD SENSITIVITY
" ‘-hff.{\}‘:,’;i‘.’(i\‘? cup of gTuten-fue
MAINTAIN MUSCLE .""‘ grains, up to 1/2-1 TESTING
- 2022 STUDY ONLY 6.8% OF ® ‘o8 cup of beans
AMERICANS ARE Beans, Legumes, Non-Gluten Grains

METABOLICALLY HEALTHY

Focus on
= METFORMIN HITS MITO low-glycemic fruit
1 d
COMPLEX 1! ® @ f @ i O
Fruits Starchy Veggies °;::‘;:’y‘y veggies

Z 3-5 servings of fat
' & . 0 =~ per day, and 4-6 oz
3 )] & O of protein per meal

Healthy Fats & Protein

”%‘ ’: .X , Unlimited

Non-Starchy Veggie Plant Foods Amounte

\\

P_ ¥ ‘:‘\'_

DIET FOR REDUCTION OF

DEMENTIA RISKS ERCHONIA

Mediterranean Diet Associated With Decreased Risk of

Dementia
T e v March 14, 2023

smmary: Older adults who consumed a Mediterranean-style
diet had a 23% lower risk of developing dementia than
those who consumed a typical diet.

Eating a traditional Mediterranean-type diet - rich in foods such as seafood, fruit, and nuts — may help reduce the risk of dementia by almost
a quarter, a new study has revealed.

This research, published today in BMC Medicine, is one of the biggest studies of its kind as previous studies have typically been limited to
small sample sizes and low numbers of dementia cases.

Scientists analysed data from 60,298 ind iVid Ua| S from the UK Biobank, a large cohort including individuals from

across the UK, who had completed a dietary assessment.

The authors scored individuals based on how closely their diet matched the key features of a Mediterranean one. The participants were
followed for almost a decade, during which time there were 882 cases of dementia.

The authors considered each individual’s genetic risk for dementia by estimating what is known as their polygenic risk — a measure of all the different

genes that are related to the risk of démgnitization, citation or distributio#0®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



BREAKFAST AND DEMENTIA  #fcionia

Skipping breakfast is a daily habit that can

increase your risk of dementia by four times!

BREAKFAST SUPERFOOD IDEAS:

- EGGS

- AVOCADO

- COFFEE FRIEND OR FOE?

- SOLUBLE FIBERS INCLUDING SEEDS LIKE FLAX, BEANS, NUTS, PEAS (ALL), OATS,
FRUIT INCLUDING BERRIES, KIWI, BANANAS, PEARS, APPLES (ZONE AND WHOLE
NOT JUST JUICE)

- WHOLE FOOD JUICING WITH IMMUNE NEUTRAL PROTEIN

- GET YOUR WATER STARTED FOR THE DAY (TARGET 24 OZ BEFORE YOU LEAVE THE
HOUSE)

*NOTE: FOOD SENSITIVITY/ALLERGY LISTS SUPERSEDE GENERAL DIETARY

RECOMMENDATIONS!

Relationship between lifestyle habits and dementia among community dwelling older adult : Findings from a 6-year follow
up(Paper & Abstract September 17th)

Maki Hirano, Yuri Kawashima, Sumio Ito, Ryoji Sinohara, Yuka Sugisawa, Yuko Sawada, Yukiko Ishii, Lian Tong, Emiko Tanaka, Etsuko Tomisaki, Tacko Watanabe, Yoko
Onda, Yukiko Mochizuki, Kentaro Morita, Mayumi Namba, Amarsanaa Gan-Yadam, Kentaro Tokutake, Bailiang Wu, Tokie Anme
Author information

Keywords: Cohort Study, Dementia, Elderly
JOURNAL FREE ACCESS 401
2011 Volume 18 Issue 1 Pages 102-106

“THE DIRTY DOZEN” 2024 FRCHONIA

THE DIRTY DOZEN Approximately 95% of nonorganic
. STRAWBERRIES strawberries, leafy greens such as spinach

_SPINACH and kale, collard and mustard greens, grapes,

KALE. COLLARD. MUSTARD GREENS peaches and pears tested by the United States
) GR AP’ES ’ government contained detectable levels of

pesticides, according to the 2024 Shopper’s
PEACHES Guide to Pesticides in Produce.
PEARS

- NECTARINES Pesticides have been linked

- APPLES in studies to preterm births,

e

11. BLUEBERRIES malformations such

12. GREEN BEANS as neural tube defe_cts.
spontaneous abortions

and an increase in genetic

damage in humans.

Exposure to pesticides has

also been associated

with lower sperm

concentrations, heart

disease, cancer and other

n widisordets.
3 is prohibited.

©CONOGOHDWN =

Farmworkers who use or are
exposed to pesticides are at highest
risk, according to studies. A 2022
meta-analysis found workers
exposed to pesticides were nearly
five times as likely to have DNA
damage while a February

study found children exposed at an
early age showed poorer
neurodevelopment from infan%}‘ﬂi catio
adolescence. withou




DR. BERRY’S MEDPAX 2024 fercronia

AM:

-1 OMEGAMONOPURE COQ10

=1 ACTIV NUTRIENTS
PERFORMANCE

=1 ACTIV NUTRIENTS (MULTI
WITHOUT COPPER AND IRON)

=1 S-ACETYL GLUTATHIONE

=1 OPTIMAG NEURO CAP

(MG NORMALLY IN PM FOR MOST)

-1 HISTDAO

PM:
=1 NAC
=1 CORTISOLV

-1 K2-D3 5000
ERCHONIA LLLT BRAIN/VAGAL, PAIN . o\ c0PLEX WITH MYROSINASE

AREAS, IMMUNE BOOST ETC -1 PROBIOMAX IG 26 DF (ROTATE)
) . .- -1 HEMP MONOPURE

= L-SERINE AND RESVERATROL
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NON-ALCOHOLIC FATTY LIVER
DISEASE

Fatty Liver Affects 80% of obese Women and 30% general | P
population Over 40 — Here’s How to Prevent and Reverse It  fosha |

1. EAT EGGS AND OTHER HIGH CHOLINE FOOD SOURCES ==

University of North Carolina study, 80 percent of women with fatty liver w
upped their choline intake had a 100 percent reversal of the condition, often
within 30 days 500 mg DAILY. *XYMOGEN PHOSPHALINE = 2.7 GRAMS!

ERCHONIA LOW LEVEL LASER THERAPY: 12 VISIT TREATMENT TRIAL OVER 3 MONTHS
5 MINUTES WAND OR FX SCAN OVER LIVER/RUQ (ERCHONIA CLINICAL TRIAL IS 1X/WEEK FOR
10 MINUTES WITH EVRL)
FREQUENCIES 53-537-55-751

PRE AND POST CHECK LIVER ENZYMES (ALT/AST/GGT)
OTHER CONSIDERATIONS: HS-CRP, HBA1C, LIPID PANEL, ESR

CURCUPLEX-95, NRF2 ACTIVATOR
4. EXERCISE

Just 30 minutes of activity daily helps the liver burn 39 percent of its stored fat, say

British scientists. STOP ALCOHOL/SUGAR INTAKE'

0 Oct; 16(2): 1
Published online 2020 Oct 6. doi: 10.17925/EE 2020.16.2.152 Duplication, citation or distributio#9éf this material in whole or in part
The Prevalence and Predictors of N0n-al%ﬁbﬂ@FWﬁ@@Di@éMMBﬂﬂ&ly%emﬁpm@ﬁﬁgectional Study from Southern India




DEMENTIA RISK INCREASE  /ichonn

Increased risk for all-cause dementia in
people who abstain from alcohol

the researchers collected data from 15 prospective epidemiological cohort studies conducted
across six continents to examine the relationship between alcohol and dementia.

A total of 24,478 individuals were included in the current study, with a
mean age of 71.8 years at baseline. Among these, 58.3% were females,

and 54.2% were current drinkers.

The study findings suggest that abstaining from alcohol
may increase the risk for all-cause dementia.
Furthermore, there was no evidence to suggest that the
amount of alcohol consumed impacts the dementia risk.

The relationship between alcohol use and dementia in adults aged more than 60 years: a combined analysis of prospective,
individual-participant data from 15 international studies

Louise Mewton,Rachel Visontay,Nicholas Hoy,Darren M. Lipnicki Matthew Sunderland,Richard B. Lipton,Maélenn Guerchet Karen Ritchie Jenna Najar ... See all authors

First published: 22 August 2022 405

INTERMITTENT FASTING fercronia

o Published: 17 November 2022
Intermittent fasting protects against Alzheimer’s disease in mice by altering metabolism through
remodeling of the gut microbiota
AbStraCt sn Dan  INLIRNAI NATIHIRE AINCG
Alzheimer’s disease (AD) is the most common form of dementia without effective clinical treatment. Here, we show that
intermittent fasting (IF) improves cognitive functions and AD-like pathology in a transgenic AD mouse model (5XFAD). IF
alters gut microbial composition with a significant enrichment in probiotics such as Lactobacillus. The changes in the
composition of the gut microbiota affect metabolic activities and metabolite production. Metabolomic profiling analysis of cecal
contents revealed IF leads to a decreased carbohydrate metabolism (for example, glucose) and an increased abundance in
amino acids (for example, sarcosine and dimethylglycine). Interestingly, we found that the administration of IF-elevated

sarcosine or dimethylglycine mimics the protective effects of IF in 5XFAD mice, including the amelioration of
cognitive decline, amyloid-p (AP) burden and glial overactivation.
Our findings thus demonstrate an IF regimen is a potential
approach to prevent AD progression, at least through the gut-microbiota-metabolites-brain

axis, and constitutes an innovative AD therapeutic avenue.

CLINICAL RECOMMENDATION: 24 HOUR WATER

FAST EVERY 2-3 WEEKS.
COME OFF FAST USING BISON BONE BROTH

without permission of Trevor Berry, DC, DACNB is prohibited.




HEALTH AND WELLNESS

=TAaLNIFA

.A Harvard nutritionist and brain expert says av0|d these 5 foods

to keep your ‘memory and focus sharp’ December 2nd 2022
1. Foods made with industrial and processed seed oils

Highly processed oils are often extracted from soybeans, corn, rapeseed (the source of canola oil), cottonseed, sunflower and safflower seeds, and contain a lot of omega-6

fatty acids.Excess consumption of omega-6s can trigger the body to produce chemicals that can lead to inflammation in the brain.If you’re sautéing vegetables or grilling fish or
meat, | recommend using olive, coconut or avocado oil.

2. Foods with added and refined sugars

Our brain uses energy in the form of glucose, a type of sugar, to fuel cellular activities. But a high sugar diet can lead to excess glucose in the brain.This can cause memory
impairments and less plasticity of the hippocampus, the part of the brain that controls memory. Don't forget that many savory foods have hidden added sugars, too, like store-
bought pasta sauces, ketchup, salad dressings and even canned soups. Swap these out for homemade items made with whole foods.

3. Processed foods

A diet high in ultra-processed foods may put you at risk of having shorter telomeres — or the “cap” on our DNA. Longer telomeres tend to promote healthy cellular aging.
Shortening our telomeres may mean that we are at risk of degenerative disease earlier in life.A 2022 study also found that participants who consumed high amounts of ultra-

processed foods like baked goods and sodas were more likely to experience mild depression compared to those who consumed the least.Here’s a tip: If you can’t pronounce an
ingredient, or have no idea what it is, it’s often best to avoid it.

4. Foods with artificial sweeteners

When you use artificial sweeteners that have no nutritional value, they can increase “bad” gut bacteria which can negatively affect your mood.These sweeteners include
saccharin, sucralose and stevia. Aspartame can be especially harmful, and has been directly linked with anxiety in research studies. It also causes oxidation, which increases
harmful free radicals in the brain.Some alternatives to consider: Honey, monk fruit extract or coconut sugar. (Organic stevia, non aspartame gum, organic maple)

5. Fried foods

While items that are battered, crusted or deep-fried may be at the top of the comfort fOO(lelst they can be damaging to the brain.A study of over 18,000 people found that a diet
high in fried foods was linked to lower scores of memory and cognition.As an alternative, | suggest opting for baked, air-fried, or steamed versions of your favorite foods.

DIET VS. EXERCISE £rcrionia

ity Educ

Fitness: Which has more impact on long-term health — diet or
exercise?

In a perfect world, we’d exercise and sit down to a homemade meal most if not all days of the week. But we’re not perfect — far from it.
study from Tehran University of Medical Sciences that compared the influence of four distinct lifestyles — active
with a healthy diet, inactive with a healthy diet, active with an unhealthy diet and inactive with an unhealthy diet
— on the mortality of 17,641 men and 23,051 women age 40 and older over a period of 13.9 years.

“Our study demonstrated a reduction of 21( BOTH), 16(EXERCISE) and 9 (DIET)
percentage (points) in all-cause mortality in participants who
engaged in both healthy behaviours, only physical activity and
only a healthy diet, when compared to those with both
unhealthy behaviours respectively,” stated the researchers.

Diet was analyzed based on the consumption of fruits, vegetables, low-fat dairy, whole grains, nuts and legumes, red and processed meat,
sugar, sweetened drinks and sodium. Physical activity was measured by calculating the amount of time spent being sedentary and in
exercise of light, moderate and vigorous intensity. Also included in the data collection was personal information like gender, age, marital
status, ethnicity, occupation, education, socio-economic status and medical history, and daily habits like smoking and drinking.

But the results weren’t replicated when the researchers narrowed the scope to just cardiovascular disease. Only indiViduaIS
with an active lifestyle reduced their risk of dying from heart
disease. Diet — even a healthy one — had no impact on mortality.

Open Access
e Published: 16 November 2022
Comparing the risk of cardiovascular diseases and all-cause mortality in four lifestyles with a

combination of high/low physical activity and healthy/unhealthy diet: a prospective cohort
study

Duplication, citation or distributio#0®f this material in whole or in part
Asma Kazemi, Naimeh Sasani, Zeinab MokéiNisbPRsERIES 00 vadh ERMRFR eE3sell BoulACIR it PERRIRIERE: Reza Malekzadeh



EXERCISE AND

NEURODEGENERATION #ERCHGNIA

Exciting new study shows how exercise protects against
Alzheimer's and Parkinson's

Mar. 7, 2023:

Cathepsin B (CTSB), a myokine, and brain-derived neurotrophic factor (BNDF) have been found to possess robust
neuroprotective effects. In a new study presented in the special issue, investigators looked at whether increasing aerobic
exercise intensity would increase the amount of CTSB and BDNF circulating in the blood. Sixteen young healthy subjects
completed treadmill-based aerobic exercise at maximum capacity and then at 40%, 60%, and 80% of capacity.

Circulating CTSB and BDNF were measured in blood samples taken after each bout of exercise, and CTSB protein, BDNF protein, and
mRNA expression were measured in skeletal tissue. R€@searchers found that hlgh intensity exercise

elevates circulating CTSB in young adults immediately after exercise, and that
skeletal muscle tissue expresses both message and protein of CTSB and BDNF.

“CTSB and BDNF are promising therapeutic targets that may delay the onset and

prog ression of cognitive impairments," said lead investigator Jacob M. Haus, PhD, School of Kinesiology,
University of Michigan.

Special Issue: Peripheral Factors and Neural Plasticity

Guest Editors: Henriette van Praag and Christiane D. Wrann

Brain Plasticity, Volume 8, Issue 1 409
Openly available at https://content.iospress.com/journals/brain-plasticity/8/1

RECEPTOR ACTIVATION AND _—

NEUROPLASTICITY

Exercise Alters Brain Chemistry to Protect Aging Synapses
pems January 7, 2022

eatureaNet
Summary: Older adults who remain active have more of a class of proteins that enhance synapses to help maintain healthy cognitive function.

Source: UCSF

When elderly people stay active, their brains have more of a class of proteins that
enhances the connections between neurons to maintain healthy cognition, a UC San
Francisco study has found.

This protective impact was found even in people whose brains at
autopsy were riddled with toxic proteins associated with
Alzheimer’s and other neurodegenerative diseases.

LET’S WALK THROUGH THE NEUROLOGY OF
RECEPTOR ACTIVATION SUCH AS HOW A
CHIROPRACTIC ADJUSTMENT OR EXERCISE
MAY PROMOTE NEUROPLASTICITY

Duplication, citation or distributio#1®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



OPTIMIZATION

Citius Altius
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LLLT AND BRAIN £ercrionia

2023 Feb 22:>1(1):135. doi: 10.1186/s12967-023-03988-w.
Advances in photobiomodulation for cognitive improvement

by near-infrared derived multiple strategies

Wei-Tong Pan # 1

Conclusion

Cognitive function is an advanced neurological function, which refers to the ability of our brains to form judgement and
conclusions from information provided. As a common manifestation of brain diseases, cognitive dysfunction has a
causal relationship with pathological changes in neurons and neural networks. To improve cognitive function, direct
intervention in targeted encephalic regions or lesion sites may be the most effective therapeutic strategy.

Compared with traditional systemic administrations of
drugs, photobiomodulation is a novel and noninvasive
physical therapy that utilizes the energy effects of light.
Photobiomodulation attracts much attention due to its
benefits, ranging from safety, flexibility and operability.

