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Epidemiology

1 million people affected in the USA
50,000 new cases diagnosed annually
ncidence increases steadily with age

Possibly related 1o decline in antioxidant
functionality

Perlimutter



Parkinsonian symptoms

Tremor

Bradykinesia or slowness of movement
Rigidity
Loss of automatic movements

Impaired balance

Considered to be downstream effects of a primary brain biochemical

abnormality, the loss of dopamine production due to neuronal degeneration
in the area of the brain called the substantia nigra



Parkinson tfreatments

Drugs eg levodopa which increases the amount of dopamine. LevoDopa
consumes vitamin B6 and increases homocysteine elevation

Dopamine agonists eg ropinerol

Tremors eg propranolol
Bacofen or Diazepam for muscle spasms

Surgical



Case History

Male aged 45, diagnosed with Parkinson’s disease seven years previously, aged
38.

When he was aged 21,

Soon after this, he got married. Remains happily married. Has held down a top
job until age of 45.

Referred by company as health deteriorating.

On medications, Levodopa, Ramipril for hypertension, Lansoprazole for GERD



Gastroenteritis preceded Parkinsons by
S years

Severe gastroenteritis infection whilst on holiday aged 33. He had required a
drip.

Following this, suffered severe gut symptoms investigated with endoscopy,,
colonoscopy and excluded coeliac disease.

Nothing was found and so he just struggled on, eventually developing
Parkinson’s disease aged 38.

At the time of our meeting, he had the classical triad of shuffling gait,
cogwheel rigidity and tremor.

Diminishing help from Levodopa, breakthrough symptoms for 1/2hr prior to
each dose



TESTS

FOLLOW THE GUT...SO.... Food intolerance IgG tests. He was able to remove
certain foods from his diet and his symptoms improved quite considerably. (egg
white, dairy and many gluten -containing foods, which would have been sensible
advice given the family history of autoimmunity).

CDSA 2.0 stool test

Metabolic screen, Vitamin D, homocysteine
Toxicity tests ( metals)

Neurogenomic GENETIC screen

Optimal Nutritional evaluation ( deficiencies, oxidative stress, gut health,
mitochondria)

Hormones; testosterone, PREGNENALONE, oestrogen, progesterone, adrenal &
thyroid assessment inc antibodies & reverse T3



Food IGG sensitivities (
CNS labs)

Yeast (Brewer's) Yeast (Baker's)
i Egg Whit Cola Nut
DOIry W%geal g Pea
Barley Mk (Cow)
Whe(]'l' Agar Agar Radish
Eog BORDERLINE FOODS  (24-29 Uimi)
Cranberry 28 Mussel Fig
Milk (Goat) 25 Cabbage (Savoy/White) Sunflower Seed
Remove the reds NORMAL FOODS ($23 Uimi)
Broccoll i Sole
Rotate the yellows Bt Scalop B Toer N
nrv ot Tumip : ,ér:;ranh
jadin® Almond
EOT Ony Of The greens g g::'(igmad) Squash (Buttemut/Camival) 6 | Ginseng
2 Hazelnut Clam g Lime
2‘ Oat | Mint 6 Mustard Seed
[29] Wheat Bran | Papaya 8 Pomegranate
o =
- Rai mon
NOT the whole story B Covcs - — o
. 20 et 0 Cashew Nut 5 Blackcurant
Cause of IGG reaction maybe a 19 Ree B Cury (Mixed Spices) - By
combination of maldigested food; — 5 Lobster

combined with metals; chemicals,
biotoxins. COMPLEX; needs further
assessment




Gluten & Auto-immunity!




NOW ( 2019) Dietary Focus shift:
Kefo / Paleo diet

Membrane medicine ( Fatty acid
assessments; focus on replenishing fatty acid
deficiencies; phospholipid freatments)

Replenish electrolytes & minerals
Mitochondrial function & DNA adducts



CDSA with parasitology

High calprotectin: cause?¢
Medically investigated,
possibly relates to high
IGG levels

High Beta-glucuronidase
(reabsorption of toxins)

Digestion/Absorption

Analyte Result Reference Range |
!

1. Pancreatic Elastase 1 ¢ |
T né
7 — achor
2. Putrefactive SCFAs | : (76 1.3-8.6 micromollg ‘
(Total*) .

“Total values equal the sum of all measurable parts

9
(>500 ) > 200 megly

Gut Immunology
Analyte Reference Range

3. Eosinophil Protein X . <= 4.6 mcylg

4. Calprotectin ¢

Analyte Reference Range

’ =N
5. Beneficial SCFAs (59.8) >=13.6 micromolg
(Total*) : =

6. n-Butyrate | >= 2.5 micromol/g

7. pH 6.1-7.9

8. Beta-glucuronidase 337-4,433 Uig

Secondary Bile Acids

8. ano.&::‘; g 0.65-5.21 mg/g

10. Deoxycholic acid ; 0.67-6.76 mgig
(DCA) .

11. LCA/DCA Ratio - 0.39-2.07
“Total values equa

63 Zillicoa Street
Asheville, NC 28801
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CDSA high calprotectin

Normal SMALL BOWEL ENTEROGRAM TO
EXCLUDE SMALL BOWEL IBD

Normal Virtual colonoscopy



CDSA 2.0 + parasitology

Genova (NOW Gl Map)
Microbiology

Bacteriology

Lactobacillus species

Escherichia coli
Low beneficial bacteria oy e
High additional bacteria ga?r'ﬁﬂi 23%5&%5%%%%5
(usually no more than 2-3) beta Sirep (Not Group Aor B[ NP
Klebsiella positive 14. Mycology

*NG[NG]




CDSA sensitivities

Anftibiotics versus natural
agents; we used plant
tannins & probiotics, +
general support for gut
health.

