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Disclaimer

* Information in this presentation is not intended to
diagnose, treat, reverse, cure, or prevent any
disease. While this presentation is based on medical
literature, findings, and text, The following statements
have not been evaluated by the FDA.

e The information provided in this presentation is for your
consideration only as a practicing health care
provider. Ultimately you are responsible for exercising
professional judgment in the care of your own patients.
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(Lifestyle + Genetics) x Time = Chronic Health Condition
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(Lifestyle + Genetics) x Time = Chronic Health IMPROVEMENT
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Supplement and Diet Protocols

PHASE 1: Metabolic

PHASE 2: DM Protocol

Clearing Program and Al Protocol
g Dietg Mold Protocol
HM Detox Protocol Refine supps based
On labs (trigs, uric acid, etc)
’ LAB ‘ LAB
Dietary Change: LD Refine supps based

On labs (trigs, uric acid, etc)

Retest a lab at
least every 60
days.

85% of patients
will improve with
basic structures
and healthy
eating.

% of problem
analysis: this is

what the
cleanse is for.




PATTERNS

Anemias
Blood Sugar Dysregulation
Infections/Stressors
Biotoxin
Net Detoxification
Thyroid Disorders
Acid/Base
Hormone Sequestering
Genetic SNPs
Inflammatory Regulation
Auto Immune Responses
Trophic Needs

Sympathetic/Para
Hormone Dysregulation
Toxicity
Organ Dysfunction
2 %

PROTOCOL

Blood Sugar Dysregulation

Net Detoxification

Hormone Sequestering
Inflammatory Regulation
Trophic Needs

Sympathetic/Para
Hormone Dysregulation




Building Protocols

WELLNESS

The Ability to Heal




General

Evexia Diagnhostics:

Basic Blood Chemistry
“Biogenetix General Screen’

)

Urinalysis, Reflex to culture

Specialty

Saliva — Adrenal and Hormones

Precision Analvtical:

DUTCH — Dried Urine

Genova:

Stool — Microbial and Parasitic

SHInstitute:
DNA — Strategene

Great Plains Laboratory:
Organic Acids Testing
MycoTOX
GPL TOX




StrateGene

Genetic Pathway Analysis

Although this report may provide useful diagnostic information, by providing this report, Seeking
Health Educational Institute, Inc. (SHEI) does not make or suggest any specific diagnosis or
therapeutic course of treatment or action. Any such diagnosis and/or treatment/ therapeutic plan
is strictly a matter between the patient and his or her health care professional.

In order to receive advice with regard to how to use the information in this document, please see
the Directory, which is a directory of healthcare practitioners who have taken Dr. Ben Lynch's
courses. There is also a Facebook group, which purchasers of StrateGene are welcome to join.

Prepared For: Mae West
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Today’s Case:
43 Year Old Female. DX: metabolic syndrome, fibromyalgia, chronic

fatigue, insomnia, weight loss res.
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Symbols and Colors
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No SNP Data Wild Type Heterozygous SNP Homozygous SNP
rs7412 CC C APOE Arg176Cys
rs429358 CT C APOE

-/- = not present; +/- = heterozygous genotype; +/+ = homozygous genotype; +/+* = hemizygous genotype (male X chromosome).

APOE genotype: APOE 3/4

S
+/-



Reduced Folates and Folic Acid

(uncooked leafy greens)

Retinoic acid @ @ .
NADPH

Folic acid, Dairy antibodies

Folic acid

4
@ Unmetabolized Folic Acid

Folic Acid, EGCG, GSE,

DHF
Methotrexate, Sulfasalazine and Bactrim

Y
organophosphates, NADP
s-FU THF

ROS, Infection,
Rapid cell division

Thymidine <------- dTMP

(DNA Replication
and Repair) Formate
dUMP ATP, GTP ATP
\
Punnes MTHFD1 Serine
Adenosine
Guanosine T
10-Formyl THF o
Sufficient Ferritin, UV-radiation ¢ NADPH B6 Glycine Low Methionine
NADP
THF\, MTHFD1 NO, Pb, Hg, H>0,,
/~ Acetylaldehyde,