However, the combined therapy of photosensitive nanoparticles and lasers, which can accurately regulate neural
activity and improve cognitive function, is a new direction in drug delivery development. Presently, it is far from
clinical use, but undoubtedly, ongoing further research will make these strategies to be clinically available in the

for le future.
oreseeable future Duplication, citation or distributio#1®f this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.



TRANSCRANIAL LIGHT THERAPIES  /oouis

Rev Neurosci
2023 Mar 17. doi: 10.1515/revneuro-2023-0003. Online ahead of print.

A systematic review of the effects of transcranial
photobiomodulation on brain activity in humans

Marjorie Dole 1, Vincent Auboiroux 2, Lilia Langar 3, John Mitrofanis 1 4
Abstract

In recent years, transcranial photobiomodulation (tPBM) has been developing as a promising method to protect and repair brain tissues
against damages. The aim of our systematic review is to examine the results available in the literature concerning the efficacy of tPBM in
changing brain activity in humans, either in healthy individuals, or in patients with neurological diseases. Four databases were screened for
references containing terms encompassing photobiomodulation, brain activity, brain imaging, and human. We also analysed the quality of the

included studies using validated tools. R€SUIts in healthy subjects showed that even after a
single session, tPBM can be effective in influencing brain activity. i particular, the

different transcranial approaches - using a focal stimulation or helmet for global brain stimulation - seemed to act at both the vascular level by
increasing regional cerebral blood flow (rCBF) and at the neural level by changing the activity of the neurons. In addition, studies also showed

tnat even a fOCal stimulation was sufficient to induce a global change in
fu nctional Connecti\’ity acCross brain networks. Results in patients with neurological disease

were sparser; nevertheless, they indicated that tPBM could improve rCBF and functional connectivity in several regions. Our systematic review
also highlighted the heterogeneity in the methods and results generated, together with the need for more randomised controlled trials in
patients with neurological diseases. In summary, tPBM could be a promising method to act on brain function, but more consistency is needed

in order appreciate fully the underlying mechanisms and the precise outcomes.

LASERS AND OPTIMIZATION fercronia

IAbstract

The parameters used were categorized into those with positive effects or no effects on muscle performance and recovery.
Randomized controlled trials and case-control studies in both healthy trained and untrained participants, and elite athletes were

retrieved from MEDLINE up to 2016. Performance metrics included fatigue, number of repetitions,
torque, hypertrophy; measures of muscle damage and recovery such as creatine kinase and

delayed onset muscle soreness. Searches retrieved 533 studies, of which 46 were included in the review (n = 1045
participants). Studies used single laser probes, cluster of laser diodes, LED clusters, mixed clusters (lasers and LEDs), and

flexible LED arrays. Both red, NIR, and red/NIR mixtures were used. PBM can increase mUSCIe
mass gained after training, and decrease inflammation and oxidative

stress in muscle biopsies. We raise the question of
whether PBM should be permitted in athletic
competition by international regulatory authorities.

J Biophotonics

2016 Dec;9(11-12):1273-1299. doi: 10.1002/jbio.201600176. Epub 2016 Nov 22.
Photobiomodulation in human muscle tissue: an advantage in

sports performance?

KIRK GAIR SEMINAR

Cleber Ferraresi 1 2 3, Ying-Ying Huang 1 2, Michael R Hamblin 1 2 4 FOR SPORTS RECOVERY

Affiliations expand Duplication, citation or distributioftéf this material in whole SR SAHBN &S 2{FO121\Y VA\)\[075
. PMID: 27874264 PMCID: PM@ols penREbr 6f TDRRAiBeay S0, ACNB is prohibited.




BRAIN OPTIMIZATION, iNJURY
CARE, RECOVERY AND MORE... f&ctiona

WORLD CHAMPION AND
OLYMPIC GOLD MEDALIST

HELEN MAROULIS

AND NOW THE FIRST EVER
FEMALE USA WRESTLER TO
QUALIFY FOR 3 OLYMPICS!
4/20/24

il

ALWAYS CONSIDER “STACKING”
YOUR LASER WITH OTHER
THERAPIES AND MODALITIES
TO OPTIMIZE METABOLIC
CAPACITY AND MAXIMIZE
OUTCOMES BOTH IN OFFICE
AND INCREASING THEIR BRAIN
AND BODY FUNCTION FOR
THEIR TARGET GOALS AND
DAILY ACTIVITY

LASERS AND BRAIN OPTIMIZATION  #f:chionia

ommunity Educatior

Int J Geriatr Psychiatry. 2018 Nov 26. doi: 10.1002/gps.5039. [Epub ahead of print]

Photobiomodulation improves the frontal cognitive function of older adults.
Chan AS1,2, Lee TL1, Yeung MK1, Hamblin MR3,4,5.

Author information

Abstract

OBJECTIVES:

The frontal lobe hypothesis of age-related cognitive decline suggests that the deterioration of the prefrontal cortical regions that occurs with
aging leads to executive function deficits. Photobiomodulation (PBM) is a newly developed, noninvasive technique for enhancing brain
function, which has shown promising effects on cognitive function in both animals and humans. This randomized, sham-controlled study sought
to examine the effects of PBM on the frontal brain function of older adults.

METHODS/DESIGNS:

Thirty older adults without a neuropsychiatric history performed cognitive tests of frontal function (ie, the Eriksen flanker and category fluency

tests) before a_lr_Id a_fer a single 7.5-miue session of re_al or sha_m PBM. The PBM device consisted of three
' RESULTS:

SIGNIFICANT GROUP (EXPERIMENTAL, CONTROL) x TIME (PRE-PBM, POST-PBM) INTERACTIONS WERE FOUND FOR §
THE FLANKER AND CATEGORY FLUENCY TEST SCORES. SPECIFICALLY,

Duplication, citation or distributio#1®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



LASERS AND BRAIN OPTIMIZATION  /Zionia

Front. Syst. Neurosci., 14 March 2014 | https://doi.org/10.3389/fnsys.2014.00036

Augmentation of cognitive brain functions with
transcranial lasers

F. Gonzalez-Lima- and Douglas W. Barrett
« Department of Psychology and Institute for Neuroscience, University of Texas at Austin, Austin, TX, USA

The purpose of this paper is to provide an update on LLLT's neurochemical mechanisms

supporting transcranial laser
stimulation for cognitive-enhancing
applicatiOnS « We will explain first LLLT's action on brain bioenergetics, briefly

describe its bioavailability and dose-response, and finish with its beneficial effects on cognitive
functions. Although our focus is on prefrontal-related cognitive functions, in principle LLLT should

be able to modulate other brain functions. For example, stimulating different
brain regions should affect different functions
related to sensory and motor systems.

417

STACKING THERAPIES FOR BRAIN
o) £rcrionn

listributio# ®f this mate
om8f Trevor Berry, DC, DA eSS Sasrarsneds




STACKING THERAPIES FOR BRAIN
~ OPTIMIZATION EECHONIA

WATCH DR. BERRY ON
THE DANICA PATRICK
PODCAST: PRETTY
INTENSE FEBRUARY 9TH,
AND THE “LASER LIGHT
SHOW”

MASTER
BRAIN SETTING
1-10-40-60
PLUS
VAGAL STIM
10-10-10-10

MASTER BRAIN SETTING £ercrionia

WHEN IN DOUBT, DEFAULT TO THE MASTER BRAIN PROTOCOL
FOR ANY NEUROLOGICAL DISORDER INCLUDING DEMENTIAS
LIKE ALZHEIMER’S, VASCULAR DEMENTIA ETC

- “MASTER BRAIN SETTING” 1-10-40-60 HAND
HELDS

1-40PF, (1-40 FX 405 AND) 40-60 FOR APICALS,

10-10 BRAINSTEM FOR FX 635 IF SAGITTAL
PLANE
OR 1-40 PFC, 10-40 NECK SCM
IF SUPINE THEN DO A
“GUT SHOT”
10 MIN-4 MIN FX 635, 6 MIN-4 MIN FX 405
3-3-3-2-2:XLR8;-2-2-2+2-2.GML: OR EVRL

rry, DC, DACNB is prohibite



MASTER BRAIN SETTING £rchonia

*

OLD FX 635 1-40-10 10 MINUTES RED SAGITTAL MOHAWK 1 FRONT
10 BRAIN STEM or TURN TO CROSS TEMPORAL AT 5 MINUTES (NEW
FX 1-40 PFC, 40-60 APICAL, 10-10 BASE OF SKULL) 6 MINUTES
VIOLET/RED FX 405 (3&3) (1-40 FOR APICAL DIODE)

BASIC BRAIN PROTOCOLS REVIEW FOR HANDS ON:

TRANSCRANIAL BASIC 101 SETTING SUGGESTIONS-

XLR8 1-10-40-60: 3 MINUTES PFC, 3 MINUTES APICAL, 3 MINUTES
STEM/BASE OF SKULL, 2 MINUTES SCM/VAGAL, 2 MINUTES STOMACH

EVRL OR GVL 1-10-40-60: 2 MINUTES PFC, 2 MINUTES APICAL, 2
MINUTES STEM/BASE OF SKULL, 2 MINUTES SCM VAGAL, 2 MINUTES
STOMACH

PLTOUCH 1-10-40-60 STAND-2 MIN EACH SIDE CROSS-CEREBELLAR
FRONTAL, 2 MIN VAGAL/PARIETAL WHEN IN DOUBT ANY NEUROLOGICAL
2 APPLICATION USE 1-10-40-60
DR. BERRYS MASTER LASER
SELF CARE fescion

STACK WITH MEDITATION GRATITUDE THEN PURE MEDITATION



USE TEX

RED FURSUTS TO FROMOTE MIT:
PARIETAL LOBE AND VERMAL CEREBELLUM ARE BIG D

c STABILITY
(IVERS OF PURSUITS

VERTICAL PURSUITS WILL HELP DRIVE POSTURAL CURVES

REGIONAL BRAIN OVERVIEW

Functional Neuro-Orthopedic Rehabilitation

ERCHONIA

nmunit

Healthy Brain Injured Brain
Frontal Personality / emotions Loss of movement (paralysis)
lobe Intelligence Repetition of a single thought
Attention / concentration Unable to focus on a task
Judgment Mood swings, irmtability, impulsiveness
Body movement Changes in social behavior and personality
Problem solving Difficulty with problem solving
Speech (speak & write) Difficulty with language; can't get the words
out (aphasia)
Parietal Sense of touch, pain and Difficulty distinguishing left from right
lobe temperature Lack of awareness or neglect of certain
Distinguishing size, shape body parts
and color Difficulties with eye-hand coordination
Spatial perception Problems with reading, writing, naming
Visual perception Difficulty with mathematics
P A Occipital Vision Defects in vision or blind spots
X brainslom lobe Blurred vision
Visual illusions / hallucinations
© Mayfield Clinic Difficulty reading and writing
Temporal Speech (understanding Difficulty understanding language and
Figure 2. The brain is composed of three | lobe language) speaking (aphasia)
parts: the brainstem, cerebellum, and Memory Difficulty recognizing faces
cerebrum. The cerebrum is divided into Hearing Difficulty identifying / naming objects
four lobes: frontal, parietal, temporal, Sequencing Problems with short- and long-term memory
and occipital. Organization Changes in sexual_behaworv
Increased aggressive behavior
Cerebellum Balance Difficulty coordinating fine movements

The table lists the lobes of the brain and
their normal functions as well as
problems that may occur when injured
While an injury may occur in a specific

Coordination

Difficulty walking
Tremors

Dizziness (vertigo)
Slurred speech

area, it is important to understand that
the brain functions as a whole by
interrelating its component parts.

Brainstem

atlon or distribu

Dupllcatlon citg

Breathing
Heart rate

ﬁ’ﬁ 'Y‘ﬁﬁé ’rﬁSPesﬁa‘Hﬁ"\%

Changes in breathing
Difficulty swallowing food and water

Pri ms with balance and movement
{9 ﬁ%s and nausea (vertigo)




BINAURAL BEATS (cionin

A recent study published in Frontiers in Human Neuroscience has revealed promising findings regarding the
ability of inaudible binaural beats to profoundly affect human brain function and induce states of relaxation.

The results indicated that binaural beats significantly impacted the participants’ brain wave
activity, demonstrating the potential for developing musical products that leverage the inaudible sound frequencies to affect human
neural rhythms and states of consciousness.

In the example, a binaural beat of 10 Hz would be produced based on the differing frequencies of 440 Hz and 430 Hz.

Specifically, some research has suggested that binaural beats
can stimulate brain wave activity to alter states of

consciousness to promote relaxation, sleep, or concentration.
The chosen frequencies for the binaural beats were Theta at 4 Hz and Alpha
at 8 Hz, which are associated with deep meditative states. rhe resulting track, titled “Relax

1,” served as the auditory stimulation for the study. TRIFECTA FINISH:
Front. Hum. Neurosci., 05 May 2023 ERCHONIA TRANSCRANIAL LLLT
Th,m::ysl)mfffhﬁ,ss&gh imiozsain FREQUENCY MATCHED BINAURAL BEATS

OR BRAIN TAP

Methods and Protocols in Sensory Neuroscience

OXYGEN CONCENTRATOR
Case report: binaural beats music assessment experimen

Elizabeth Krasnoff1*

OVERTRAINING fFrcronin

If You’re a Triathlete (at Any Level), These RED-S Guidelines
Should Scare You

The International Olympic Committee just came out with an update on Relative Energy Deficiency in Sport (shortened to
REDs or RED-S) - and endurance athletes are firmly in their crosshairs.

The 2023 statement has been expanded to incorporate new data since their last one in 2018: If you thought that RED-S was

something that only skinny, elite, women need to worry about, think again. Athletes of all genders and abilities need to

pay attention to both what they are eating and how much to avoid injury, illness, and a whole lot of lousy
workouts (or worse). Warning — be prepared to get hit with some truth bombs.

When we do not take in enough calories to cover what we burn through exercise, there isn’t enough energy left over to
cover our basic biological processes.

RELATIVE ENERGY DEFICIENCY IN SPORT (REDs or RED-S) RED-S & SPORT PERFORMANCE

LOW ENERGY AVAILABILITY B
Impaired repro power performance
Reduced immul . d endurance performance
Impaired QISR i ed muscle strength Decreasedil
Reduced skelef i 1 .
i i Decreased training

ucose & lipid metabolism

Duplication, citation or distributio#2ef this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



OVERTRAINING £oons

2023 updates on RED-S

The following is a summary of the most important points of the I0C’s 2023 statement. Importantly, these guidelines no longer
apply to just elite and professional athletes. ATLY PE€rson who exercises at a
high level, (ie: triathlon training of any distance)
without adequate refueling can end up with RED-S.

PSYCHOLOGICAL INDICATORS OF LEA/RED-S

Mood disturbances/fluctuations
Cognitive dietary restraint
Drive for thinness

Reduced sleep quality
Perfectionistic tendencies

Depressive symptoms and affective disorders

Primary or secondary exercise dependence/addiction
Anxiety related to injury and/or recovery

Sport-specific issues, such as difficulty coping with weight

#ErcHoNIA

@ 2024 DR. TREVOR BERRY ALL RIGHTS RESERVED

Duplication, citation or distributio#2®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



SLEEP: NEW GUIDELINES fErCroNIA

Community Education

Dementia: Early bedtime, sleeping over 8

hours linked to increase risk
The dementia risk was 69% greater for individuals who

slept over 8 hours, versus 7-8 hours. The risk was also
twice as high for those who went to sleep before 9:00
p.m., versus 10:00 p.m. or later (but go before midnight)

CONVERSELY, In a long-term study, Harvard Medical School followed 2,800 individuals ages 65 and older. Researchers found that individuals
who slept under five hours per night were twice as likely to develop dementia compared to those who slept six to eight hours per
night. A different study of nearly 8,000 participants found a 30% increase in dementia risk was associated with sleeping six hours or

less at age 50, 60 and 70, compared to a normal sleep duration of seven hours.

SUMMARY: GO TO BED BETWEEN 10-11 PM
AND SLEEP 7.5 HOURS

Associations of sleep timing and time in bed with dementia and cognitive decline among Chinese older adults: A cohort study

Rui Liu MD, Yifei Ren MD, Tingting Hou MD, PhD, Xiaoyan Liang MD, Yi Dong MD, Yongxiang Wang MD. PhD, Lin Cong MD, PhD, Xiang Wang MD, PhD. Yu Qin MD ... See all authors
First published: 21 September 2022

SLEEP CLINICAL SUMMARY ferChoNIA

Community Educatio

- SLEEP IS THE NUMBER 1 DETOX SYSTEM FOR BRAIN AND NEURODEGENERATION. WE FLUSH THE TOILET NIGHTLY WITH CSF LIKE
A FAUCET TURNING ON. CELLS ACTUALLY SHRINK IS SIZE UP TO 60% ALLOWING A CSF BATH TO BE WASHED AWAY VIA THE
GLYMPHATIC WASTES SYSTEM...RECENT SLYM LAYER TIED DIRECTLY INTO LYMPHATIC SYSTEM AND GLIAL CELLS. THE IMMUNE
SYSTEM OF THE BRAIN HOVERS IN THIS MENINGEAL LAYER. LLLT AT NIGHT CLEARS OUT EVEN MORE AB AND PROTEINS.