Optimise gut health

KLEBSIELLA PNEUMONIAE

KLEBSIELLA PNEUMONIAE
'Low Inhibition

Berberine
Oregano
Plant Tannins

Uva-Ursi

Prescriptive Agents




Metabolic results

Homocysteine level 25mmol/l ( ideal less than 8)
Folate 2.5ug /L ( normal above 3.9)

B12 46pmol/l ( normal range 25-1695)

Free testosterone 5.7 ( normal range 4-30)

Reverse T3 25 ( normal less than 24, ideal less than 16)

FBC, liver, kidney, inflammatory markers, other thyroid markers; other sex
hormones, adrenal function all ok)



Neurogenomics

No SNPs on MTHFR
gene

MTHFR

Location:
Chromosome 1
Ce77T

Your Genotype:

A1298C

Your Genotype:

Great Britain and Northern Ireland

Security Code: 7561305

5. 10-methvlierralvdrofolate reductase : METHYLATION

5,10-methylenetetrahydrofolate reductase (MTHFR) is a key enzyme in folate metabolism, faciitating thd
formation of methyltetrahydrofolate, a required cofactor in the remethylation of homocysteine (Hcy) to m(

Health Implications

- Baseline "normal” MTHFR enzyme activity, suggesting adequate formation of methyl-THF

- An elevated homocysteine level is still possible with normal MTHFR capacity in the presence of B-vitar
deficiency

Treatment Options

- Ensure adequate intake of dark-green leafy vegetables and other B vitamin-rich foods




Pro inflammatory SNPS IL6

(Th2 cytokine), IL-1B
(inflammatory cytokine
produced by macrophages in
response to LPS)

Advice re lowering inflammation:
Mediterranean diet

Curcumin

Omega 3 Fats

Silymarin

Green fea

Resveratrol

NAC

Hormones Oestrogen ,Progesterone & DHEA

Location:
Chromosome 7
-174G-C

Your Genotype:

Location:
Chromosome 2

-31C-T
Your Genotype:

Interlenkin-6 - INFLAMMATION

IL-6 is & TH-2 cytokine that promotes maturation of antibody-producing B-cells. IL-6 mediates inflammatory
and stress-induced responses.

Health implications
Moderate IL-6 production and risk of inflammatory response
Slightly increased stress response (stimulation of HPA aods, cortisol)
Shghtly increased risk of ostecporosis, especially in menopause
Shgttly hgher nisk of nsubn resistance
Treatment Options
Stress management. support adrenal function
Roduce any visceral obesity
Avoid ans tats, ensure adequate intake of (-3 fatty acids

IL-6 release is reduced by a Mediterrancan-style diet, N-acetyl Cysteine, anti-oxidants, Siberian ginseng,
curcumin, conjugated incleic ackd, estrogen, progesterone, DHEA, and COX-2 inhibitors

n-th . INFLAMMATION

In
NL-18 is an inflammatory cytokine produced by macrophages in response to stimull such as bacterial
Ipopalysacchande. IL-18 inhibits acid secretion in the stomach and stimulates bone resorpion

Health Implications
* Geeater gastric IL-18 production and hypochlorhydria, With increased risk of atrophic gastritis.
Increased vulnerability 1o Helcotwctor pylor! infection and risk of gastric cancer

BT e

* Reduced alcohol consumption to diminish risk of atrophic gastritis
+ Avold smoking, 10 decrease persistent H. pyford infiection
* Avoid COX-1 and COX-2 inhibitors that delay gastric uicer healing

* Consider extra vitamin C during A, pyforf infection
* IL-15 levels are reduced by mmmmw.m.w_gmm boswelia

@inkgo, resveratrol, and L-glutamine




Other Phase 2 SNPs
SOD COMT ACETYLATION &
glutathione

COMT negative ; MTHFR -/-

Many other genes surrounding

methylation ( not measured here) try
LIFECODE

Glutathione S transferase x2 SNPs (
MASTER ANTI INFLAMMATORY)

SOD (Mitochondrial, membrane and
DNA protection)

NAT2 : increased toxin build up

NATH
NATH
NAT2
NAT2
NAT2
NAT2

70
11147
R197Q
G286E
RE4Q

FAST METABOLIZER POLYMORPHISM

+= NAT2

K268R

Glutathione Conjugation (Glutathion

Rosu  Gene
mesent GSTMI
+= GsTPI
+= GSTPI

Locaton
19133
1nosv
Atl4v

Oxidative Provection

¢ s-fransferase)

AMocts
Cytosol
Cytosal
Maochondna

= Neither chromasome carries the genetic variation.
One chromosome (of two) carmies the genetic variation.

o 4=

the Yoxn exposure s reduced, The ek s
recuced

Your Results: Gutatcos-
S-trarsferase detoxifies many
water-soluble environmental touns,
nhudng many solvents, hertiodes
fungicides, Spxd peroxides, and heavy
metals (.G . mercury, cadmium, and
kead). The vanous foems of GST work
1ogether 10 ehminate toons. Decreased
ghutathione conjugation capacty may
INCI0a%0 KX burden and NCroase
axdatrve stress

Your Results
Damutase s an en

SIUCHres ke MerTRranes
mitochondna, ONA, and protens.