Nitrous Oxide,
TNF-a,Cd, Al, Cu,

5- Formyl Mg, ATP 5,10- Methenyl THF EtOH,

THF’ NADPH
MTHFD1 A\ _~NADP
5-MTHF *

10- formyl THF
5,10- Methylene THF

v

FAD, NADPH

DHA, Low Methionine, ALA SAM, CDR, ROS,

DHF. sulfasalazine. folic acid *Leafy Greens



Homocysteine —
B6, Serine

High cysteine,

)

Testosterone, High SAM, Zn, ROS

Low SAM, Low cysteine, H 0,

High levels GSH, o

Low ROS Cystathionine oppIv

NADH, CoA, NAD
TNF-o, DHA

‘ a-Ketobutyrate
0 > Fe 2
\(TNFU.

oL 4
-~

ngh homocysteine

B6
Cystelne —_— Cystme —>»RNS

sulfinoalanine

. . . ATP, Mn, Mg, Glutamate
High cysteine, ROS; insulin,

@
@ P « (A ) TP

DHA

Zn NH3 Arsenate ADCY
Inosi forskolin
nosme cAMP
Hypoxanthme
Oxidized LDL,

Ang II,CRP, ROS

ONOO-

5AD
4 hydrocortisone, lipid peroxidation,
. ! Uric Acid
urine Estrogen, NRF2, TNF-a, NF- KEi.— A_TGF-p1,
e mycotoxins
e Y -Glutamylcysteine Negative NO
P ESUTOEEN.  feedback
i TNF-a NADPH
i NF-kb, Nrf2 /\
2 LPS, IL-1a,
/'} Glutathione INF-a X Mn, Cu, Zn SOD, PGl
(GSH) ' \
g Omega 3 ""\ S0D
As, RNS

Glutathione
(GSSG)

i 5-oxoproline
| Amino acid exported from cell
! Amino acid
o ROS
kS 7Y -Glutamyl-amino acid
‘ Cysteinyl-glycine
oF G
) y .°. ¢ T LT \
w . T v ;
________________ /" Cysteine + Glycine
-------- ’

-
\\\\\\\\

@ HOCI
Cu Fe Quercetln

Fe NADP
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Calm, IL-4, 110 \_~»
Y,

Aurenine-»

Feedback Inhibition ¢

3-hyproxyanthranillic Acid

& NADPH
Biopterin Recycling
ROS
~YBH s NADPH
BHy, Fe
Phenylalanine @ Tyrosine Vit
[
INF-g, LPS, Stress,
TNF-a BH,, Fe

Tyrosine L-DOPA Serotomn

Kyurenic Acid BHg4, Fe SAM, Mg

v/ COMT
(Protective) Tryptophan 5-HTP

SAM, Mg

¢ @ NA
Cué PQQ PAPS
Noreplnephrme b

HZO

2
Estrogen, couPLED @
i NADPH 4, on ™ o SAM ¥ £AD
Picolinic Acid A/l (Free Radical Generator) Arginine eNOS l‘—b NO + Citrulline Epinephrine —» 34 DHPGANAD .
(Neuroprotectant) Quinolinic Acid v \SAM,Mg N \/

l (Excitotoxin + NMDA) BH4 Fe, FAD, Ca o

¥+ Arginine Normetanephrine Serotonin PTM
NAD + ADMA Metanephrine 3,4-DHM

Uncoupled ) + Gss6: GsH \
NOS + Methylfolate
¥ BH4

PAP BS
Serotonin . \J
0-Sulfate Serotonin———» @

Flame retardant, @
BPA, Triclosan /—\‘

N- acetylserotomn
NADH,B1 FAD SAM

@y

Melatonin

FAD o
comr
H,0
2° 2
v

3-Methoxy-4HPGA

¥  NAD,B1

VMA

™~ 3-Methoxytyramine
coMT yy

%AM, Mg



NH4
Histidine kﬁ H 50
Catecholamines, Benzene, Inflammation, LPS, B6 \K‘/v H 0
Infection, Bacteria, Histamine Containing Foods y THF