- IDEAL SLEEP CYCLE FOR ADULTS BETWEEN 7-8 HOURS (IDEAL IS 7.5 FOR 90 MINUTE CYCLE) WITH APPROX. 9:30-11:30 START TIME
(NOT BEFORE 9 OR AFTER MIDNIGHT)

- USE CIRCADIAN RYTHMS. WAKE UP AT SUNRISE AND GO OUT FOR A WALK TO GET DIRECT SUNLIGHT EXPOSURE/GROUNDING

- AVOID BLUE LIGHT ESPECIALLY AFTER DARK GETTING CLOSER TO BEDTIME, USE COMPUTER FILTERS, NIGHT SETTING ETC

- PRECURSORS AND CO-FACTORS FOR SLEEP. SEROTONIN (FROM TRYPTOPHAN), GUT HEALTH/PROBIOTIC

- PROBIOTIC STRAINS SLEEP SPECIFIC INCLUDE LACTOBACILLUS HELVETICUS, ACIDOPHILUS AND REUTERI NK33, ADOLESCENTIS
NK 98, LACHNOSPIRACEAE UCG004, BIFIDO INFANTIS/BREVE/LONGUM, AND ODORIBACTER. BAD FOR INSOMINA =
SELENOMONADALES AND NEGATIVICUTES

- MELATONIN AND CBD HELP GET INTO A RELAXED ALPHA WAVE STATE BUT NOT NECESSARILY DEEP DELTA/REM

- MELATONIN USE IN TRAVEL, POST-CONCUSSION, COVID/LONG COVID AND SOME NEURODEVELOPMENTAL LIKE AUTISM.

- USE CRIF YOU DO

- AVOID IN TH1 DOMINANT AUTOIMMUNE CONDITIONS SINCE MELATONIN PROMOTES TH1 SO WATCH IN CONDITIONS LIKE MS, IBD/
CHRON’S/CELIAC, HASHIMOTO’S, RHEUMATOID

- WATCH GENE SNPS FOR NTS MTHFR AND COMT

- CO FACTOR SUPPLEMENTATION

- MAGNESIUMS FOR SLEEP #1 LYSINATE, #2 L THREONATE

- FASTING? DYSGLYCEMIA, PREGNENOLONE

- INFLAMMATION SOURCES AND MRA

Duplication, citation or distributio#8®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



MATTRESS RECONMENDATIONS

CONSUMER REPORTS 2022 FERCHONIA

INNERSPRING:

1.AVOCADO GREEN (BEST OVERALL RATED)

2.DENVER MATTRESS DOCTORS CHOICE PLUSH
3.CASPER ORIGINAL HYBRID

FOAM:

1.ESSENTIA STRATAMI

2.CASPER ORIGINAL

3.SLEEP ON LATEX PURE GREEN FIRM

ADJUSTABLE AIR

1.SLEEP NUMBER 360 P6 SMART
2.SAATVA SOLAIRE

3.PERSONAL COMFORT H10 BED

ANOTHER CONSIDERATION: THE SS500 COMFORT PREMIUM BASE
“SUPERIOR SLEEP EXPERIENCE” COOL GEL ADJUSTABLE BED

431

fErcHoNIA

- POLYSOMNOGRAPHY (CENTRAL VS OBSTRUCTIVE APNEA VS BODY
MOVEMENTS)

- C-PAP/BI-PAP, BREATHING STRIPS, BED/MATTRESS POSITION/PILLOW

- TONE OF ORAL-PHARYNGEAL REGION (VAGAL STIM/DIRECT SOFT PALATE
STIM) MOUTH TAPING WITH BREATHE RIGHT NASAL STRIPS

- BASE LAB CHEMISTY (ANEMIA PATTERNS, DYSGLYCEMIA, THYROID, SEX
HORMONES...HP AXIS)

- ADVANCED LAB MARKERS: MICRONUTRIENT (CO-FACTORS FOR MELATONIN
SYNTHESIS)

- ASI/CORTISOL CURVE AND GLYCOGEN STORES. CORTISOL VS MELATONIN

- CYTOKINES AND MESENCEPHALIC RETICULAR ACTIVATING SYSTEM. FOOD
SENSITIVITY TESTING, INFECTIOUS DISEASE MANAGEMENT

- PAIN MANAGEMENT

- BASAL GANGLIA ACTIVATION/DISINHIBITION

- QUALITY OF PILLOW, MATTRESS (AGE ETC)

- ELECTRONICS AT NIGHT, AVOID BLUE WAVELENGTHS/NIGHT SETTING,
MINIMIZE VISUAL STIMULATION THROUGHOUT DAY/COMPUTER FILTERS

- QEEG/NEUROFEEDBACK

- CBD/MEDICAL MARIJUANA. MELATONIN CR, PROBIOTICS, GABA

LOW LEVEL LASER TO TNS...




ERCI:_I'OI\!_IA

ity Education

Front Hum Neurosci. 2018; 12: 387.
Published online 2018 Sep 24. doi: 10.3389/fnhum.2018.00387

A Novel Insight of Effects of a 3-Hz Binaural Beat on Sleep Stages During Sleep
Nantawachara Jirakittayakorn* and Yodchanan Wongsawat*
These findings suggested that the 3-Hz binaural beat on a 250-Hz carrier tone can be used to modulate sleep stage by decreasing the latency to the N3 stage,

extending the N3 duration, and reducing the N2 duration without sleep disturbance and sleep
fragmentation, while increasing the quality of sleep in this study is also associated slow wave
sleep in which is related to memory consolidation and other regulation of the body; and the 3-

Hz binaural beat can enhance power of delta activity during sleep.

| Family Med Prim Care. 2019 Dec; 8(12): 3915-3919.
>ublished online 2019 Dec 10. doi: 10.4103/jfmpc.jfmpc_575_19

Zffect of music of specific frequency upon the sleep architecture and electroencephalographic pattern

>f individuals with delayed sleep latency: A daytime nap study

>ramita Dubev.1 Yogesh Kumar,1 Ramiji Singh,1 Kamlesh Jha,1 and Rajesh Kumar1
Conclusion:

It was concluded that 432 Hz music has some significant calming effect as reflected by increased

alpha activitie BASE SLEEP SETTING 1-2-3-432

Nature

. 2006 Nov 30;444(7 RED XLRS8
Boosting sl

pyeeraa®  ALSO CONSIDER “REST AND DIGEST”

IPATAMIR  VAGAL STIM IN THE PM (1-10-1-10) iy
enhances th COMBO SETTING (1-3-10-432) ries in
healthy hum 10 MIN PROTOCOL BEFORE BED e slecp,

endogenous cortica

(8 MIN EACH PRE-FRONTAL CORTEX

2 MIN VAGAL STIM SCM REGION

LOW LEVEL LASER THERAPY |
AND ALZHEIMER’S ERCHONIA

Light therapy helps the brain clear
out toxic Alzheimer’s proteins

Despite their tireless efforts, researchers have been unable to develop a safe and effective way of treating Alzheimer’s disease
(AD) using pharmaceuticals, which has meant turning to non-pharmaceutical methods. A new study has demonstrated the
therapeutic potential of light therapy, or phototherapy, in treating AD, showing promising results in mice that the researchers
hope can be just as effective in humans.

Measuring the level of beta-amyloid in the hippocampus following PBM, the researchers found that levels were lower whether it

was applied during wakefulness or sleep but that PBM during sleep produced a greater reduction in beta-amyloid. They
concluded that PBM stimulated the evacuation of beta-amyloid from the

hippocampus even more effectively during sleep than wakefulness.

THE “AFTER HOURS” ALZHEIMER’S ADD ON:
ALBEIT NOT AS PRACTICAL, USING LLLT DURING SLEEP SHOULD BE CONSIDERED IF A DEVICE IS AVAILABLE AT
HOME. IF A HAND HELD LASER IS AVAILABLE AT HOME (OWNERSHIP OR LASER RENTAL PROGRAM, CONSIDER
THE “AFTER HOURS” SETTING FROM A SPOUSE OR PARTNER DURING SLEEP CYCLES)

1-10-1-40

They say that this non-pharmaceutical, non-invasive treatment could be used in people with AD and other conditions that
involve the brain’s lymphatic system. “Since pharmacological therapy of AD have failed to show effectiveness or safety, PBM
as a non-invasive and safe approach has the high prospects for implementation in clinical practice for the treatment of brain
diseases with lymphatic disorders, such as AD, Parkinson’s disease, glioma, traumatic brain injury, intracranial hemorrhages,”
the researchers said.

Oxana, SG., Alexander, S., Inna, B. et al. Mechanisms of phototherapy of Alzheimer’s disease during sleep and wakefulness: the role of the meningeal lymphatics. Front. Optoelectron. 16,

22(029. Published18 Septe&%ﬁc‘é&(g\?%itation or distributio#8éf this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.



GREEN

FOR SLEEP? Frscions

Here, we show that blue light (470 nm) causes behavioural
arousal, elevating corticosterone and delaying sleep onset. By
contrast, green light (530 nm) produces rapid sleep induction.

Melanopsin Regulates Both Sleep-Promoting and Arousal-Promoting Responses
to Light

+  Violetta Pilorz, Published: June 8, 2016

Researchers have found that green

light promotes sleep while blue light delays it.
In a study conducted by Oxford University,
green light produced rapid sleep onset in mice -
between 1 and 3 minutes.

Lighting color affects sleep, wakefulness

Green light promotes sleep while blue light delays it, find researchers
Date:
June 8, 2016

GVL CONSIDERATION: GREEN BEAM 2 MIR APPLICATION RETINAL BEFORE BEDTIME
SOME OF DR. BERRY'’S FAVORITE

DOCUMENTARIES fercHonia

-FED UP (SUGAR INDUSTRY)

=FOOD INC. (FOOD INDUSTRY AND MONSANTO)

=KISS THE GROUND (A FAIR REPRESENTATION ABOUT THE ENVIRONMENT)

=FANTASTIC FUNGI (HOW IMPORTANT FUNGI ARE TO US AND THE PLANET)

=-HOW TO CHANGE YOUR MIND (MICHAEL POLLAN - BOOK OR NETFLIX DOCUMENTARY SERIES ON PSYCHEDELICS)
=CRIME OF THE CENTURY (BIG PHARMA AND THE OPIOID CRISIS)

=-AMERICAN ADDICT (BIG PHARMA AND OUR ADDICTION TO PRESCRIPTIONS)

=-PRESCRIPTION THUGS (BIG PHARMA AND OUR ADDICTION TO PRESCRIPTIONS)

=-INNER WORLDS OUTER WORLD’S (AN IN DEPTH EXPLORATION INTO SPIRITUALITY AND SCIENTIFIC PRINCIPLES)

~-ANYTHING FROM TERRANCE MCKENNA OR PAUL STAMETS

PODCASTS: JOE ROGAN EXPERIENCE, DANICA PATRICK - PRETTY INTENSE, HUBERMAN LAB (ANDREW HUBERMAN)

THE LASER LIGHT SHOW! EXCELLENT PODCAST SERIES INCLUDING GREAT TALKS ON ERCHONIA LASERS

Duplication, citation or distributio#8ef this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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! World Leaders in Low Level Laser Technology

Q: “HOW DO | INTRODUCE MY
ERCHONIA DEVICE TO MY
PATIENTS?”

A: PRE- AND POST- ASSESSMENTS
WITHOUT EVEN TOUCHING THE
PATIENT (NEURO SIGNS, ROM ETC)

USE YOUR LASER AS A DIAGNOSTIC TOOL!

IF YOUR PATIENT IS HAVING A DIFFICULT TIME
WITH A BEDSIDE EXAM TEST GET THE LASER
ON THE INVOLVED REGION AND SEE IF THEY IMPROVE

COST IDEAS PER TREATMENT:

XLR8 $40/TREATMENT (MIN $20)

EVRL $50/TREATMENT (MIN $30)

GVL $60/TREATMENT (MIN $40)

FX 635 >$85/TREATMENT

FX 405 $100/TREATMENT

($500 PREPAY CASH - $85/VISIT)

ZERONA $150+/VISIT 8 VISIT TREATMENT
BASE = $1200. PREPAY CASH = $1000 (NOT
INCLUDING OTHER SUPPLEMENTS/LABS)

ERCHONIA

World Leaders in Low Level Laser Technhology

uplication, citation or distributiof8®f this material in'whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



LASER CONSIDERATIONS £rchonia

Commun

IF YOUR BASE “SET IT AND FORGET IT APPLICATIONS ARE
NOT REACHING YOUR DESIRED TREATMENT GOALS
CONSIDER THE FOLLOWING:

1. ALWAYS “SWIM UP STREAM OR DOWNSTREAM?”. DID YOU
DO BRAIN BASED AND/OR VAGAL NERVE AND SPINAL
CORD/NERVE ROOT STIMULATION PROTOCOLS?

. LENGTHEN TREATMENT TIMES

3. SHORTEN TREATMENT TIMES (REMEMBER HORMESIS

ESPECIALLY IN HIGH METABOLIC TISSUES LIKE BRAIN)

ADD VIOLET WAVELENGTH

ADD GREEN WAVELENGTH

FX SCANNING VS LINE BEAM. COVER MORE SURFACE.

STACK THERAPIES WITH CO-ACTIVATION

UTILIZE THE SCANNING FREQUENCY

REFER THE PATIENT FOR IMAGING/OTHER TESTING FOR

UNDERLYING PATHOLOGY *

N

© N O~

ALZHEIMER’S OVERVIEW

COURTESY OF THE NATIONAL INSTITUTE OF HEALTH (NIH)

Duplication, citation or distributiqm@f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



RESOURCES FOR COMPLEX CASE HELP OR
GENERAL LASER QUESTIONS FERCHONIA

. ONCE YOU RECEIVE YOUR LASER, COMPLETE BASIC TRAINING WITH YOUR LOCAL REP

. REVIEW ALL AVAILABLE TRAINING MATERIALS FROM ERCHONIA OR OTHER VENDORS
INCLUDING WEBINARS OR OTHER READING MATERIALS

. REVIEW NOTES FROM THIS SEMINAR OR OTHER SEMINARS AT LEAST 3 TIMES

. GET SIGNED UP FOR THE FOLLOWING FACEBOOK GROUPS FOR QUESTIONS:

LASER FORUMS ON FACEBOOK FOR BASIC QUESTIONS:
DR. GAIR’S LASER THERAPY TREATMENT & MARKETING SECRETS

DR. KRISTIN’S INTEGRATIVE LASER DOCS

PODCASTS:
THE LASER LIGHT SHOW

COMPLEX NEUROLOGICAL
CONDITIONS frcronia

INTENSIVES ARE DESIGNED TO BE THE STEPPING STONE
FOR A FOUNDATION OF CARE. ONCE THE PATIENT HAS
ESTABLISHED A BASELINE FOR TREATMENT AND
OBJECTIVE/SUBJECTIVE OUTCOMES WE SEND THE
PATIENT BACK HOME WITH TREATMENT STRATEGIES FOR
ONGOING CARE.

IF YOU AREN’T ALREADY, GET REGISTERED ON
ERCHONIA’S DOCTOR LOCATOR LINK. WE REFER
PATIENTS TO ERCHONIA DOCTORS IF THEY ARE NOT
UNDER LASER CARE WHEN THEY ARE REFERRED TO US!
FOR MORE INFORMATION ABOUT ADVANCED
NEUROLOGICAL SEMINARS GO TO ERCHONIA.COM AND
GET REGISTERED FOR ONE OF OUR EVENTS IN 2023 AND
WATCH FOR AFN TRAININ("




SIMPLIFIED FUNCTIONAL MEDIGINE

e fercrionia

APPLIED FUNCTIONAL NEUROLOGY

“DR. BERRY, I’'M INTERESTED IN EXPANDING
MY PRACTICE BY INCORPORATING THE
INTEGRATIVE CONCEPTS OF FUNCTIONAL
NEUROLOGY AND FUNCTIONAL MEDICINE TO
COMPLIMENT MY CURRENT PRACTICE AND
EXPAND MY PATIENT TYPE. HOW CAN I GET
MORE EDUCATION AND PRACTICE
IMPLEMENTATION GUIDANCE BEYOND THE
WEEKEND SEMINARS WITHOUT HAVING TO
GO THROUGH ENTIRE POST-DOCTORAL
PROGRAMS?”

APPLIED FUNCTIONAL NEUROLOGY /oionis

www.AFNeuro.com

APPLIED FUNCTIONAL NEUROLOGY
TO GET MORE INFORMATION ON

THIS EXCITING NEW PROGRAM
CLICK ON THE QR CODE OR GO
TO THE URL ABOVE AND SIGN UP
TODAY TO RECEIVE UPDATES!

FUNCTIONAL NEUROLOGY

: terial in'whole o pa
without permission of Trevor Berry, DC, DACNB is prohibited.