Biolab Toxic Element

Screen

Reference intervals based on ICP-

T ELEMENT

AINIUM (Al) ]
MONY (Sb)
INIC (As)

" COMMENTS

Urine ;-eicvvcd for monitorng Al cxposure
| Resparatory and circulatory cffects 3

In water, sosl and fish (contains nom-10X 5 Crgamic
As) Inorgansc As is 3 RCUrolo:

adverse effects on fertility an
| Urine As preferred i«

Not a provocation fest | ; | s

BERYLLIUM (Be) {_,Nll,iA <30 nmol/L ,l
3 < 27 nmol/L

CADMIUM (Cd)

Cheormium

"HROMIUM (Cr 57 | 3.6-23.1numolL |
C MIUM (Cr) J 6~ 23.1 nmol/l S

On the face of it negaftive

+

COBALT(Co) | 100 | 03-10.0nmolL

Keep Clﬂ Open miﬂd Oﬂ " LEAD (Pb) ’ 0.06 | < 0.50 pmol/L
metal as it is tightly bound e
in the cells RCTRT G T s

DT 3 X _k\ﬁ
___NICKEL (Ni) Ea i Onmol/L | Sensitisi
SELENIUM (Se) Enhanccs

CONSIDER ACUMEN TEST ; Sl s
WITH TRANSLOCATION =

STUDIES & dna ADDUCTS

Dr Nicholas Miller PhD FRCPaf




HPA axis (Genova Labs)

Diurnal rhythm
optimal for cortisol

DHEA IN NORMAL
RANGE BUT ON LOW
SIDE

Cortisol Levels
Sample 1 Post Awakening
Sample 2 (+ 4 - 5 Hours)
Sample 3 (+ 4 - 5 Hours)
Sample 4 (Prior to Sleep)

Sum of Cortisol

DHEA Levels

DHEA Mean

DHEA : Cortisol Ratio

Salivary Cortisol and DHEA
Reference 35,00
Range (nmol/L)

7.45-32.56
2.76-11.31 “
1.38-7.45

0.83-3.86

'
| Sample 1 Sample
0.015-0.150 | 7.45-32.56 2.76-11.31 | 45
Cortisol Reference Limits - nmol/L

Hormones Reoference Range (nmol/L)

| OHEA Sampe 1 (am) (1.13)

Gs) |

DHEA Sample 3 (pm) &ES/,J

Commentary

Commentary is provided to the practitioner for educational purposes, and should not be interpreted as diagnostic or
treatment recommendations. Diagnosis and treatment decisions are the responsibility of the practitioner.

Cortisol reference ranges are based on samples collected over one day during the following time periods (+/- 2hrs):

#1: 7TAM - 9AM
#2: 1AM - 1PM
#3: 3PM - 5SPM




Test results & management April 2016

Testosterone low normal; muscle strength; immune
modulation

Neurogenomics tests showed two polymorphisms on his glutathione S transferase genes but no
polymorphisms in the rate limiting step of methylation, the MTHFR.

Optimal nutritional evaluation April 2016, mild deficiency in magnesium. Interestingly, his oxidative
stress markers were normal

Comprehensive stool analysis from Genova : low protective bacteria, high Beta glucuronidase.

Low folic acid; B12; high homocysteine level of 25, despite his excellent ONE test results.

Low vitamin D level; treated with high dose



Referral 1o Neurology

| referred him to an excellent neurologist who
revamped his Parkinson’s medication and this
reduced his re-ignition of symptoms as each
dose of L-Dopa wore off.

Propranolol for tremor

Reduced dose of Ramipril



DAT scans; early diagnosis

Differentiating between Parkinson’s and essential fremor — in
an individual whose sole symptom is tremor, it can be
difficult to make a definitive diagnosis.

Differentiating between Parkinson’s disease and drug-
induced parkinsonism — anti-psychotic medications used to
treat psychiatric illnesses (including schizophrenia) work by
blocking dopamine receptors.

Differentiating between Parkinson’s disease and
psychogenic parkinsonism — occasionally individuals have
motor symptoms that arise from psychological rather than
neurodegenerative causes.



* He was not referred back to me again until June 2017 as the company were considering
retiring him early. Initially he had been very much better even able to do an 18 round

game of golf;

| organised for this to be tested with Aero diagnostics. Unfortunately, he did not
complete the test.