(putrescine, spermine, spermidine) FIGLU i Glutamate

Histamine ————> Storage 5-formiminoTHF
(intracellular) N (Mast Cells, Neurons
( Histamine | l Sy NH
extracellular 4
ilori SAM - - Release
SAH >
Amiloride Cu, Ca, H>0, 0> N\, \__~ # NAT2 J RAPID 1
€ R /\- - Catecholamines,
FAD H > 02 +NH 3 i Fee-dl.Ja_ick //’ CoA L Inflammation, LPS,
./ Inhibition . . Infection, Bacteria,
. -’ \ Acetylhistamine . 5,10-MTHF
Imidazole acetylaldehyde  ---------" e N-Methylhistamine l Allergens, Injuries |
Zn, Vit C, NAD, B1 NADPH, H >0
,VItC, NAD, FAD rr 2
. MTHFD1
@ Urine \>NADP
MAO B v
10-formyITHF
. .. (Purine Synthesis)
Imidazole acetic acid N-Methylimidazole acetylaldehyde (See FolateyPathway)

‘ Zn, Vit C, NAD, B1

N-Methylimidazole acetic acid

€’
..
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FADS1(MYRF) rs174537 T

GG and GT individuals have higher than average arachidonic acid (AA), LDL and total cholesterol
levels due to upregulated elongation of omega 6 PUFASs to pro-inflammatory compounds. Consider
limiting dietary sources of omega-6 PUFAs, esp. AA.

FADS1rs174548 \’

GG individuals may have lower than average phosphatidylcholine (PC) levels due to altered PC
metabolism. CG is associated with average PC levels.

TNF-alpha rs1800629 (

The A allele is associated with an upregulation in TNF alpha production which has been shown in
large meta-analysis studies to elevate risk for many auto-immune and inflammation based
diseases. Consider more vigilant management of inflammation through healthy sleep patterns, anti-
inflammatory diet, moderate exercise, adequate levels of magnesium, zinc, Vitamin D, chromium,
and avoidance of smoking, alcohol, lead, gluten and elevated blood glucose and insulin.



PATTERNS

Anemias
Blood Sugar Dysregulation
Infections/Stressors
Biotoxin
Net Detoxification
Thyroid Disorders
Acid/Base
Hormone Sequestering
Genetic SNPs
Inflammatory Regulation
Auto Immune Responses
Trophic Needs

Sympathetic/Para
Hormone Dysregulation
Toxicity
Organ Dysfunction
2 %

PROTOCOL

Blood Sugar Dysregulation

Thyroid Imbalance

Genetic SNPs

Trophic Needs

Hormone Dysregulation
Toxicity
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free radicals, thereby accelerating the destruction of cellular
HEALTHY components. As cells become starved for energy and
MITOCHONDRION damaged, they function less efficiently. Then the tissues

IN YOUNG CELL : ; 8 :
they compose and the entire body begin to fail. Many in-
Relatively few Vestigators suspect caloric restriction slows aging primar-

free radicals ily by lowering free-radical production in mitochondria.

FREE attack cell

- RADICAL ® DANMAGED MITOCHONDRION
N IN DISTRESSED OLD CELL

NUTRIENTS
AND OXYGEN

Free-

Abundant"A’Il'P radical

, powers ct? lil ar damage

. ol aclivities increases

2% X,
NUTRIENTS &
AND OXYGEN
ATP
supply
ENERGY- il
PRODUCING
MACHINERY
INNER
MEMBRANE
MITOCHONDRIAL
S MOLEGULAR = %
COMPLEX =
Source: Weindrich_SciAm_1996 Q
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Phase 1: 21-Day MCP

Y

Biogenetix”

DELUXE
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Metaboclea
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Professional

Formulation




Phase 2: Pain Support Kit +







Biogenetix: 833-525-0001

zeb@biogenetix.com kim@biogenetix.com
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