APPLIED

THREE PRIMARY TRACTS:

1. NEURODEGENERATIVE CONDITIONS
2. TRAUMATIC BRAIN INJURY/STROKE
3. NEURODEVELOPMENTAL

KEEPING YOUR BRAIN YOUNG  #fcionia

Community

The Top 5 Ways to Keep Your Brain Young

1. STIMULATE THE BRAIN
APPS (SEE NEXT PAGE), CROSSWORDS, PUZZLES, MAZES, GAMES, ART AND CRAFTS, INSTRUMENT/MUSIC, CONTINUING
EDUCATION. LEARNING NEW HOBBIES OR SKILLS

2. MOVE!

ANY MOVEMENT IS BETTER THAN NONE. 3 MINUTE HIIT TRAINING, COMPLEX MOVEMENT PATTERNS LIKE TAI CHI OR
YOGA, SOME ENDURANCE IS GOOD (WATCH FOR THE EXERCISE PARADOX - TARGET 23-37 MINUTES), DANCE

APP IDEAS: 7 MINUTE WORKOUT, MAP MY RUN. USE SMART WATCHES FOR FITNESS AND BIOMETRICS

3. CALORIC RESTRICTION

FEWER CALORIES IN GENERAL IS BENEFICIAL TO THE BRAIN. 24 HOUR WATER FASTS ARE A GREAT HABIT (1 EVERY 2-3
WEEKS). 16:8 RULE OF EATING (NOT ALWAYS INDICATED). GRAZING ON GOOD FATS, PROTEINS AND VEGGIES (ORGANIC) IS
JUST AS IMPORTANT AS FASTING. FASTING FROM THE SAD DIET IS IMPORTANT BUT REGULAR FUEL CONSUMPTION OF
HEALTHY FATS, PROTEINS AND FIBER IS JUST AS IMPORTANT. 3+ DAY WATER FAST RESETS - BONE BROTH RETURN. APP:
21-DAY HERO

4. BUILD AND MAINTAIN SOCIAL NETWORKS

“THE NUN STUDY”. DON’T BECOME A RECLUSE. KEEP WORKING OR VOLUNTEER. “MEETUP” IS A GOOD RESOURCE TO
MEET LIKE MINDED PEOPLE, SHARING HOBBIES AND MORE. BUMBLE BFF IS AN APP FOR MEETING PEOPLE AND
BUILDING A SOCIAL NETWORK

5. KEEP ANXIETY AND STRESS TO A MINIMUM

SHORT BURSTS OF STRESS ARE OK, OR EVEN BENEFICIAL (THINK HIIT TRAINING AND FASTING) BUT CHRONIC STRESS IS
NOT! GET OUT OF BAD RELATIONSHIPS, JOBS ETC. KEEP YOUR SCHEDULE BALANCED AND MANAGEABLE. “TALKSPACE”
IS A GOOD REMOTE THERAPY SERVICE AND LOW COST ALTERNATIVE TO IN OFFICE THERAPISTS.

ANXIETY MANAGEMENT APPS INCLUDE “ROOTD” WHICH EVEN HAS A PANIC BUTTON FEATURE FOR IMMEDIATE CBT.
“WYSA” AND “PERSONAL ZEN” ARE OTHER APP IDEAS. BREATHING EXERCISES 4:4:8 OR 4:7:8. GROUNDING AND
MEDITATION (LASER COMBO!)

SCHEDULE THESE INTO YOUA DAYAIMAKE THEN PARTGF ¥ OURCROUTINE AND A HEALTHY HABIT
without permission of Trevor Berry, DC, DACNB is prohibited.



BRAIN HEALTH APPS £rchonia

APPS FOR BRAIN TRAINING AND OPTIMIZATION:

- FOCUS BUILDER (NEEDS DOCTOR RX INSTRUCTIONS)

- LUMOSITY

- NEURONATION

- BRAIN HQ

- ELEVATE (WIDE RANGE OF MENTAL SKILLS)

- COGNIFIT

- PERSONAL ZEN (ANTI-ANXIETY TRAINING)

- HAPPIFY

- RELIEFLINK (SUICIDE PREVENTION AND MOOD TRACKER)

CONSIDER A SECOND LANGUAGE APP:
- BABBEL

- DUOLINGO

- ROSETTA STONE

- MONDLY e

https://www.focusbuilderapp.com/shop

Get $15 off any item in the online
store with discount code “Focus”.

https://www.focusbuilderapp.com/
shop

Contact NeurdSolutions@gmail.com to
LR get a Focus Builder App for Free Promo
Code for i0S only (Not for Android).

Available in the App Store only.

RECOMMENDED CONTINUING EDUCATION FOR NEUROLOGY OF EYE MOVEMENTS:

1. NEUROLOGY OF EYE MOVEMENTS SECTION UNDER DOCTOR’S LOUNGE AT
WWW.AZCHIRONEURO.COM. FREE FOR SEMINAR ATTENDEES THAT PURCHASE AN ERCHONIA
LASER AT ONE OF HIS EVENTS

2. FOCUS BUILDER SEMINARS BY DR. NOEL AND DR. WHITAKER 448
3. COMING IN 2024, ADVANCED TRAINING MODULES THROUGH AFN!

4. CARRICK INSTITUTE TBIMODUEES/NEUROCLOGY OF EYE'MOVEMENTS?BY LEIGH AND ZEE
without permission of Trevor Berry, DC, DACNB is prohibited.



VIBRANT LABS ORDERING  /Frcvonin

= - ARIZONA
" CHIROPRACTIC
NEUROLOGY
CENTER

Buy now, pay later

afterpaye> Kiarna.

Summary M

Order Summary ~

Now offering three unique options to enhance
your shopping experience! We prioritize your
convenience and aim to make your purchasing
process as smooth as possible.

EEF) Vibrant Wellness
R | 4 Food Zoomer +add on
¥ (At-Home Test)

BUY NOW, PAY LATER*

We provide you with the flexibility to make
immediate purchases without a full upfront payment,
easing financial strain and allowing you to manage
your budget effectively.

Subtotal

Khieping
Tax

Q

Order Total

Currency Converter
ABILITY TO USE HSA/FSA ACCOUNTS

Now you can maximize the benefits of your
healthcare savings account, making it easier for you
to access the products you need while saving money
on eligible expenses.

Q

GOOGLE & APPLE PAY

Enjoy a seamless and secure checkout experience. With
just a few taps, you can conveniently complete your
purchase using your saved payment information,
ensuring a smooth and hassle-free transaction process

N

Unlock a world of
convenience at your
fingertips. Scan the
code to visit our

online shop.
*Patients must have either signed in or verified their phone number on the

VIBRANT WELLPROZ PRICES INCLUDE RESULTS CONSULTATION WITH DR. BERRY

NEW BOOK SUGGESTIONS /o

7 STEPS TO A
HEALTHIER BRAIN

FIRST
PRINCIPLES

Sleep - Breathe - Heal

SUPER-
POWER

Learn to Use it Wisely

DR. SPENCER ZIMMERMAN

DOCTOR OF CHIROPRACTC, BORLOER, COLO

Fovonod by Gunrge Kol Co-Frmahy, Stssbal nscsnt) dralon

Scott Wustenberg

Duplication, citation or distributio#6®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



PARKINSON'’S DISEASE

Parkinson's disease is 50% more common
than previously reported, researchers say

For the study, researchers examined Parkinson’s incidence from 2012 healthcare data in North America. The data included
cohorts of 6.7 million person-years of adults aged 45 and older and 9.3 million person-years of adults aged 65 and older.

The researchers found that 60,0000-95,000 people were diagnosed with PD in
North America in 2012, significantly more than previous estimates of 40,000-

60,000

Trusted Source
Advanced age was strongly linked to an increased rate of PD, and males were consistently more likely to develop the

condition than females.

Open Access

Published: 15 December 2022
Incidence of Parkinson disease in North America

A. W. Willis, E. Roberts, J. C. Beck, B. Fiske, W. Ross, R. Savica, S. K. Van Den Eeden, C. M. Tanner & C. Marras on behalf of the Parkinson’s Foundation P4 Grou
npj Parkinson's Disease

volume
8, Article number: 170 (2022)

BIOMARKERS OF PARKINSON’S

451

Community Educatio

DISEASE ERCHON[A

Blood, CSF Marker Detects Parkinsonian Disorders

— Enzyme also identified preclinical Lewy body disease

CSF levels of DOPA decarboxylase (DDC) -- an enzyme that converts
levodopa into dopamine -- accurately identified patients with Lewy body
disease

"This study shows for the first time that DDC is elevated in both cerebrospinal fluid and blood in patients with
Parkinsonian disorders, including Parkinson's disease, Lewy body dementia, progressive supranuclear palsy,
and multiple system atrophy," Hansson told MedPage Today. "We even found that the levels were increased
before symptom onset and could predict subsequent development of clinical disease."

DDC, also known as aromatic L-amino acid decarboxylase, identified preclinical Lewy body disease in unimpaired individuals
who had a positive alpha-synuclein seed amplification assay (AUC 0.81), the researchers said. It predicted progression to
clinical Lewy body disease over a 3-year period in preclinical cases (HR 3.7 per standard deviation change, 95% CI 1.1—
12.7, P=0.035).

DDC levels were increased in atypical Parkinsonian disorders but not in other neurodegenerative disorders like
Alzheimer's disease, frontotemporal dementia, or vascular dementia.

Open Access
o Published: 18 September 2023

DOPA decarboxylase is an emerging biomarker for Parkinsonian disorders including preclinical

Lewy body disease

Joana B. Pereira, ) ) L . . ) Lo .
Duplication, citation or distributio#6®f this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.



CASE STUDY: USING LASERS DIAGNOSTICALLY

PATIENT HAD BEEN GIVEN PARKINSON’S DIAGNOSIS... #ERcHONIA

=PATIENT IS AN INTEGRATIVE MEDICAL DOCTOR
WHO FLEW IN FROM CALIFORNIA 5/22/22

- WAS GIVEN THE DIAGNOSIS OF A
“PARKINSON’S LIKE BALANCE DYSFUNCTION”
AND RX SINEMENT. THIS CARBI-LEVODOPA
RX SEEMED TO HELP GAIT AND BALANCE
INITIALLY BUT HAS BECOME MARKEDLY
WORSE IN THE PAST YEAR!

-HE HAD MILD CONSTIPATION ORIGINALLY BUT
WITH SINEMENT HE HAS TO TAKE 9 LAXATIVES!

-HE FAILED THE PROPRIOCEPTIVE SECTION ON
CDP

=-VNG SHOWED HORIZONTAL SQUARE WAVE
JERKS, LEAKY NI ON LATERAL GAZE HOLDING
AND SEVERE FATIGUE ON ALL TESTS.
SACCADES (BOTH VERTICAL AND
HORIZONTAL) WERE SLOW, LATENT AND
HYPOMETRIC

-PATIENT IS A VEGAN WITH MEGALOBLASTIC
ANEMIA PATTERN AND SEVERE METABOLIC
FATIGUE ON TESTING. IS ADDING
METHYLATED B’S AND OMEGA 3 FATTY ACIDS

CASE STUDY: USING LASERS DIAGNOSTICALLY |
PATIENT HAD BEEN GIVEN PARKINSON'’S DIAGNOSIS... # ERCHONIA

DIAGNOSTIC TREATMENT (MASTER BRAIN)
SETTING EVRL (1-10-40-60 FOR ALL AREAS):

1. CEREBELLUM/BASE OF SKULL 4 MINUTES.
STACKED WITH CARTESIAN CROSS “NO-NO”
GAZE STABILIZATION EXERCISES, GLUT
ISOMETRICS AND LEFT HAND COMPLEX
MOVEMENT PATTERN IN BETWEEN
CARTESIAN AND 4:4:8 BREATHING

2. PRE-FRONTAL LASER 4 MINUTES WITH GAIT
VISUALIZATION THEN FAST FINGER TO NOSE

3. VAGAL NERVE STIMULATION PROTOCOL (2
MIN LASER SCM WHILE PERCUSSING GUT
THE 2 MINUTES OVER GUT)

4. LOWER EXTREMITY STACKING LASER FROM
ANKLE UP THE LEG WITH HIGH SPEED
PERCUSSOR (2 MINUTES EACH LIMB)

PATIENT IS PURCHASING AN EVRL AND
PERCUSSOR FOR PERSONAL USE (AND WANTS

TO IMPLEMENT IT INT&pM!%fﬁﬁ&I’Qﬁ%utioﬁ@f this materia

without permission of Trevor Berry, DC, DAC
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= ; 455
/ CHs Dopamine PNMT
.\IQ> B-Hydroxylase Norepinephrine ;—‘E’ Epinephrine RUN LABS
Hom/(\)v‘a:ﬁllic conir! O (Needs Methyl Groups) MICE:(’;‘;‘:E:;ENT
= 0. Ma0\ Ms MHPG
Dopamine VitC vl
P o NUTRIENT SUPPORT
, . Synthesized in Substantia Nigra Pars Compacta MUCUNA
Ar‘gmatlc Amino |\ g (p_5.p) (Basal Ganglia) * Clinical — Dopamine T IBOGAINE/MUSHROOMS
Acid ) Move!! Eyes, Light
?ecarb(;x)ﬂlase \ Needs Testosterone, Estrogen/Progesterone FIX LEAKY GUT
\ *Clinical* - CHy/B Vitamins Depleted with Estrogen (B/C, HRT), ADDRESS
Antidepressants, PPI Inhibitors, Diabetes Meds, Statins AUTOIMMUNITY
DOPA . ’
Tyrosj PARKINSON’S MEDS!
2 Folic Acjg fB.u\ Tyrosine VAGAL NERVE
STIMULATION
F G oy AT Blood Brain Barrier —---------------mormmmmm e
ood Brain Barrier 1 INCLUDING
Dietary Consumption of AA LNAA Transport of N-Acetyl and L-Tyrosine PROPER BOWEL
' ACTIVITY
Phenylalanine -XHH ; ;\.cet}:l
(Beef. Eggs, Fish, Turkey, Pork Chocolate) (E:‘xgrs)me FALL PREVENTION/
*Stomach Acid/Vagal Response SECONDARY
INJURY
Total Proteins BCAA’s
) . . . IMPROVEMENTS
Needs Proper Dietary Insulin Response which Leads to Proper Ratio of 4 IN ADL
Phenylalanine and Tyrosi
(Dysglycemia. IlB—\l('enli[)'ltilm(l']lic’(‘:)z'lll;”f:llll::o e) IT'S NOT A
sglycemia, HBAIC, , Glycomark, G S
R ' : ’ CURE
Lq‘ ‘ ERCHONIA *Low Dopamine — Loss of Movement., Rigidity. Brady Kinetic, Life of Party and then
S Suicidal, Worthlessness. Self-Destructive. Can’t Handle Stress. Isolation, Anger. Lack of
Ciiiicsii SLOW THE
PROGRESSION?

*Low Catecholamines - '. Mental Speed, Alertness, Concentration, Cognition, Distracted,
Caffeine Helps Mental Function

PARKINSON’S ETIOLOGY ZrchioNIA

“The study’s findings suggest that exposure to trichloroeth Mlene

in water may increase the risk of Parkinson’s disease. Millions worldwide
have been and continue to be exposed to this ubiquitous environmental
contaminant,”

Interestingly, TCE was also found in decaffeinated coffee.
However, it has been banned by the food and pharmaceutical
industries since the 1970s. Despite being removed from dry
cleaning processes in the mid-1950s, TCE is still used in metal

cleaning. degreasing. and as an extraction solvent in the textile
manufacturing industry.

May 15, 2023
Risk of Parkinson Disease Among Service Members at Marine

Corps Base Camp Lejeune

Samuel M. Goldman, MD, MPH12; Frances M. Weaver, PhD34; Kevin T. Stroupe, PhD34; et al

Lishan Cao, MSs; Beverly Gonzalez, PhD3; Kalea Colletta, DO3; Ethan G. Brown, MDzs; Caroline M. Tanner, MD, PhDz25

Author Affiliations Article Information

JAMA Neurol. suished onine May BYBJication, citation or distributiofs®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



PARKINSON'’S DISEASE

Parkinson’s Breakthrough: Scientists Have Identified a Key Molecule

Adenosine, a neurotransmitter, has been found to act as a brake on dopamine, another neurotransmitter involved in motor
control, by researchers at Oregon Health & Science University. The findings, which were published in the

journal Nature, reveal that adenosine and dopamine operate in a push-pull dynamic
in the brain.

“There are two neuronal circuits: one that helps promote action and the other that inhibits action,” said senior author Haining Zhong,

Ph.D., a scientist with the OHSU Vollum Institute.  DOPpamine promotes the first circuit to
enable movement, and adenosine is the ‘brake’ that promotes the
second circuit and brings balance to the system.”

Notably, adenosine is also well known as the receptor that caffeine acts upon.

“Coffee acts in our brain through the same receptors,” Mao
said. “Drinking coffee lifts the brake imposed by adenosine.”

While drinking caffeine each day does not appear to help improve sleepiness among people with Parkinson’s disease, it may have a benefit in controlling
movement, according to new research published in the August 1, 2012, online issue of Neurology®, the medical journal of the

American Academy of Neurology.