Advanced Intestinal Barrier Assessment showed

Armin chronic infection test

He was also positive for reactivating infections chlamydia
pneumoniae and many viruses



Advanced Intestinal Barrier
Assessment ( Invivo)

High zonulin ( gluten;
infection)

Borderline histamine
but adequately dealt
with by high DAO

Zonulin

PATIENT RESULT
ne/mi
L
o 1 2 3

Histamine

PATIENT RESULT
y B,
¥ ol rard

Diamine Oxidase (DAO)
EIIENT RESULT

118.95%
Ul

REPOITABLE RANGE: O-
8 ng/md




Lipo Polysaccharides (LPS)

PATIENT RESULT

4.3
Highly inflammatory '
Endotoxins from
infraluminal gut bacteria -
LPS IGM very high! 517
Highly inflammatory
endotoxaemia

This test was developed and Its performance charactenstics determined by Dunwoody Labs or thrd-party reference affilate




The Fire of Inflammation




H Pylori ( Invivo)

Negative

H. pylori

Helicobacter pylori

Virulence Factor, babA
Virulence Factor, cagA
Virulence Factor, dupA
Virulence Factor, iceA
Virulence Factor, OipA
Virulence Factor, vacA
Virulence Factor, virB

Virulence Factor, virD




Armin Chronic Infections = o N e

7 Blood count

TeST 7 Leucocytes 6,42

7 Erythrocytes 5,49

7 Hemoglobin 15,6

. . 7 Hematocrit 48,00

'I' 7 MCV 87,40

Borrelia weak Elispo
7 MCHC 32,50

259,00

1 7 Thrombocytes
pOSITIVe 7 Differential Blood count
7 Neutroph. Granulocytes
7 Lymphocytes
7 Monocytes
7 Eosin. Granulocytes
7 Basoph. Granulocytes

Borrelia EliSpot +

1 Borrelia b. Full Antigen
0-1 = negative
2-3 = weak positive
Sk = positive

1 Borrelia b. OSP-Mix
0-1 negative
2-3 weak positive
> 3 positive

1 Borrelia burgdorferi LFA-1
0-1 = negative
2-3 = weak positive
>3 = positive

The results of the Elispot tests indicate weak
cellular activity against Borrelia burgdorferi.




Arminlabs

CD3-/CD57+ Cells

Lowish CD 57 7 CD3-/CD56+ Flow Cytometry
7 T cells CD3+ (%) 78,48 %
o . 7 T cells CD3+ (absolute) 1335
Indicatfes chronic 7 NE calls GDE6x cha- (3}
: - 7 NK cells CDS56+ CD3- (absolute) 246 1]
Immune SuppreSSIOn 7 CD57+ NK-cells (%) 37,98 %
by BOrre”O Chk]mydia 7 CD57+ NK-cells (absolute) - 93
.' The result of the CD57-cell count indicates chror
pneumomge; or immune-suppression, which can be caused by.Borre.‘
burgdorferi or other bacteria like Chlamydia pne
rT]&/(:()F)kjsrT]CJ Mycoplasma pneumoniae.

pneUmOﬂIOe; N Borrelia IgG-/IgM-SeraSpot®
viruses eg EBV

4 Borr. burgdorferi SeraSpot IgG negative
4 Borr. SeraSpot V1sE (afzelii) negative




Arminlabs

9 BORRELIA
Seraspot positive

Analysis

Borr. burgdorferi SeraSpot IgM

SeraSpot V1siE (afzelii)
SeraSpot p39 (afzelii)
SeraSpot p58 (garinii)

positive
Borr. negative
Borr. positive

Borr. positive

results IGM

(humoral
response)

4
4
4
4
4
4
4
4
4
4
4

Borr.
Borr.
Borr.
Borr.
Borr.
Borr.
Borr.

SeraSpot
SeraSpot
SeraSpot
SeraSpot
SeraSpot
SeraSpot
SeraSpot

pl00
OspC
OspC
OspC
dbpA
dbpA
dbpA

(garinii)
(afzelii)
(garinii)
(s.s.)

(afzelii)
(garinii)
(s.s8.)

negative
positive
positive
positive
positive
positive
positive

The positive Borrelia burgdorferi-IgM-antibodies b
(modern Borrelia Westernblot) indicate humoral imm
response against Borrelia burgdorferi.

Please look at the results of the Borrelia-EliSpo
CD57-positive NK-cells.




Arminlabs

amydia pneumoniae.

Th 1
€ negative control shows unspecific reactions

CthmYdiO |GG be caused for example by herbal or other remediesn

(overstimulation of the lymphocytes?).

posifive

Chlamydia pneum. IgG-/IgA-AB

2 ReGC-l-iVO-I-ing 4 Chlam.pneum. IgG-AB (ELISA) positive

! 1,610 Ratio

infec_l_ion Ratio < 0,8 negative

Ratio 0,8 - 1,1 weak
Ratio >= 1,1 positive

4 Chlam.pneum. IgA-AB (ELISA) negative
0,435 Ratio
Ratio < 0,8 negative
Ratio 0,8 - 1,1 weak
Ratio >= 1,1 positive




Toxoplasmosis

Weak positive;
borderline current
iInfection

The result of the EliSpot-Test indicates no current cellular activity

against |
The negative control shows unspecific reactions, which can be caused for
(overstimulation of the lymphocytes?)

Toxoplasma gondii antibodies
Toxoplasma gondii-igG-antibodies (EIA) 0.066
Toxoplasma gondii-igM-antibodies (EIA) (+) 0.907

The weak positive Toxoplasma gondii-lgM-antibodies indicate borderl
Toxoplasma gondii (recent infection with Toxoplasma gondii?).

We recommend to control the Toxoplasma gondii-lgG/lgM-antibodies in

Rickettsia antibodies



Elispot Epstein Barr Virus

Nos i i
erological evidence of an infection with Rickettsia.