“Studies have shown that people who use caffeine are less likely to develop Parkinson’s disease, but
his is one of the first studies in humans to show that caffeine can help with movement symptoms for
people who already have the disease,” said study author Ronald Postuma, MD, MSc, with McGill University in Montreal and the Research
Institute of the McGill University Health Center. Postuma is also a member of the American Academy of Neurology.
References: “Locomotion activates PKA through dopamine and adenosine in striatal neurons” by Lei Ma, Julian Day-Cooney, Omar

Jaidar Benavides, Michael A. Muniak, Maozhen Qin, Jun B. Ding, Ti&%yi Mao and Haining Zhong, 9 November 2022, Nature.
NOT- 10 1022 /c418R4-N29_NEANT A

PARKINSON'’S DISEASE £rchonia

Study: Two New Early Signs of Parkinson's
Disease Identified

The findings may help health care providers diagnose and begin treating patients earlier.

Hearing loss and epilepsy have been identified
as two new, early signs of Parkinson's disease,

according to new research published in JAMA
Neurology.

THE PRIOR PD TRIAD:
- CONSTIPATION
-ASYMMETRIC SHOULDER PAIN/STIFFNESS NOT RESOLVING
FROM STANDARD CARE
- LOSS OF SMELL

Duplication, citation or distributio#6®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



PARKINSON'’S DISEASE £ercrionia

Community Education

- Researchers have found a distinct genetic signature in the
immune cells of people with Parkinson’s disease.

» The genes in question are associated with oxidative stress,
inflammation, and other immune-related changes.

“The evidence that [Parkinson’s disease] may partially be an autoimmune disease is just
beginning to accumulate,” said James Beck, Ph.D., chief scientific officer of the Parkinson’s
Foundation in the United States.

Inflammation is associated with Parkinson’s, and it may be a result of autoimmune processes,
he told Medical News Today.

Memory T cells are immune cells that remember the specific molecular features of past
infections or autoimmune reactions.

“But all of our work points toward T cells having a role in the disease,” she adds.However,
whether autoimmunity actually causes the disease has yet to be proven.

Open Access
Published: 21 March 2022

Transcriptional analysis of peripheral memory T cells reveals Parkinson’s disease-specific
gene signatures

Rekha Dhanwani, Jodo Rodrigues Lima-Junior, Ashu Sethi, John Pham, Gregory Williams, April Frazier, Yagian Xu, Amy W. Amara, David G. Standaert, Jennifer G. Goldman, Irene
Litvan, Roy N. Alcalay, Bjoern Peters, David Sulzer, Cecilia S. Lindestam Arlehamn & Alessandro Sette

.
npj Parkinson's Disease
459
volume
8, Article number: 30 (2022)

PARKINSON’S DISEASE [chonin

Community Education

Eating berries may protect against Parkinson’s disease

Men and women who regularly eat berries may reduce their risk of developing Parkinson’s disease, according to a new study from Harvard

School of Public Health (HSPH). The researchers, led by Xiang Gao, research scientist in HSPH’s Department of Nutrition, believe the

high flavonoid content in berries, apples and oranges help ward off the disease. Study partiCipantS WhO
consumed the most flavonoids were 40% less likely to
develop Parkinson’s.

Can three or more servings of berries a week help lower
risks of Parkinson’s disease?

It is truly possible, according to the new studies published in Neurology.?

Men and women that consume berries, three or more times a week are nearly 27% less likely
to develop Parkinson’s disease, than those who have less than two servings per month.

Exactly how berries can help lower risk is still not known, but they are rich in antioxidants,
known as flavonoids, who could protect brain cells from damages. Flavonoids are usually

found in fruits and Vegetﬂm‘@ﬁon, citation or distributio#6®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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REVIEW article
Front. Aging Neurosci., 03 Aprll 2020, https://doi.org/10.3389/fnagi.2020.00089

Mitochondrial Dysfunction and Parkinson’s Disease
—Near-Infrared Photobiomodulation as a Potential
Therapeutic Strategy

Aaron Song Chuan Foo1 2, Tuck Wah Soong1, Tseng Tsai Yeo- and Kah-Leong Lims -

As the main driver of energy production in eukaryotes, mitochondria are invariably
implicated in disorders of cellular bioenergetics. Given that dopaminergic
neurons affected in Parkinson’s disease (PD) are particularly
susceptible to energy fluctuations by their high basal energy
demand, it is not surprising to note that mitochondrial
dysfunction has emerged as a compelling candidate
underlying PD. A recent approach towards forestalling
dopaminergic neurodegeneration in PD involves near-
infrared (NIR) photobiomodulation (PBM), which is thought to

enhance mitochondrial function of stimulated cells through augmenting the activity of

cytochrome C oxidase. sor

LOW LEVEL LASER FOR ALZHEIMER’S AND

PARKINSON’S DISEASE: GOOD REVIEW PAPER #fERCHONIA

Turning On Lights to Stop Neurodegeneration: The Potential of Near Infrared
Light Therapy in Alzheimer's and Parkinson's Disease

2 and 2

Introduction
Several recent studies in animal models of Alzheimer's and Parkinson's disease have reported

that low-level near infrared light (NIr) therapy not only mitigates the
behavioral deficits associated with these conditions but also has

neuroprotective effects, slowing the underlying death of neurons.
Current clinical therapies for both diseases do not achieve a comparable slowing of
degeneration and neuroprotection, though they do relieve motor signs in Parkinson's disease
and, to a lesser extent, the cognitive, and memory deficits in Alzheimer's disease. In this
review, we consider the evidence for neuroprotection by NIr in animal models
of these diseases, the putative mechanisms by which NIr may work to protect
cells against insult, the safety of NIr therapy and finally, the potential effective
use of NIr therapy in patients. First, we provide an overview of Alzheimer's and
Parkinson's disease and current treatment options for these conditions.

Duplication, citation or distributio#6af this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



PARKINSON'S DISEASE AND

LLLT fErcHonia

Mol Neurodegener. 2009 Jun 17;4:26. doi: 10.1186/1750-1326-4-26.

Reduced axonal transport in Parkinson's disease cybrid
neurites is restored by light therapy.

Trimmer PA1, Schwartz KM, Borland MK, De Taboada L, Streeter J, Oron U.

CONCLUSION:

The results from this study support our proposal that axonal transport is reduced in sporadic
PD and that a single, brief treatment with near-infrared light can restore axonal transport to
control levels. These results are the first demonstration that LLLT can increase axonal
transport in model human dopaminergic neuronal cells and they suggest that LLLT

could be developed as a novel treatment to improve neuronal function in patients with
PD.

J Comp Neurol. 2010 Jan 1;518(1):25-40. doi: 10.1002/cne.22207.

Neuroprotection of midbrain dopaminergic cells in MPTP-treated mice after near-
infrared light treatment.

Shaw VE1, Spana S, Ashkan K, Benabid AL, Stone J, Baker GE, Mitrofanis J.

“In summary, our results indicate that Nlr light treatment offers neuroprotection against MPTP
toxicity for dopaminergic cells in the SNc”. START TREATING YOUR BRAIN BEFORE
SYMPTOMS START!

Exp Neurol. 2009 Aug;218(2):320-5. doi: 10.1016/j.expneurol.2009.03.016. Epub 2009 Mar 26.
The cybrid model of sporadic Parkinson's disease.

Trimmer PA1, Bennett JP Jr.

Most PD ( approximately 90%) is sporadic (sPD), and is associated with mitochondrial deficiencies
Our recent studies show that near-infrared laser light therapy normalizes mitochondrial
movement and can stimulate respiration in sRb cybrid neurons, and mitochondrial gene
therapv can restore respiration and stimulate mitochondrial ETC aene and protein expression.

PARKINSON'’S DISEASE AND

LLLT

» 24 hour water fast 1x/week (minimum every 2 weeks), FIX GUT/LEAKY GUT
» ADDRESS DOPAMINE NEUROCHEMISTRY/CO-FACTORS/MICRONUTRIENTS

» LLLT GI AND SCM vagal setting (10-10-10-10). VAGAL PROTOCOL (2min
SCM while percussor gut then 2 min gut). Also consider SCM stem with
laser while doing motor exercises/rehab/”unfreezing”

» LLLT Mastoid vestibular stimulation (4-8, 50-150) 5 minutes. CO-ACTIVATE

» LLLT MASTER BRAIN SETTING 1-10-40-60 (BIAS DIODES TO FRONTAL
CORTEX AND CONTRALATERAL CEREBELLUM USING FX) Avoid Beta Hz
oscillations (around 13-30Hz). Consider co-activation with targeting
saccades (SVI/Ipad tapping).

» Initial treatment 3x/week 4 weeks, monitor progress and phase down.

» BIAS TREATMENTS TO FX 405 OR EVRL BUT STACK WITH GVL WHEN
AVAILABLE

Duplication, citation or distributio#6éf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Front Hum Neurosci. 2019 Apr 3;13:118. doi: 10.3389/fnhum.2019.00118. eCollection 2019.
Abnormal Phase Coupling in Parkinson's Disease and Normalization Effects of

Subthreshold Vestibular Stimulation.
Lee S1,2, Liu A/2,3, Wang ZJ1,4, McKeown MJ2,5.

Resting EEG was collected from 16 PD
subjects and 18 age-matched, healthy
controls (HC) in four conditions: sham (no

stimulation), EVS1 (4-8 Hz multisine),
EVS2 (50-100 Hz multisine) and
EVS3 (100-150 Hz multisine) L

APICAL DIODE SCAN:
4-8 HZ, BOTH
MASTOID DIODES

/ SCAN: 50-150 HZ

*NOTE: Several electrophysiology studies using local field potential (LFP) recordings demonstrated that, in the
dopamine-deficient state, the neuronal synchronization in the basal ganglia (BG) is exaggerated at frequencies in
the beta range (13-30 Hz) (Brown and Williams. 2005; Eusebio et al.. 2009; Litvak et al.. 2012; Oswal et al..l
2013). These beta oscillations are also highly synchronized with sensorimotor areas (Brown et al.. 2001; Marsden
et al.. 2001; Cassidy et al., 2002; Williams et al.. 2002) as well as muscle activity of upper limbs during movement
(Marsden et al.. 2001). This excessive beta synchronizatign is considered to be, in part, responsible for the .
Parkinsonian symptoms and thus reducing the abnormal synchronization with deep brain stimulation (DBS) has

TRAUMATIC BRAIN
INJURY frcHoniA

L5

-~

2023 DR. TREVOR BERRY ALL RIGHTS RESERVED
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ACUTE PHASE TBI

NUTRITIONAL SUPPORT  ffreronn

Summary: Acute Phase TBI Management (<4 Weeks)

AM:

1 OMEGA MONOPURE CURCUMIN EC

1 S-ACETYL GLUTATHIONE

1 ACTIV NUTRIENTS WITHOUT COPPER
AND IRON

1 ACTIV NUTRIENTS PERFORMANCE

1 MONOPURE PRM

1 ALAMAX CR
PM: *
1 MELATONIN CR

1 NAC
24 HOUR WATER FAST ON 1K2-D3
DAYS 7, 14, 21 AND 28 1 HEMP MONOPURE
CONSIDER ATP IGNITE AM 1 OPTIMAG NEURO
CREATINE + COFACTORS B

* ERCHONIA LOW LEVEL LASER BRAIN TRANSCRANIAL AND VAGAL STIM (1-10-1-10)
DAILY (RENTAL PROGRAM) OR 3X/WEEK FIRST 2 WEEKS THEN MINIMUM ONCE A WEEK
UNTIL SYMPTOM RESOLUTION. DO NOT RETURN TO PLAY/ADL IF SYMPTOMS PERSIST!

ACUTE PHASE TBI
ERCHONIA FX
APPLICATION UP
TO 4 WEEKS OF CARE

FRONTAL DIODES 1 HZ
(ALL 2 OR 4)
VAGAL STIM 10 HZ
(ALL 4)

10 MINUTE MAX
FOR FX 635
6 MINUTE MAX

FOR FX 405 Pre-treat to cd\hm‘-er
3X/WEEK 4 WEEKS neuroprotective effects

OR DAILY WITH THE (smaller lesion, limit spreading
LASER RENTAL! effect, protect bbb)

Duplication, citation or distributio
without permission of Trevor Berry, DC;D




SUMMARY OF 4 PHASES GF TBi MANAGEMENT

1. PRE-CONDITION PHASE:

- TRANSCRANIAL LOW LEVEL LASER

- INTACT BARRIER SYSTEMS/VAGAL LASER

- FUNCTIONAL NEUROLOGY BALANCE AND OPTIMIZATION (IE. VESTIBULAR INTEGRATION,
FAST EYE MOVEMENTS, BALANCE ETC)

= NUTRIENT PROFILES ESPECIALLY MAGNESIUM AND EFA’S

2. ACUTE PHASE PROTOCOL (SEE SLIDE)

3. POST-CONCUSSION SYNDROME PRIMARY DIFFERENTIALS:

= GLIAL PRIMING/INFLAMMATION CYCLES (LLLT TCT/VAGAL, SPM’S, CURCUMINOIDS, HIGH
DOSE GLUTATHIONE)

- ASSESS AND REPAIR LEAKY BARRIER SYSTEMS/VAGAL NERVE STIMULATION

- HP-AXIS ASSESS WITH LABS AND SUPPORT (GONADS, ADRENALS, THYROID - ASI SALIVA
AND URINE METABOLITES TEST, FULL THYROID PANEL. OTHER UPSTREAM SUPPORT -
DOPAMINE/SEROTONIN AND THALAMIC INTEGRATION)

- WATCH FRUCTOSE/SAD DIET. CONSIDER KETOSIS

- FUNCTIONAL NEUROLOGY A) VESTIBULAR SENSORY MISMATCH B) MAPPING ESPECIALLY
SACCADES C) ANS REGULATION/MESENCEPHALIC WIND-UP D) LEFT DLPF

4. PROPER RETURN TO PLAY ASSESSMENT:

- OBJECTIVE BIOMARKERS (VNG, CDP, NEUROPSYCH). ALWAYS TRY TO HAVE A PRE-SEASON,
GENERAL PATIENT BASELINE ASSESSMENT DONE IE. CTSIB

- SYMPTOM STATUS

- BETTER TO RETIRE THAN FACE LIFE LONG CTE/GLIAL RAMIFICATION

ERCHONIA

81 YEAR OLD MALE
MOTOR VEHICLE ACCIDENT
CERVICAL SPINE FRACTURE RESULTING IN A 9 LEVEL CERVICAL TO THORACIC FUSION ON
11/8/23 (2 DAYS POST MVA) RESULTING IN NEAR FULL UPPER AND LOWER EXTREMITY USE

AND COMPLETE BOWEL/BLADDER CONTROL LOSS
HAD BEEN DOING HOSPITAL AND IN HOME OT/PT SINCE SURGERY

FIRST VISIT AT MY OFFICE 1/30/24

COULD NOT DO CDP BALANCE TESTING
VNG SHOWED HORIZONTAL SQUARE WAVE JERKS IN ALL GAZE HOLDING QUADRANTS, LATENCIES AND HYPOMETRIA OF ALL
SACCADE DIRECTIONS, AND SACCADIC INTRUSIONS OF ALL PURSUITS

TREATMENT:

INITIAL TREATMENTS FOCUSED ON VAGAL QUAD PROTOCOL, LE REBUILDER, GVL C SPINE STACK WITH EYELIGHTS/HEMISTIM,
RPS MINISTIM WITH OCULOMOTOR PRELOAD INTO MOVEMENT PATTERNS (IE MEDIAN NERVE INTO BALL SQUEEZE, ULNAR
INTO HAND BALL FLARE, GLUT ISOMETRICS ETC). SEATED VIBE PLATE 40 HZ GLUT ISO AND SEATED CROSS-CRAWL. NSI IM

AND PROSACCADES. FX 405 FINISH TCT MASTER WITH CONCENTRATOR AND 40 HZ BINAURAL BEATS. PROGRESSED INTO GAIT

TRAINING STACKING (ASSISTED AND UNASSISTED) SEE VIDEOS...

BY 3/14/24 (6 WEEKS OF CARE IN MIDST OF 12
VISIT TREATMENT TRIAL DRIVING UP FROM
TUCSON) HE HAD FULL BOWEL CONTROL!

Duplication, citation or distributio#7®f this material in whole or in part
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4/2/24

RON VAGAL NERVE STIMULATION FOR BOWEL AND o
ERCHIA

BLADDER CONTROL POST SPINAL CORD INJURY

Duplication, citati‘on or distributiodrdf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.




fercronia

-

VIDEOS BELOW ARE FROM 4/2/24 VISIT. HE WALKED 50 FEET IN
HOUSE UNASSISTED BY 4/16/24 VISIT!

473

-
Duplication, citation or distributio#74f this material in whole or in part
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RON CAN NOW WALK 60+ FEET #frcionia

o7
=]

PROPRIOCEPTIVE
(Muscle, joint, skin)

VESTIBULAR
(Labyrinth)

£ A

O N CENTRAL NERVOUS SYSTEM ‘r

l (Coordination, integration)

" / W
Control of eye Postural control
movemen t by muscle
\ BALANCE l
dysfunction
Imbalance /Dizziness

DO THE EYES, INNER EAR AND
PROPRIOCEPTIVE SYSTEMS SAY THE SAME
THING THE THE VESTIBULAR NUCLEI AND

CORTEX.(EING, BIGH T EARIE AL LOBE)?

without permission of Trevor Berry, DC, DACNB is prohibited.
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Modified CTSIB

BALANCE Modified CTSIB Name: Sampie Profile | | B ALANCE Modified CTSIB Name: Sample Profile
TRACKING SYSTEMS (Main RBBU“B) BT 1D#: XXXXXX TRACKING SYSTEMS (COP Details) T 1D#: YOO00XX

The modified Clinical Test of Sensory Integration and Balance (CTSIB) evaluates sensory contributions to  Modified CTSIB results are typically determined on the basis of Center of Pressure (COP) path length. Some
postural contral. The first trial is the “Standard" condition where balance is tested with eyes apen and twa feet  users may have use, however, for additional COP metrics and/or enlarged visualizations of the raw COP data
on the BTrackS Balance Plate's firm surface. The second (i.e. eyes closed on a fim surface), third (eyes open  trace. These metrics and visuals are provided below.

on a "perturbed”, foam surface), and fourth (eyes ciosed on a foam surface) trials to give an indication of how
proprioception, vision and vestibular information are respectively used for balance.

Standard Proprioception Vision
(Eyes Openi Eyes ClossaTr < Opurfon

Vestibular
(Eyes Cosearoum)

Standard Proprioception Vision
(£yes Openim Eyes Cosedem) Eyes OperuFoam

& ML =6.5cm
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AP =4.2cm AP =7.Tcm
Ang = 19deg Ang = 35deg

Baseline

o 4 =1, =14
[22 | [ 40 | [[44 | 102 | i g et
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o
5
[
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1% ]
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£ !
3 I 18 ‘ | 22 ‘ ‘ 2 ‘ | 48 ‘ o B AP =2.2cm # AP =2.9em B8 AP =5.2cm AP =cm
£ Path Length (cm) Path Length (cm) Path Length (cm) Path Length (cm) o Ang = 3deg ! Ang = Bdeg Ang = 13deg Ang =deg
m )
B e — | — e — | (— o
i ° LR gy 2 R L il [A'964% confidence elirse i ko the rawdatiafrom each lest condlion inthegraphs sbove. The elipoes are delenmined ooitho
' smallest elipse that fits 95% of the Center of Pressure (COP) test data within it. Three metrics describing the data are aiso provided.
When compared to healthy adults of the same sex, the most recent Baseline mCTSIB results showed bottom quartile performance The ML and AP melrics give the COP range in the medial/lateral and anterior/posterior directions. The Angle (i.e. Ang) metric
in four conditions (Standard, Proprioception, Vision, estibular). The mast recent Fost-Baseline mCTSIB test results show bottom quaniifies the ellipse rotation I the left (negaiive) or right (posilive) of vertical MLIAP metrics assume allignment along fo the cardinal
quartile performance in zero conditions aves of the BTrackS Balance Plate

The composite MCTSIB results were 208cm at Baseline and 115¢m at Post-Basedine. This is an improvement of 93cm

2(1/2018 1547 11,243 15,412 36,42 19 68,7735

2172018 1547 22 |18 40 | 5 [44 [ 11 (10212 | 208 | 8 Initial Visit

2/8/2018 15:20 12,222 15,38 4 34 41,16 82,72,30
¥ Z] z 1

2/8/2018 15:20 23 (1439 |7 |44 |11 |78 |28 | 184 | 12 Wk 1 Follow-up z?ﬁg:g:j i, L‘s’:gr'g 1“333?; S? g: :ﬂ g;'::'g?
3122018 16:24 20 |26 |36 (10|40 |15 | 70 |41 166 | 22 ‘WK 4 Follow-up A28/2018 15,37 07 181 09‘ 27‘ 7 7 9‘33"0 33'53'19
4172018 14:27 18 |36 |33 |15|34 |29 | 60 |62 | 145 | 37 Wk & Follow-up : G = =
4/28/2018 15:37 19 |31 (28 13130 (43 [ 56 [ 71 132 | 52 Wk 12 Follow-up Sﬁgg:s :g :: 3: ;g é ‘Ug sg ‘g “ '86 :; ‘93 BACREY
6/2/2018 1541 19 |31 (23 |52 25 |61 |52 [76 | 119 | 66 Wk 16 Follow-up -
8172018 13:44 18 |36 |22 |56 |27 |53 |48 [84 | 115 | 71 & Month Follow-up

Used to understand which of the three sensory systems may be causing a balance deficit -

Proprioception, Vision or Vestibular. Norms are provided for each test. .

VESTIBULAR SENSORY

MISMATCH

1. USE BTRACKS CDP CTSIB TO HELP ISOLATE DEFICIT AREAS

2. BEDSIDE NEURO EXAM WORK-UP TO ASSOCIATED AREAS (EX. DIX-HALLPIKE FOR VESTIBULAR)

3. RULE OUT NYSTAGMUS. IF DR. BERRY DOES NOT GET THE OPPORTUNITY TO TEACH IT DURING OR AFTER
THE SEMINAR PLEASE REFERENCE THE FOLLOWING ON YOUTUBE:

Dr Brock Vestibular Repositioning Maneuvers

4. ONCE NYSTAGMUS IS CLEARED OUT (MOST LIKELY DUE TO BPPV), CONTINUE WITH GAZE STABILIZATION
AND VESTBULO-OCULAR REFLEX (VOR’S)

5. UTILIZING THE OCULOMOTOR SYSTEMS WITH GAZE STABILIZATION EXERCISES IN ALL QUADRANTS
(CARTESIAN CROSS) CAN BE AN EFFECTIVE WAY TO BEGIN TO STABILIZE THE SPINE POST INJURY,
ESPECIALLY WHEN THERE MAY BE CONTRAINDICATIONS TO CHIROPRACTIC MANIPULATION (LIGAMENT
INSTABILITY, METABOLIC THRESHOLD ETC)

6. ONCE THE PATIENT IS ABLE TO HOLD GAZE IN ALL REGIONS AND VOR’S ARE INTACT AND ACCURATE,
TRANSITION TO SACCADES (REACTION TIME, SPEED AND ACCURACY)

7. FROM THERE TRANSITION INTO SMOOTH PURSUITS. CONSIDER MICROSACCADES WITH GAZE
STABILIZATION IN AREAS OF SACCADIC INTRUSIONS

8. CONSIDER DYNAMIC THERAPIES LIKE OPTOKINETIC CONTAMINATION IN THE BACKGROUND WHILE
PATIENT DOES TRANSLATION, GET THEM ONTO THE PRACTICE FIELD TO EMULATE THEIR SPORTS
ENVIRONMENT ETC.

9. WHEN PROPRIOCEPTION IS DEFICIENT AND CONTRAINDICATIONS ARE RULED OUT, USE YOUR
ADJUSTING TECHNIQUES APPROPRIATE FOR THE PATIENT. ALSO CONSIDER FULL SPINE STABILIZATION

10.CLINICAL GEM: DO NOT USE PERTURBED SURFACES DURING ACUTE PHASE SPINAL ORTHOPEDIC
REHAB

11.ALSO INCREASE FULL BODY LARGE DIAMETER AFFERENTS (LE SSEP GAIT OR REBUILDER PROTOCOLS,

MUSCLE REHAB WITH ISOMETRICS)
Duplication, citation or distributio#7®f this material in whole or in part

without permission of Trevor Berry, DC, DACNB is prohibited.
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Balance & Fall Risk Left/Right Targets

Front/Back Targets

Weight Distribution

Modified CTSIB Diagonal Targets

Random Targets

Limits of Stability

Testing Protocols
Training Protocols

Cervical Challenge Target Tracking

Single Leg Stance Custom Design

Online with the Coupon Code Assess Balance Advanced System
List Price: $2900
laser2024 : . :
(Lower case] Special Seminar Price
ff
¥3000 $2600
balancetrackingsystems.com ]
1-888-811-0054 x701 System includes Balance Plate, Foam Pad and

Assess Balance Advanced Software ;9

TRAUMATIC BRAIN INJURY fFrcronin

Init Tic

-#1 SYMPTOM OF TBI IS HEADACHES, #2 IS DIZZINESS

~FEMALES ARE 6 TIMES MORE LIKELY TO SUFFER A CONCUSSION THAN MALES

-SUB METABOLIC THRESHOLD EXERCISE IS INDICATED POST HEAD INJURY

-BECAUSE THE BRAIN IS USING UP EVEN MORE ENERGY THAN IT ALREADY DOES TO HEAL FROM A HEAD
INJURY, MITOCHONDRIAL SUPPORT IS OF THE UTMOST IMPORTANCE. LASER, CREATINE AND OTHER ATP
NUTRITION (ACTIVNUTRIENTS PERFORMANCE)

-BTRACKS CTSIB MARKERS IDEALLY ABOVE 70% FOR RETURN TO PLAY. CONSIDER OPTIMIZATION FOR
RESPECTIVE SPORT. IE. SURFERS NEED BETTER VESTIBULAR OUTCOMES VS. FIELD SPORTS NEED
PROPRIOCEPTIVE

-PROPRIOCEPTION ORDER OF FEEDBACK #1 NECK (SPINE) #2 ANKLES/FEET #3 HIPS

-AVERAGE RETURN TO PLAY MINIMUM IS 18 DAYS (THINK HOW SOON MANY ATHLETES RETURN!)

-IF A CONCUSSION IS SUFFERED AND THEY GO BACK IN THE GAME THE AVERAGE RETURN TO PLAY GOES
TO 44 DAYS!!!

=FOR EVERY MINUTE AN ATHLETE TRIES TO PLAY THROUGH A CONCUSSION, THE ATHLETE ADDS 7-9 DAYS
OF RECOVER. EAGLE ET AL 2022

~-ASSESS THE PATIENT FOR RETURN TO PLAY WHEN THEY ARE REALLY TIRED SUCH AS EARLY IN AM OR END
OF DAY

=JUST LIKE ACUTE ORTHOPEDIC INJURIES, DO NOT TRAIN FAULTY TBI VESTIBULAR FINDINGS ON
PERTURBED SURFACE LIKE AN AIREX PAD UNTIL STABILIZED. YOU DON’T WANT TO CREATE
NEUROPLASTICITY AROUND A FAULTY SYSTEM

=WHIPLASH/CAD IS THE NECK COMPONENT VS TBI (TRAUMATIC BRAIN INJURY)

~ALL CONCUSSIONS SHOW DYSFUNCTION OF THE DORSOLATERAL PREFRONTAL CORTEX (DLPF L>R)

-FOR DYSAUTONOMIA ANALYSIS (IE POTS, ORTHOSTATIC INTOLERANCE). TILT TABLE IS THE GOLD
STANDARD BUT IF NO TILT TABLE, CONSIDER THE NASA LEAN TEST

-WHEN DOING MSK REHAB, TYPICAL COGNITIVE FATIGUE OF THE BRAIN IS AT MAX 25 MINUTES

*SOME CONTENT COURTESY OF FNOR (BREPrUiesdinRToitat0 b avislistohakpt8ef this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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Review Article

Physical exercise ameliorates deficits induced by traumatic brain injury

T. Archer K. Svensson,M. Alricsson

First published: 11 January 2012 https:/doi.org/10.1111/1.1600-0404.2011.01638.xCitations: 36

Neurobiology of Disease
Volume 54, June 2013, Pages 252-263

Late exercise reduces neuroinflammation and cognitive dysfunction after traumatic brain injury

Author links open overlay panel
Chun-Shul toicaJunfangWuBorisSabirzhanovZaorui iZhaol It

abatbatDavid J.LoaneAlan |.Faden

Physical activity can reduce inflammation and facilitate recovery after brain injury. Here, we investigated the time-dependent
effects, and underlying mechanisms of post-traumatic exercise initiation on outcome after moderate traumatic brain injury
using a well-characterized mouse controlled cortical impact model. Late exercise initiation beginning at 5 weeks
after trauma, but not early initiation of exercise at 1 week, significantly reduced working and
retention memory impairment at 3 months, and decreased lesion volume compared to non-
exermse lnjury contl‘ols Cognltlve recovery was associated with attenuatlon of classical 1nﬂammatory pathways

CLINICAL TAKE HOME PHYSICAL EXERCISE CAN BE AN INDICATED INTERVENTION POST TBI
PROMOTING CELLULAR MECHANISMS SUCH AS INDUCING BDNF AND
NEUROIMMUNOREGULATION, PROMOTING NEUROCHEMISTRY OUTPUT SUCH AS DOPAMINE
AND SEROTONIN AND MUCH MORE. HOWEVER, IT IS CRITICAL TO MONITOR AUTONOMICS
AND SYMPTOM STATUS TO NOT EXCEED METABOLIC THRESHOLD!

LOW LEVEL LASER THERAPY CAN DRAMATICALLY
IMPROVE METABOLIC THRESHOLD

DYSAUTONOMIA/POTS fercronia

PUPTLOMOTOR
impaired pupil response
(uncomfortable in bright light) Q N U(J
difficulty with vision migraine, cognmve

deficits, brain fog &
mental clouding

SECRETOMOTOR

difficulty sweating, tearing
and other fluid production
(dry eyes, dry mouth,
difficulty swallowing, dry skin)

PULMONARY

shortness of breath
easily winded
difficulty breathing

GASTROINTESTINAL

nausea, vomiting, diarrhea,
constipation, abdominal
pain, reflux, heartburn,
impaired motility

CARDIOVASCULAR

palpitations, chest discomfort
high heart rate (tachycardia)
low heart rate (bradycardia)
high or low blood pressure

abnormal blood vessel functioning
symptorms can e

blood pooling
SUDDEN and
unpredictab|e URTNARY
In‘Onset difficulty with urine
retention and/or excretion
ORTHOSTATLC INTOLERANCE erenend

difficulty standing still, fatigue, lightheadedness,
increase in symptoms with upright posture,
fainting (syncope) or near-fainting, pallor

Duplication, citation or distributio#8®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



NASA LEAN TEST FOR AUTONOMIC
DYSFUNCTION (POTS, ORTHSTATIC  #Zxchionia
INTOLERANCE ETC

Luy'iengi:;wn Pulse l”?l/:s?:re 31 P-68 _
Depengenwier b
Hands fingli
10 MINUTE TEST Palpiations
FEET 12 INCHES FROM WALL e rind s [N
MONITOR HEART WITH WITH ase inpulse pre e R e 2l
PULSE OX R was 68 whe pine the ped to 64 B before nea ope
SECONDARY BLOOD PRESSURE “Standing with shoulders agains! wall feet 12 from the wal.
READINGS
VS
USE TRUE TILT TABLE TEST
IF AVAILABLE

DYSAUTONOMIA/POTS £zrcHoniA

THE ENERGY FAILURE MODEL OF
NEURODEGENERATION IS ROBUST IN THE
LITERATURE.

UTILIZING YOUR ERCHONIA
WAVELENGTHS FOR AUTONOMIC/BLOOD
PRESSURE REGULATION:

RED
VS.

VIOLET
VS.

ousictn,ciatonor CGHIRHEGEE Nlere o e
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VAGAL NERVE STIMULATION frcrionia

unity Educ

Vagus Nerve Stimulation in ME (MYALGIC ENCEPHALOMYELITIS)/
CFS, FM, POTS and Long COVID - Is its Promise Being Fulfilled?

by Cort Johnson | Dec 17, 2022

Sleep

Take just one major concern — sleep. Numerous studies have found reduced parasympathetic nervous system activity (rest/digest) during
sleep. Even the CDC — which was not, back then, exactly known for validating findings — found autonomic

hypervigilance (increased HR, reduced HRYV, higher norepinephrine, as
well as lower aldosterone levels) during sleep in ME/CFS cironc rancue syworoue)

The 2018 Finnish study, and the 2010, 2011, and 2020 Aussie studies all highlighted the low HRV (sympathetic
nervous system dominance) found in ME/CFS during sleep. Similar findings showed up in fibromyalgia

in 1998, 2009, 2011, and 2013. It was remarkable to see two studies — one in ME/CFS and one

in fibromyalgia — pour through a maze of sleep findings only to conclude that reduced
heart rate variability (i.e. reduced vagus nerve, or parasympathetic nervous system
activity) was the main factor behind the poor sleep in these diseases.

In 2019, Boissoneault and Staud produced a nice ‘‘bifecta” when they showed that lower
heart rate variability (read lower parasympathetic nervous activity), in
conjunction with lower blood flows to the brain, predicted how
fatigued people with ME/CFS were.,,

VAGAL NERVE STIMULATION

Vagus Nerve Stimulation in ME/CFS, FM, POTS and Long COVID -
Is its Promise Being Fulfilled?

by Cort Johnson | Dec 17, 2022

Some things (meditation, Tai Chi, exercise in FM) have been shown to improve parasympathetic nervous system functioning, but
not everyone wants to take the time to give these a shot and not everyone will benefit, as well. Low-dose trazodone and doxepin elixir
can help keep a lid on the fight/fight response during sleep as well, but like any drugs, they don’t help everyone.

POTS crowd is leading the way. At the 2022 IACFS/ME International
Conference, Lauren Stiles — the leader of Dysautonomia International - now iniits

10th year (that went fast!) had some good news.
After noting that VNS had helped her a lot, Stiles, who is usually quite conservative in her statements, stated that she believes VNS is
going to be a big deal in both POTS and ME/CFS. She believes its ability to reduce inflammation is going to be key.