C U rr e N -I- C e | | U | O I Epstein-Barr-Virus EliSpot

EBV-EliSpot (lytic)

G C .l.ivi-l-y EBV-EliSpot (latent)

Negafi trol
garive coniro B e
S h Owe d The results of the EBV-EliSpot-Tests indicate current cellular activity against Epstein-Barr-Virus

Explanation of EBV antigens:

oo
U n S p e C I f I e d EBV-lytic antigen: sign for production of infectious EBV virions
. EBV-latent antigen: sign For EBV latency with no production of infectious EBV virions
re O C -l- I O n S 8 H e rb O | The negative control shows unspecific reactions, which can be caused for example by herbal or other ref
. . (overstimulation of the lymphocytes?)
overstimulation of
Epstein-Barr-Virus antibodies

| y m p h O C y-I- e S EBV-lgG-antibodies (IFT) + positive negative




EBV

Positive humoral
response

(overstimulation of the lymphocytes?)

Epstein-Barr-Virus antibodies

EBV-IgG-antibodies (IFT) positive
EBV-IgM-antibodies (IFT) negative
EBV-Early Antigen (IFT) negative
EBV-EBNA1-IgG-antibodies (IFT) positive
EBV-Avidity high

The specific EBV-Virus-IgG- and EBV-EBNA-antibodies indicate humoral
Virus.

Please look at the result of the current T-cellular EBV-activity by the EB

ArminLabs GmbH
CEO: Armin Schwarzbach MD PhD



Herpes Simplex

Current
reactivatione

T_he results of the Herpes Simplex Virus 1 / 2-EliSpot-Tests indicate no current ce
Simplex Virus 1 /2. : \

The negative control shows unspecific reactions, which can be caused for example b

(overstimulation of the lymphocytes?)

Herpes Simplex Virus 1 / 2 antibodies

Herpes Simplex Virus 1 /2 -lgG- antibodies (EIA)  + 4.887
Herpes Simplex Virus 1 /2 - IgA-antibodies (EIA)  + 3.054
Herpes Simplex Virus 1/ 2- IgM- antibodies (EIA) 0.590

The specific Herpes Simplex Virus 1 / 2-1gG- and -IgA-antibodies indicate currer
against Herpes Simplex Virus 1 / 2. This can be a sign for a reactivation.

We recommend to control the Herpes Simplex Virus 1 / 2 -lgG/IgA/igM-antibodies

please look at the result of the current T-cellular Herpes Simplex Virus 1 / 2 -activil
1/ 2 -EliSpot.

Cytomegalo Virus EliSpot



The specific Herpes Simplex Virus 1 / 2-1gG- and -IgA-antibodies indicate
against Herpes Simplex Virus 1 / 2. This can be a sign for a reactivation.

CYTomegC”OVirUS (CMV) We recommend to control the Herpes Simplex Virus 1 /2 -lgG/IgA/IgM-antib:

Please look at the result of the current T-cellular Herpes Simplex Virus 1/ 2
1/ 2 -EliSpot.

Cytomegalo Virus EliSpot
CMV-EliSpot

Elispot high,
current active
CG||U|CII’ ImmUﬂITy ArminLabs GmbH

CEO: Armin Schwarzbach MD PhD
ZirbelstraRe 58, 3rd floor 86154 Augsburg Germany Phone: 004
www.arminlabs.com e-mail: service@arminlabs.com Amtsgericht A




Arminlabs CMV E——

The res ; o
ult of the EliSpot-Test indicates current cellular activity against Cytomegy

The negative control shows unspecific reactions, which can be cause
. ) ) ) i ; d for examg
|GG antibodies indicate (overstimulation of the lymphocytes?)
humoral response

Cytomegalo-Virus
Cytomegalo-Virus-1gG- antibodies (EIA)
Cytomegalo-Virus-lgM- antibodies (EIA)

The specific Cytomegalo-Virus-lgG-antibodies indicate humoral immune respon

VZV EliSpot

Varicella-zoster EliSpot




Arminlabs Herpes Zoster

VZV IgG antibodies
posifive

Humoral response

The result of the EliSpot-Test indicates no current cellular activity against V:

The negative control shows unspecific reactions, which can be caused for ¢
(overstimulation of the lymphocytes?)

Varicella Zoster Virus antibodies

Varicella Zoster Virus-lgG-antibodies 2405.7
Varicella Zoster Virus-lgA-antibodies 0.246
Varicella Zoster Virus-lgM-antibodies 0.089

The specific Varicella Zoster Virus-lgG-antibodies indicate humoral imm
virus.

ArminLabs GmbH
CEO: Armin Schwarzbach MD PhD
ZirbelstraRe 58, 3rd floor 86154 Augsburg Germany Phone:(
www.arminlabs.com e-mail: service@arminlabs.com Amtsgericht



Coxsackievirus antibodies

In clini ici e
linical suspicion for VZV-reactivation (Herpes Zoster) we recommen

Specific Coxsackie virus
type A7/B1 - 1IgG/IgA,

look at the currenct cellular activity by the VZV-EliSpot in 2 - 3 weeks.

iﬂdiCOTe CurreﬂT humorCﬂ Coxsackie-Virus antibodies
OCﬁViTy CIgCIinST .I.hese Coxsackie-Virus Type A7-IgG (IFT) 1:100
Org(]ﬂisms Coxsackie-Virus Type B1-1gG (IFT) 1:10000

Coxsackie-Virus Type A7-IgA (IFT) 1:10
Coxsackie-Virus Type B1-IgA (IFT) 1:10

The specific Coxsackie-Virus Type A7/B1-lgG/IlgA-antibodies indicate ¢
Coxsackie-Virus Type A7 and Coxsackie-Virus Type B1.

HHV 6-Virus antibodies




HHV-6 (Human herpes virus
6) antibodies

Positive, indicating humoral
response against HHV6

No actual evidence for
HHV-6 — DNA in the blood

dCKIe=Virus Type B1-IgA (IFT) 1:10 Titer

The specific Coxsackie-Virus Type A7/B1-IgG/IgA—-antibodies indicate current
Coxsackie-Virus Type A7 and Coxsackie-Virus Type B1.

HHV 6-Virus antibodies
HHV6-IgG-antibodies (IFT) 1:10 Titer
HHV6-IgM-antibodies (IFT) <1:10 Titer

The specific Human Herpes Virus 6 (HHV6)-IgG-antibodies indicate humora
Herpes Virus 6.

Human Herpes Virus 6 DNS
Human Herpes Virus 6 DNS (PCR) negative

No actual evidence for specific Human Herpes Virus 6 -DNS in the blood.




Arminlabs
Autoimmunity

ANA positive

Human Herpes Virus 6 DNS

Human Herpes Virus 6 DNS (PCR) negative

No actual evidence for specific Human Herpes Virus 6 -DNS in the

Antinuclear antibodies
ANA (IFT) 1:100

Fluorescence pattern nucleolar speckled

ArminLabs GmbH
CEO: Armin Schwarzbach MD |
Zirbelstrale 58, 3rd floor 86154 Augsburg Germany
www.arminlabs.com e-mail: service@arminlabs.com A



Further functional methylation tests
Mitochondrial assessment



Functional test of how methylation is

actually working ( Invivo)

Low methionine
High homocysteine
Low reduced glutathione

Various types of folate & folic
acid, deficient incl. folinic
acid; active folate &
methylated folate

Why<e
MTHFR -/- ( rate limiting)
Is there a methylation block.

¢ Check LIFECODE
methylation genes

¢ Metals, infection, toxins

MMV » Jdle vivy)
Appoint. time 12/21/17
Appoint. No. 11:05 AM
Your reference 22R76185

S-Adenosylmethionine (RBC)*
S-Adenosylhomocysteine (RBC)*
FOLIC ACID DERIVATES
5-CH3-THF* 8.
10-Formyl-THF* 4.
5-Formyl-THF*
THF*
Folic Acid*
Folinic Acid (wB)*
Active folate (RBC)*
NUCLEOSIDE
Adenosine*

4
3

Glutathione (oxidised)*
Glutathione (reduced)*

umol/di
umol/dl

nmol/l
nmoi/l
nmol/l
nmol/l
nmol/l
nmol/l
nmol/l

1078 M

umol/L
pmol/L

221 - 256
38.0-49.0

84-726
1.5-8.2
1.20 - 11.70
0.60 - 6.80
8.9-246
9.0-355
400 - 1500

0.16 - 0.50
38-55




Acumen Labs; deeper
cellular mitochondrial
function

ATP whole cellsimixed leukocytes — ref ranges in bold differ from neutrophils alone

With excess Mg uid'.d 1.78 nmol/10” cells 2134
OW W O e Ce (Standard method of measuring ATP) ¢
lndnggnou \h. onl\ 1.05 nmol/10” cells ey 3.1
vered during intracellular magnesium deficiency
Low Mitochondrial ATP
ADP to ATP conversion efficiency (whole cells)
ATP™ (from above) 1.78 nmol/10° cells

Poor conversion of new ATP* (iohibitor present) ~ g.57  nmol10° cells

Ratio ATP/ATPM
ATP™® (inhibitor removed 1.23 nmol/10° cells

MiTOChOhdriOl ATP ADP to ATP efficiency [(3*-2*)/(1*-2%)] x 100 545 :-;»u

0.59

Blocking of active sites (2*/1%) x 100 32 /_" % upto- 14

M O rke d b | O C |<i n g Of ADP-ATP TRANSLOCATOR |TL] (mitochondria, not whole cells)
translocator function ( oy, Belrame  change% pefrange

Baseline 248 290 - 700 l

environmental contaminantse RS
Infection/biotoxinse) Rl 202 18720

Lnsvig

Low whole-cell ATP Low ATP-related magnesium

LOW ATP relg_l_ed MOg neSiU m 32% blocking of active sites leading to: Poor ADP to ATP re-conversion

Low mt-ATP and poor provision of ‘new’ mt-ATP
Quite-marked (32%) blocking of translocator function.

RGSUlﬂng poor ADP TO ATP - Directors - Mrs Mirhane McLaren-Howard
conversion oratemer oot g s 1 5

( all this despite * normal Citric
acid cycle on his ONE test...)




TEST RESULTS December 2017- January 2018 Positive CHRONIC INFECTION
tests; IMMUNE SUPPRESSION CD 57; auto-antibodies; blocked methylation,
gut permeability, mitochondrial damage.