Several different parameters can be manipulated, making vagus
nerve stimulation a complex beast. For instance, vagus nerve
stimulation at 25Hz, a 250us pulse width, with 30 seconds on/30
seconds off, for 4 hours a day is typically used to reduce the
number of seizures in patients with epilepsy.

We don’t know which settings work best in POTS, ME/CFS/FM
or long COVID, but a start has been made in POTS. Schiffer
stimulated the right cymba conchae in 1-hour stimulation blocks,
4x’s a day for 14 days using the Nemos© device (Cerbomed,
Germany).

She used a pulse width of 200us and a squared impulse
waveform which caused the stimulator to switch on and off every
30 seconds. She set the stimulation frequency at 25Hz and the

electrical current was set fo the hl hes timtensﬂy e

Id tolerate without H% ion or distri #Qﬁs material in
could tolerate without ca I out permlssmn of Trevor Berry, DC, DACNB i

Auriculotemporal
Nerve

Auricular Branch
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VAGAL NERVE STIMULATION (o onin

Vagus Nerve Stimulation in ME/CFS, FM, POTS and Long COVID
Is its Promise Being Fulfilled?

by Cort Johnson | Dec 17, 2022

POTS
* AUniversity of Oklahoma study using the Parasym (TM) TENS device is assessing its effectiveness in reducing autoantibodies

associated with POTS.

* Another University of Oklahoma study will assess the effect vagal stimulation on the tragus of the ear has on antibody
suppression, inflammatory inhibition, and symptom improvement in 80 POTS patients.

« Another POTS study is combining VNS with Mestinon.

Fibromyalgia
« Sixty FM patients are participating in a 4 week Massachusetts General Hospital study that started last year.

Long COVID and ME/CFS
« David Putrino’s 6-week trial of people with long COVID who meet the criteria for ME/CFS will apply the Parasym device to the

left tragus of the ear. Side effects and symptom improvement will be assessed.

Long COVID
* David Putrino’s 6-week-long placebo controlled, randomized controlled long-COVID trial going on at the Icahn School of

Medicine at Mount Sinai will assess cytokines (IL-1, IL-6, IL-10), morning salivary cortisol, c-reactive protein, end-tidal CO2, and
many different symptoms, including post-exertional malaise (PEM).
* The Colosat trial will assess the effects of 8 weeks of the Parsym device on pain on 20 patients with long COVID.
+ ACasa Colina, California Hospital trial will assess the effects of 7 weeks of the Parasym device on 20 long-COVID patients
using neuroimaging, genetics, blood biomarkers, and symptoms, with a focus on brain fog.
487

DYSAUTONOMIA

Comments on Sudomotor Test: QSART responses were reduced at
the distal leg and normal at all other sites.
n
DEEP BREATHING & VALSALVA
M B YO CI I N IC MANEUVER RESPONSES

Result Normal Cutoff

Deep Breathing Heart Rate Range (bpm)
7.9 > 9

Valsalva Maneuver Valsalva Ratio

ANS 1.38 > 1.36
Comments on Deep Breathing: Heart rate responses to deep

breathing were reduced.

Comments on Valsalva maneuver:

(A) Heart rate responses to the Valsalva maneuver were
normal.

(B) Beat-to-beat blood pressure responses to the Valsalva
maneuver showed incomplete return of late phase II to

baseline, a prolonged BP recovery time, and a blunted phase
Po I S HR IV response.
R I H IAI I BLOOD PRESSURE AND HEART RATE
RESPONSES TO TILT

BP (mmHg) Heart Rate
(BPM)
Supine 166/98 57
Tilt 1 min 124/91 L
Tilt 3 min 127/92 82
Tilt 5 min 119/90 85
Tilt 7 min 124/87 85
Tilt 10 min 105/85 86
Tilt -1 min 149/92 57

I RESSU RE Comments on Tilt: Patient was tilted for 10 minutes.

Orthostatic hypotension was detected. Heart rate response
was fairly robust. The patient reported paresthesias.

Duplication, cit:
without permission of Trevor Berry, DC, DACNB is prohibited.
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Community Education

GARY M. 12/6/22
TILT TABLE INTEGRATIVE THERAPY FOR POTS
AND ORTHOSTATIC HYPOTENSION
SUPINE HEART RATE 68
TILT TABLE 70 DEGREES HR SPIKE TO 88
EVRL LASER RIGHT SCM
10-10-10-10 “VAGUS” SETTING
GLUT ISOMETRIC WITH MEDIUM THERABAND
“NO-NO” GAZE STABILIZATION
WITH SHORT BURST VALSALVA'S
RESTING 4:4:8 BREATHING
HR DECREASE TO 79

(NO-NO WITH VAGAL STIM
TO PROMOTE IML/HR INHIBITION
WHILE DOING SHORT BURST
PHASE 1 VALSALVA’'S MANEUVER
FOR TRANSIENT RISE IN BP.
GLUT ISOMETRICS FOR
CEREBELLAR MODULATION)

489

DYSAUTONOMIA

GARY M. 12/6/22
TILT TABLE INTEGRATIVE THERAPY FOR POTS
TRANSITIONED FROM EVRL COMBO THERAPY

To GVL

SUPINE HR 68
75 DEGREE CHALLENGE FROM 70
HR FROM 88 SPIKE
TO 74
(VS 70 DEGREES 88 TO 79 EVRL)

BOTH DEVICES CAN BE USED
BUT CLINICAL TRIALS CONTINUE TO SHOW
GVL MAY BE SUPERIOR
TO EVRL IN
AUTONOMIC REGULATION

PATIENT WAS PRESCRIBED HOME
OFF VERTICAL AXIS THERAPIES DAILY
TO FACILITATE NEUROPLASTICITY
USING “NO-NO” WITH GLUT BAND
ISOMETRICS AND 4:4:8 RESTS
WHILE MONITORING WITH
PULSE OXIMETER
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THE VESTIBULAR SYSTEM -
MORE THAN JUST BALANCE  feretion

Emoticns
Anxiety

Cognition

Semi-circutarcanals
Head Rotabon on 3 axis Spatial Memory

Uincle. Saccutus
Accelerations
Grarity loved

Vestibulo ocular reflex

Neurovegetative regulation
» Postural regulation blood
pressure and volume
Bubar
Centres

Postural Reflex

We know that specific hormonal profiles can promote the appearance of vestibular disorders. We also know
that the expression of vertigo syndrome is accompanied by measurable hormonal
variations. The link between endocrine deregulation and vestibular alterations therefore no
longer needs to be proven. However, there are still few data on their precise correlations with the vertigo

syndrome. This study was undertaken with the aim to deliver an extensive review of the hormonal alterations linked to vestibular disorders

Hormones and Vestibular Disorders: The Quest for Biomarkers

by Rhizlane EI Khiati 1,2,Brahim Tighilet 1D,$téidstierB esitatid n2cmdBribtidioGrablivig material in whole or in part
BRAIN SCI 2022 without permission of Trevor Berry, DC, DACNB is prohibited.
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Pl Success Blueprint
System

' What We Do

Our Mission:

-
lERCHONIA
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We help providers currently doing Personal Injury
maximize this portion of their practice, improve case
outcomes, increase profitability and get more
referrals without spending years trying to figure it

out on their own

Mindset - Strategy -
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eCommunity Education

Benefits of
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5 & 4 o

Increased Confidence Avoid Costly Mistakes Increased Revenue & Improved Efficient Case
Profitability Documentation Management
-II Ki‘& o] f j {3 S. Scott Tauber, DC, DABCO, CPC
7150 E. Camelback Road, Suite 444
Scottsdale, AZ 85251
Improved Increased Referrals Proven System Easy Implementation Personalized Phone (888) 924-7479
Marketability Coaching Fax (888) 841-8585
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Neurosecretory
cells produce
ADH and oxytocin.

\ hypothalamus

Neurosecretory cells produce
releasing and release-inhibiting
hormones.

These hormones move

These hormones are
down axons to axon endines.

secreted into a portal system.

Each type of hypothalamic
hormone either stimulates or pituitary
inhibits production and secretion portal system

of an anterior pituitary hormone. WWhen appropriate, ADH and

oxytocin are secreted from
axon endings into the blood stream.

The anterior pituitary secretes
its hormones into the bloodstream.

@ ey y v ot antidiure tic
anterior pituitary — posterior pituitary hormone (ADH)

sonadotropins
FSH& LH) /
7 // \\ Kidney tubules
2 e ot y 4 H \
varies, Testes / ,’
p 4 / / \ oxytocin
v
erowth A / v / \\\
hormane(GH) L 4 Y
4 oxytocin
Vi sdorenocortico thyroid e
tropin (ACTH) stimulating
hormone (TSH)
| = Smooth muscle
| R p—— in uterus
N /
\ 127 A3
Bones, Tissues Mammary \ Mammary
slsnds Adrensl cortex slends
Thyroid
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ity Education

Cortisol / Inflammation
IL-6, IL-1, IL-2, TNF-a

TRH f

()

TSH

(-) Negative Feedback Loop

Testosterone = Overconversion
Estrogen Lowers T3U

(-)—| Low Progesterone Cortisol elevates RT3
I l
¥

CONVERSION

@ GUT + LIVER a
: T3 Active Form of
T4 93% gzs;rgr's: é:)) Thyroid Hormone
T3 7% Inflammation () Every Cell in Body Cell Messenger
Leaky GUULPS () Beecols RNA

L-6, IL-1, IL-2, TNF-a ()

Negative Feedback Loop:

THYROID DYSFUNCTION COULD BE A DIFFERENTIAL FOR ALMOST EVERY CONDITION

OF THE HUMAN BODY INCLUDING BRAIN DEGENERATION, GUT ISSUES LIKE GERD AND
SO ON. EVERY CELL IN THE HUMAN BODY NEEDS THYROID HORMONE!

497

THYROID LAB TESTING

RUN A COMPLETE PANEL FERCHONIA

¢ T4, Total - T4 (thyroxine) is a hormone produced by the thyroid gland. This test measures the amount of T4 in your
blood.

e T4, Free - Most of the T4 in your body binds to protein, the T4 that does not is called T4 and circulates unbound in
your blood. This test measures these T4 hormones.

e T3,Total - T3 (triiodothyronine) is a thyroid hormone and is important for the body’s control of metabolism. This test
measures the amount of T3 in your blood.

e T3, Free - Most of the T3 in your body binds to protein, the T3 that does not is called T3 and circulates unbound in
your blood. This test measures these T3 hormones. * ACTIVE FORM OF THYROID

e T3,Reverse - Reverse T3 is converted by the liver from the stored hormone T4, it is the body’s way of getting rid of
unneeded T4 every day. Sometimes the body can make too much reverse T3 from a number of causes including
chronic emotional, physical, or biological stress, chronic sickness, after surgery, diabetes, aging, or an acute injury.
This test measures for levels of reverse T3.

¢ Thyroid Stimulating Hormone (TSH) - TSH causes the thyroid gland to make two hormones, T3 and T4, which help
control your body’s metabolism. This test is done to find out whether the thyroid gland is working properly.

¢ Thyroglobulin Antibody - Thyroglobulin is a protein produced and used by the thyroid gland to make the hormones
T3 and T4. Antibodies are the proteins made by the immune system to fight toxins, bacteria, and viruses. High levels
of antibodies suggest the immune system is mistakenly attacking the thyroid gland. This test measures the blood
levels of antibodies the body has made against the compound thyroglobulin.

¢ Thyroid Peroxidase Antibody - Thyroid peroxidase (TPO) is an enzyme made in the thyroid gland and is important in
producing the thyroid hormone. TPO converts to thyroid hormone T4 to T3. High levels of antibodies suggest the
immune system is mistakenly attacking the thyroid gland. This test measures the level of antibody the body has
made against thyroid peroxidase.

Duplication, citation or distributio#®®f this material in whole or in part
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THYROID AND LLLT

Low-level laser in the treatment of patients with hypothyroidism induced by chronic autoimmune
thyroiditis: A randomized, placebo-controlled clinical trial
. June 2012 Lasers in Medical Science 28(3)

These findings suggest that LLLT was effective at improving thyroid
function, promoting reduced TPOAb-mediated autoimmunity and
increasing thyroid echogenicity in patients with CAT hypothyroidism.

Volume 2012 | Article ID 126720 | https://doi.org/10.5402/2012/126720
Show citation

Assessment of the Effects of Low-Level Laser Therapy on the Thyroid Vascularization of Patients with

Autoimmune Hypothyroidism by Color Doppler Ultrasound
Abstract

evaluate the effects of low-level laser therapy (LLLT) on the thyroid vascularization of patients with hypothyroidism induced by CAT using color Doppler
ultrasound parameters. Methods. In this randomized clinical trial, 43 patients who underwent levothyroxine replacement for CAT-induced hypothyroidism
were randomly assigned to receive either 10 sessions of LLLT (L group, ) or 10 sessions of a placebo treatment (P group, ). Color Doppler ultrasounds were
performed before and 30 days after interventions. To verify the vascularity of the thyroid parenchyma, power Doppler was performed. Results. The frequency
of normal vascularization of the thyroid lobes observed in the postintervention power Doppler examination was significantly higher in the L than in the P
group (). The pulsed Doppler examination revealed an increase in the SPV of the ITA in the L group compared with the P group (). No significant differences

in the SPV of the STA and in the RI were found between the groups. COnCluSion. These l‘esultS Suggest that

LLLT can ameliorate thyroid parenchyma vascularization and increase
the SPV of the ITA of patients with li¥pothyroidism caused by CAT.

THYROID

Researchers in Brazil have been studying the effects of low level laser therapy on the
thyroid gland in Hashimoto’s thyroiditis, and the results have been astonishing!

Most significantly, they found that all patients who received the therapy were able to
reduce their levothyroxine dose, while 47 % were able to discontinue levothyroxine
and have normal thyroid function during the 9-month follow-up.

Additionally, LLLT can increase Transforming Growth Factor B (TGF-B), which is
a cytokine that helps to induce and maintain the tolerance of self thus, also reduce
thyroid autoimmunity.

* areduction of levothyroxine dose from a mean of 93 mcg to 38 mcg (with 95.7% of
treatment group being able to reduce or stop medications...47.8% no longer needing
thyroid medications)

e areduction in TPOAb, mean 1289 to 656 (around 50 % reduction)

e areduction in TG antibodies, 720 to 656

e a normalization of thyroid volume (in 66 %)

 and less infiltration of the thyroid gland on ultrasounds (meaning fewer inflammatory cell:
were present). Echogenicity index on thyroid ultrasound was improved in 95% of the stud,

group, meaning that their thryroid %land had less damage and fewer white blood cells on

Duplication, citation™or distributio®®f this material ift whole or in part

ultrasound. without permission of Trevor Berry, DC, DACNB is prohibited.
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International Journal of Endocrinology
Volume 2018, Article ID 8387530, 9 pages
https://doi.org/10.1155/2018/8387530
Clinical Study

Safety and Efficacy of Low-Level Laser Therapy in
Autoimmune Thyroiditis: Long-Term Follow-Up Study

Danilo Bianchini Hofling,1 Maria Cristina Chavantes,2 Carlos Alberto Buchpiguel,3 Giovanni Guido Cerri,3 Suemi Marui
4 Paulo Campos Carneiro,5 and Maria Cristina Chammas

Introduction. A randomized clinical trial (RCT) was performed to evaluate the efficacy of low-level laser therapy (LLLT) for
hypothyroidism induced by chronic autoimmune thyroiditis (CAT). Objective. The objective was to assess the safety and actions of
LLLT 6 years after completion of the RCT. Materials and Methods. Forty-three participants were invited to participate in this study 6
years after completion of the RCT. Twenty-five were subjected to LLLT (group L), and 18 were subjected to placebo (group P).
Primary outcome measure: frequency of thyroid nodules, which were subjected to fine-needle aspiration biopsy. Secondary outcome
measures: dose of levothyroxine required to treat hypothyroidism, thyroid peroxidase antibodies (anti-TPO), and anti-thyroglobulin
antibodies (anti-Tg). Results. In group L, a nodule was observed in three patients, who all had a Bethesda Il classification. In group
P, a nodule was also observed in three patients, with two classified as Bethesda Il and one as Bethesda lll. The levothyroxine dose
required by group L was significantly lower than that required by group P (). The anti-TPO and anti-Tg levels did not differ between

negoes. CONCIUsion. LLLT, by the methods described,
has been shown to be safe for the treatment of
hypothyroidism resulting from Chronic
Autoimmune TherId. This trial is registered with ClinicalTrials.gov Identifier: NCT02240563.
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BASIC THYROID LASER PROTOCOL |
COURTESY OF KIRK GAIR fercHon

BASIC FHYROID PROIGCOL

Step 1: Laser over the cervical spine and thoracic spine down to the adr nuls for 2-3
minutes with the basic frequencies of 9, 16, 42, and 53 hz. B

Step 2: You can also use the thyroid specific frequencies of 20, 59, 802, 3884 hz over

the thTOid or near if for 2-3 minutes (if there is a history of thyroid cancer, although there is research that
supports the use of laser for cancers, | would recommend nof using it directly over the thyroid until there is more of a consensus
from the research)

Step 3: Laser 2-3 minutes over the liver using the frequencies of 53, 55, 537, 751 hz.