1.BORRELIA SERASPOTS POSITIVE
2 VIRUSES positive: Toxoplasma; Epstein-Barr; CMV; Herpes zoster; Coxsackie ; HHV®6.
3.ANA positive (FH positive with Mums Lupus)

4.Methylation functional enzyme tests, showed increased requirement for various types of folate; &
glutathione.

5.Advanced intestinal gut barrier test : high zonulin level ( ? Caused by gluten / grains & metabolites;
or infection); high LPS IgM indicating , probable infection; and gut wall
permeability.

6. Mitochondrial & membrane damage

/. IMMUNE SUPPRESSION CD57 LOW



Treatments 1

1.”Lyme” treatment ( Chronic infection pathologies) Abs verses Herbs ( Cowdens) He chose
Abs despite my recommendations for herbal treatment.

2. Viruses while he remains on antibiotics

3.Mitochondrial function; Magnesium Maleate; CoQ10 300mg a day & ATP Fuel ( researched
nutritional treatment

4,
5. recommended but he was unable to access this locally.
6. Another option for Treating the inflammation: Master

antioxidant; anti- inflammatory; helpful to calm LPS. ( Potentially all the above impact to
lower inflammation)



Treatments 2

(LANSOPRAZOLE STOPPED) Included all previous gut
recommendations to improve digestion; Spore probiotics;
Curcumin; Perm plus ie slow release glutamine & Carnosine, ATP

Fuel,which includes phospholipids.
8.1 ow testosterone previously noted,

9. Optimisation of immune modulation:

| considered progesterone for its
neuroimmune properties



Further information on Treatments:
LDN

Low dose naltrexone 1T mg half an hour before bed month one
Low dose naltrexone 2 mg half an hour before bed month 2
Low dose naltrexone 3 mg half an hour before bed month three

Thereafter 4.5 mg per day

Side effects nightmares initially but these should gradually settle.



Increase in
endogenous

enkephalin
and endorphin

Enhancement
of
immune function

Inhibiticn Imteraction of
of the nuclear El_uckadt_a of
opiate-R in Gl

proinflammatory opioid growth tract
cytokines factor receptor

Effect on no.
of liguid bowel
movements

Promotion of
DNA synthesis

Healing & repair
of mucosal
tissue

Improvement . Improvement in
S Crohn's disease

in inflammatory
reaction e activity

Dig Dis Sci. 2011 Jul; 56(7):2088-97

Regulation of
TReg and
production of
IL-10 and
TGF-B

Down regulation
of TH-17




Transfer Factors Short strands of amino
acids

Transfer factors are non-allergic




Types of Transfer Factors

e [ransfer Factors targeting Lyme Co-infections

e Transfer Factors targeting mold & biotoxins

e [ransfer Factors targeting Reactivating infections:
HSV-1, HSV-2, V2V, CMV, EBV, HHV-6 A&B




o

SpeciaL Dietary USEFULNESS FOR MULTIMESSENGER Transrer Factor L+ MessenGer N° 1 TransrFer Factor Enviro

Natural killer Cell - General immune
support

Bartonella X
Borrelia burgdorferi X b

Babesia %

Ehrlichia X
EBV X b
HHV6 B X
HHVE A&B
CMV X X

Chlamydia pneumoniae

X

Pneumocystic carinii
Human TB

Bovine TB

Herpes 1

X | X [ X | X | X

Herpes 2

Cryptosporosis

Mycobacterium avian
Hepatitis A,B,C
Staphylcocci

X | X | X | X | X | X

x




SpPeciaL Dietary USEFULNESS FOR

MULTIMESSENGER

Transrer FacTor L+

MEssenGER N° 1

Transrer Factor Enviro

Streptococci

x

E. Coli

Parvo virus B19

Varicella Zoster

Candida (multiple strains)

MMR

Mycoplasma - 14 strains

XX [ XX | X | X

Ureaplasma urealyticum

x

Nanobacterium

x

Human Papillomaviruses

Penicillium

Epicoccum

Aspergillus fumigatus

Aspergillus niger

Aspergillus versicolor

Cladosporium

Fusarium

Geotrichum

Pithomyces

Ustilago

L SR S . T T S S 4




Slide from Armin Schwarzbach Antwerp 2018. Effective
antibiotics for Lyme Borreliosis

Table 5: Effective antibiotics in Lyme borreliosis

Effective
against
encysted
forms

Effective
Antibiotic intra-
cellularly

Plasma half-life

Betalactams

Cefuroxime axetil

a0
1
25
o o
21
3
AF

Benzathine benzylpenicillin

Phenoxymethyl penicillin
Amoxicillin

'
DK
W W
J ol (T
- [ -
<
W

Tetracyclines and glycylcyclines

Doxycycline
Minocycline

Doxycycline |+ = @ |314% |— @  Jishrs 0|
[Minocycline |+ = |40% J— @  Jishrs 000 |

Macrolides

hrs
8 hrs tissue half-life

Clarithromycin
Azithromycin

o

II
W
&
I

MNitroimidazoles
Metronidazole

I
I
I
‘

Co-drugs
Hydroxychloroquine

I
I
I

30-60 days tissue half-life

* The betalactams have a poor ability to enter the CSF but, on account of their wide thera-
peutic spectrum, attain concentrations in the CSF which are clearly above the minimum in-
hibitory concentration (MIC)_7

** Macrolides are not used Iin cases of QTc intervals (frequency-corrected QT intervals) of
7 )
more than 2440 milliseconds with heart rates between 60 and 100 bpm_'$7*%!