Step 4: Laser 2-3 minutes over thymus using the frequencies of 20, 73, 465, 728 hz.

BROCK PROTOCOL

HYPOTHYROID 20-59-822-3884
HYPERTHYROID 3-20-59-160
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REPRODUCTIVE SYSTEM:

LLLT AND FEMALE INFERTILITY /f&rerona

Background and Aims: The rapidly graying population in Japan is being compounded by the rapidly-dropping birth
rate. The latter is mostly due to the later ages at which women are giving birth as the marriage age has also been
increasing. Giving birth at a later stage is associated with problems for both mother and child, but for older would-be
mothers the greatest problem is infertility, sometimes severe. The present article will show how the application of low
level laser therapy (LLLT) is a potentially effective treatment for severe infertility. Subjects and Methods: Seventy-
four females (average age 39.28 yr) with severe infertility in whom assisted reproductive technology (ART) had been
unsuccessful (average of 9.13 yr) participated in the first part of a study from October 1996 — April 2000. LLLT was
applied (830 nm, CW, GaAlAs 60 mW diode LLLT) in Ohshiro's proximal priority technique (average 21.08
sessions) with or without other ART approaches. Based on successful outcomes, the study was then extended to
March 2012, amassing a final total of 701 patients. Results: Pregnancy was achieved in the first part of the trial in 16
patients (21.7% of 74) of whom 11 (68%) achieved successful live delivery. In the extended trial, pregnancy was
achieved in 156 (22.3% of 701) with 79 live deliveries (50.1%). Conclusions: The use of 830 nm LLLT in the proximal
priority technique at the parameters used in the present study, on its own or as an adjunct to other techniques,

resulted in successful induction of pregnancy in just over 21% of severely infertile
females, with a substantial number of these achieving live births. No adverse events
were noted in any patient. LLLT is a pain-free and sideeffect free modality which
could give hope to the increasing numbers of older females with infertility in Japan
and potentially worldwide. Multinational studies are warranted.

Laser Ther. 2012 Jul 3; 21(2): 97-103.
doi: 10.5978/islsm.12-OR-05

PMCID: PMC3944482
PMID: 24610987

*Personal Overview of the Application of LLLT in Severely Infertile Japanese Females

Toshio Ohshiro, MD PhD Duplication, citation or distributio®0éf this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.
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LLLT AND MALE INFERTILITY  feretiona

In half of the cases, the infertility of the couple is due to the disorder of the male fertility. The leading factors that
cause male infertility are urogenital infections, disorders of the immune system, testicular and prostate pathology,
as well as endocrine disorders.

Low level laser therapy (LLLT) is a very effective physical therapy method, used in many
areas of medicine, including obstetrics and gynaecology, andrology and urology; and it is
recommended as an integral part of the complex treatment of infertility.

The literature review showed that LLLT is beneficial in treating male infertility. LaS er can

significantly improve the survival, motility and
speed of movement of spermatozoa. aser terapy of patients with

prostatitis and vesiculitis can eliminate infiltrative-exudative changes, improve reproductive and copulatory
functions. Local illumination of red (635 nm) and infrared (904 nm) spectra should be combined with intravenous
laser blood illumination (ILBI) of red (635 nm) and ultraviolet (UV) (365 nm) spectra.

Biomedicine (Taipei). 2018 Jun; 8(2): 7.
Published online 2018 May 28. doi: 10.1051/bmdcn/2018080207

PMCID: PMC5992952
PMID: 29806585

Effectiveness of low level laser therapy for treating male infertility

Sergey Vladimirovich Moskvin1,» and Oleg Ivanovich Apolikhin2 505

REPRODUCTIVE SYSTEM:

CLINICAL LASER PROTOCOLS ¢

1. ALWAYS CONSIDER “UPSTREAM” HP-AXIS AND CNS FUNCTION

2. ALWAYS CONSIDER HORMONE METABOLISM CLEARANCE, LIVER DETOX

3. ALWAYS CONSIDER DIET ESPECIALLY SUGAR (AROMATASING/17-20 LYASE) AND A.l. CROSS REACTIVITY
4. ALWAYS CONSIDER BUILDING BLOCKS (NEEDS CHOLESTEROL, PREGENOLONE STEAL)

FOR OVARIES, HAVE
PATIENT PLACE
HANDS ON PUBIC
SYMPHYSIS AND
PLACE BEAMS ABOUT
2” LATERAL AND 2”
ROSTRAL

ERCHONIA LLLT:

2-10-246-417 (SOLFEGGIO FREQUENCIES INFERTILITY/ SACRAL CHAKRA)
2 MINUTES DIRECTLY OVER EACH GONAD
2 MINUTES SACRAL PLEXUS
2 MINUTES VAGAL NERVE/SCM

Duplicati@t@immUiﬁimﬂgm&br@mglgor in part

without permission of Trevor Berry, DC, DACNB is prohibited.
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Community

Mol Cell Endocrinol
2021 Ju 1;531:111318. doi: 10.1016/j.mce.2021.111318. Epub 2021 May 12.

Local application of low level laser therapy in mice ameliorates
ovarian damage induced by cyclophosphamide

Abstract:,

The aim of the present study is to assess whether low level laser therapy (LLLT) can protect ovaries from
chemotherapy-induced gonadotoxicity using a mice model of premature ovarian failure induced by
cyclophosphamide (CTX). LLLT (64 J/cm2) increased the number of antral follicles whilst decreasing the
number of atretic follicles compared to CTX alone. LLLT increased the number of primordial follicles
compared with those in the CTX group but they did not differ from those in the control group. LLLT treatment
increased the number of AMH-positive follicles compared to CTX alone. LLLT application increased ovarian
weight, serum progesterone concentration and P450scc protein levels compared to CTX alone. LLLT
reduced the apoptosis in antral follicles and the BAX/BCL-2 ratio compared to CTX alone. Vascular
morphology, analysed by CD31 and a-SMA immunostaining, was restored in LLLT-treated ovaries compared

o cxaione. IN CcONcClusion, application of LLLT prior to
CTX might serve as a promising and novel protocol
to preserve female fertility in cancer survivors.
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REPRODUCTIVE SYSTEM /G

Community

Abstract

It is known that LLLT has beneficial effects on several pathological conditions including wound healing, pain and inflammation. LLLT
modulates biological processes, including cell proliferation, apoptosis and angiogenesis. In the present study, we examined the effect of

local application of LLLT on follicular dynamics, ovarian reserve, AMH expression,
progesterone levels, apoptosis, angiogenesis, and reproductive outcome in adult mice.

LLLT (200 J/cmz2) increased the percentage of primary and preantral follicles, whilst decreasing the percentage of corpora lutea compared to
control ovaries. LLLT-treated ovaries did not exhibit any changes regarding the number of primordial follicles. We observed a
higher percentage of AMH-positive follicles (in early stages of development) in LLLT-treated ovaries compared to control ovaries.
LLLT reduced the P4 concentration and the apoptosis in early antral follicles compared to control ones. LLLT caused a reduction

in the endothelial cell area and an increase in the periendothelial cell area in the ovary. Additionally, LLLT was able to
improve oocyte quality. ourfindings suggest that local application of LLLT modulates follicular dynamics by regulating
apoptosis and the vascular stability in mouse ovary. In «oncusion, these data indicate that LLLT
might become a novel and useful tool in the treatment of several
pathologies, including female reproductive disorders.

Prog Biophys Mol Biol
2019 Aug;145:10-18. doi: 10.1016/j.pbiomolbio.2018.11.010. Epub 2018 Nov 27.

Low level laser therapy (LLLT) modulates ovarian function in
mature female mice

Duplication, citation or distributios0®f this material in whole or in part
Gonzalo Oubifia 1, without permission of Trevor Berry, DC, DACNB is prohibited.



REPRODUCTIVE HORMONES  frcionia

DO NOT FORGET TO ADDRESS REPRODUCTIVE HORMONES. HYPOGONADISM IS COMMON IN
POST-CONCUSSION SYNDROME BUT SEX HORMONES ARE ALSO NEEDED TO MAINTAIN AND
PROTECT THE BRAIN IN AGING!

ALZHEIMER'S DISEASE

Women are at greater risk to suffer from Alzheimer's -
here's why, claims study

The researchers discovered that the brains of women who had died from the condition had substantially higher amounts of
complement C3, an inflammatory immune protein, than those of men who had died from the sickness.

A hint to the molecular aetiology of Alzheimer's disease has been discovered by researchers at MIT and Scripps
Research; this clue may also explain why women are more susceptible to the condition. In the study published on

December 14, 2022, in Science Advances, the researchers discovered that the brains of women who
had died from the condition had substantially hlgher amounts of
complement C3, an inflammatory immune protein, than those of men who had
died from the sickness. Aadiionaly, they demonstrated how regularly
occurring estrogen, whose synthesis declines during
menopause, prevents the formation of this form of
complement C3.
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LOW PROGESTERONE SIGNS  /Frchonin

5 SIGNS OF LOW PROGESTERONE IN FEMALES:
1.TROUBLE SLEEPING

2.ANXIETY

3.DEPRESSION

4.BLOATING

5.HEAVY PERIODS

Duplication, citation or distributioi®f this material in whole or in part
without permission of Trevor Berry, DC, DACNB is prohibited.



MISCARRIAGE DIFFERENTIALS  frcionia

-LOW PROGESTERONE

- DYSGLYCEMIA

-ANTI-PHOSPHOLIPID ANTIBODIES -> LUPUS Al
-LOW THYROID/AUTOIMMUNE THYROID
-SMOKING, ALCOHOL OR DRUG USE
-CONGENITAL DEFECT/CHROMOSOMAL DISORDER
-CERVIX INSTABILITY/UTERINE FIBROIDS

- INFECTIOUS DISEASE (IE. CMV OR STD’S)
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Nutritional Influences on Estrogen Metabolism XYMOGEN 800.647.6100 WWWw.Xxymogen.com
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Femquil® delivers biologically active folate and other key methylation vitamins in
P4 & combination with a targeted blend of ingredients to encourage hormone balance, help
= modify xenoestrogen activity, and restore tranquility. Vitex and black cohosh provide
— traditional hormone- balancing support; DIM, calcium D-glucarate, and 8-prenylnaringenin
_ (from hops extract) promote estrogen detoxification; and rosemary, resveratrol, grape seed

. extract, and gredyRisatienteiriop poURIE HiRtiehtig amissetiviyoe PLI ddifly as directed
without permission of Trevor Berry, DC, DACNB is prohibited.

- Femquil
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ERECTILE DYSFUNCTION

PROTOCOL fErcHioniA
- THE CANARY IN THE COAL MINE - BLOOD FLOW AND 02

DELIVERY COMPROMISE (CV DISEASE, DIABETES, ANEMIA ETC
= CHOLESTEROL IS NEEDED! CIRCULATION SETTING (DAN MURPHY)
20-42-43-53 ABOVE PUBIC BONE
- PROCREATION VS SURVIVAL SHOCKWAVE THERAPY. IE THE PHOENIX

- OTHER LOW T FACTORS (AROMATIZATION?)
- ARGININE VS VINPOCETINE NON-ADRENERGIC NON- *
CHOLINERGIC FIBERS (NANC) USE NITRIC OXIDE (NO) AS
PRIMARY NEUROTRANSMITTER. FM TESTOSTERONE SUPPORT
- ERECTION IS PARASYMPATHETIC. EJACULATION IS
THE ED LASER ALGORITHM LASER 2 MINUTES EACH REGION
1-10-1-10 SETTING
1. LOCAL TISSUE EXPOSURE
2. SACRAL PLEXUS/SPINAL CORD (PUDENDAL NERVE S2-3-4)
3. RIGHT VAGAL NERVE STIMULATION
4. THE “RIGHT” MIND SET - PREFRONTAL CORTEX/INHIBITION
} RIGHT ORBITOFRONTAL/ANTERIOR INSULAR (5 MIN). STACK WITH LEFT

VISUAL FIELD CO-ACTIVATION! (NOT ACTIVE OR PASSIVE ROM)
5. FIND A NEW SPOUSE

ALZHEIMER’S AND VIAGRA fercronia

Viagra associated with reduced risk of Alzheimer’s disease

Those who took sildenafil were 69% less likely to develop
AD over 6 years than those who did not take the drug.

At a Glance

« People i ' Ly to
develop COMMON MEDICATIONS THAT CAN CAUSE ED:

o In culty NARCOTICS (RX OR RECREATIONAL) wih

ANTI-DEPRESSANTS

and red ANTI-HISTAMINES/H2 BLOCKERS .

* The find BLOOD PRESSURE MEDICATIONS afil as
a possib PARKINSON’S MEDICATIONS

CANCER/HORMONE MEDICATIONS

A team of re NSAIDS

developed a ¢ AND MANY MORE' gs that

might be effeCti . Ry supported

the study. Results a;@p@amd'tmwdtwwﬂ%fm OTelD Isc@mbeﬂl% 2021

without permission of Trevor Be prohibited



b ™ LLLT AND PROSTATE CANCER  /Zohions

 Prostate FLO ]
= jn-LLLT combination led to a significant increase in the MDA
Z.. | as the product of membrane lipid peroxidation. Analyzing the
DHAactivity under the effect of cisplatin-LLL combined treatment
showed a remarkable increase in the enzyme activity. We conclude that
applying the cisplatin-LLL combination therapy is promising as an
effective anti-cancer treatment. This novel combination has a potential to
attenuate adverse side effects of earlier monotherapy strategies.

TREATMENT PARAMETERS:
LOW DOSE ERCHONIA HAND HELD LASER
SETTINGS 9-10-33-100
2 MINUTES TO PERINEUM PRE AND POST
CISPLATIN TREATMENT (6+ HOUR IV DRIP
EVERY 4 WEEKS)

Lasers Med Sci
2022 Mar;37(2):1283-1288. doi: 10.1007/s10103-021-03386-y. Epub 2021 Aug 10.

The effect of cisplatin-low-level laser therapy on cel
and death of LNCaP prostate cancer cell line

515

Jaber Zafari 1, Fatemeh Javani Jouni 2

UTPS/INTERSTITIAL CYSTITIS  f&cronia

Evid Based Complement Alternat Med
2021 Jun 23;2021:9976299. doi: 10.1155/2021/9976299. eCollection 2021.

Pycnogenol® Supplementation Prevents Recurrent Urinary
Tract Infections/Inflammation and Interstitial Cystitis
Aledda1

Abstract

This open pilot registry study aimed to evaluate and compare the prophylactic effects of Pycnogenol® or cranberry extract in subjects with
previous, recurrent urinary tract infections (UTI) or interstitial cystitis (IC). methods. Inclusion criteria were

«menurionc. ONE SUbject group was supplemented
with 150 mg/day Pycnogenol®, another with 400
mg/day cranberry extract, and a group served
as a control in a 2-month open follow-up.

Conclusions. This pilot registry suggests that 60 days of Pycnogenol®
supplementation possibly decrease the occurrence of UTIs and IC without

side effects and with.an-efficacy.superior 1o.cranberny.-

without permission of Trevor Berry, DC, DACNB is prohibited.



UTP'S/INTERSTITIAL CYSTITIS  ffrcrionia

SUPPLEMENT IDEAS:
-PYCNOGENOL
-D MANNOSE
-ARGENTYN SILVER (INGEST AND LOCAL)
-CRANBERRY CONCENTRATE

LASER APPLICATIONS:
ﬁ UTI FREQUENCIES (EVRL OR GVL)
24-43-2008-7498

i 4 minutes over bladder-urethra/opening
UPSTREAM NEUROGENIC CONSIDERATIONS:
1-10-40-60
2 MINUTES NERVI ERIGENTES (PELVIC SPLANCHNIC PLEXUS)
2 MINUTES VAGUS NERVE (SCM)
4 MINUTES MEDIAL PREFRONTAL CORTEX AND PONS
(MICTURITION CENTERS)

LLLT AND OVERACTIVE BLADDER /Zrciionis

Patients were instructed to apply an LLLT device or a sham
deVice at home three timeS daily fOI‘ 12 WeeKSThe primary outcome was the change in

the mean daily number of urge urinary incontinence (UUI) episodes between baseline and 12 weeks. The secondary outcomes were the mean
changes in incontinence, voiding, and nocturia episodes from baseline and the likelihood of achieving a > 50% reduction in UUl and
incontinence episodes after 12 weeks

Results: Compared with those in the sham group, the numbers of
UUI and urinary incontinence episodes in the LLLT group were

significantly decreased at week 12 (uul, (-1.0 +1.7 vs. -0.4 + 2.5, P = 0.003: urinar

| TREATMENT RECOMMENDATIONS:

. CNS MASTER BRAIN SETTING (1-10-40-60) TO MICTURITION CENTERS (MEDIAL
ORBITAL FRONTAL AND PONTINE) AS WELL AS VAGAL NERVE AND SACRAL PLEXUS
STIMULATION WHILE DOING PELVIC FLOOR/KEGEL EXERCISES

. DIRECT BL