Patient progress April 2018

Coped well with anfibiotics, though tinidazole brought SIBO symptoms back
sO he stopped this.

Decided to have further tests under the Charity cover before stopping
work. THESE WERE

THESE WERE ALL POSITIVE; & HE AGREED TO HAVE TREATMENT FOR
MARCONS, ( Nasal sprays, inc Ag EDTA & N acetyl cysteine)

Treated with chlorella vulgaris as an initial binder for mould; with further
plans for organic cholestyramine



Further tests April 2018 Urinary mould
metabolites; all STRONGLY POSITIVE

" 955EB1E4-672C-4C1D-A305-98DEE7004612.PDF - Adobe Acrobat Reader DC
File Edit View Window Help

Home Tools 955EB1E4-672C-4.. %

B Q 1 MG k@®® m%vﬁ@?

UL U S UG VT LY evay i
Ordering Physician: Humphrey Bacchus gszzt:‘fes:rg:ﬁ:: 04/10/2018 .
* Comment

Invivo Clinical LAB

Unit 1, Stroud, Gloucestershire GL5 1RN
Fill & Sign

Procedure Type: Semi-quantitative @ More Tools

Ochratoxin A - Procedure by ELISA

Aflatoxin Group (B1,B2,G1.G2) - Procedure by ELISA
Trichothecene Group (Macrocyclic) - Procedure by ELISA
Gliotoxin Derivative - Procedure by ELISA

Results:

Not Present if less Equivocal if Present if greater or
han

Code Test Specimen Value Result
between equal

E8501 Ochratoxin A Urine 8.75300 Present 1.8 ppb 1.8-2.0 ppb 2.0 ppb
ppb
E8502 Aflatoxin Group Urine 1.78500 Present 0.8 ppb 0.8-1.0 ppb 1.0 ppb
(B1,B2,G1.G2) ppb
E8503 Trichothecene Group Urine 0.07100 Present 0.02 ppb 0.02-0.03 ppb 0.03 ppb
(Macrocyclic) ppb
E8510 Gliotoxin Derivative Urine 2.91400 Present 0.5 ppb 0.5-1.0 ppb 1.0 ppb
ppb

Comment: Due to the commercial unavailability of previously used standards, RealTime Lab has validated a new, more sensitive standard for
Trichothecene Testing. Effective 11/13/2017, all results are reported using the new standard. Please note the new values for cutoff levels.

e

Director Signature

Tests such as this should be used only in conjunction with other medically established diagnostic elements (e.g.,symptoms, history, clinical impressions, results from other tests, etc). St I
> . ; - h h - - : ore and share files in the
Physicians should use all the information available to them to diagnose and determine appropriate treatment for their patients. Document Cloud
Disclaimer: This test was developed and its performance characteristics determined by RealTime Lab. It has not been cleared or approved by the U.S. Food and Drug Administration. The
FDA has determined that such clearance or approval is not necessary. This laboratory is certified under the Clinical Laboratory Improvement Amendments of 1988 (CLIA-88) as qualified to

perform high complexity clinical laboratory testing.
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Learn More




MARCONS POSITIVE

" B1E2068D-7CDD-43C3-BB8B-95905A560223.PDF - Adobe Acrobat Reader DC
File Edit View Window Help

Home Tools B1E2068D-7CDD-... X
B8 2 Q ® / AR M O® v - m B @A T

ORGANISM #1 STAPH COAG NEGATIVE-LARGE AMOUNT Gomment

MARCONS POSITIVE A, Fill & Sign
MARCONS is a multiple antibiotic resistant coag neg @ More Tools
staph that reside in the deep nasal passages, is common
in biotoxin iliness, is a marker of low MSH and produce
biofilms which form a barrier to immune defenses and
anti-infection therapy. Biofilm production in bacteria,
mold or yeast may account for some cases of chronic nasal
and sinus congestion and inflammation. MARCONS releases
exotoxins which lead to increased inflammation (decreased
MSH)and hemolysins which disrupt RBCs and endothelial
cells. It may be colonized or cause infection. If test
results indicate coag neg staph is present with two or
more antibiotics showing Resistant or Intermediate, these
results are classified as MARCoNS whether Methicillin is
resistant or not and whether there is a large amount or
small amount. (Ref: Dr. Ritchie Shoemaker, 05/09/14)
SUSCEPTIBILITY #1  ANTIBIOTIC NAME INTERPRETATION

CIPROFLOXACIN
CLINDAMYCIN

ERYTHROMYCIN

GENTAMICIN

LEVOFLOXACIN

MOXIFLOXACIN
OXACILLIN(METHICILLIN)
PENICILLIN-G
QUINUP/DALFO(SYNERCID)
RIFAMPICIN
TETRACYCLINE(DOXYCYCLINE)
TRIMETH/SULFA(BACTRIM)
VANCOMYCIN

Store and share files in the
Document Cloud
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Learn More
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CIRS: 2 TESTS POSITIVE

™ 32CE1FD1-3614-4DE0-A382-F80F20C93609.PDF - Adobe Acrobat Reader DC
File Edit View Window Help

Home Tools B1E2068D-7CDD-.. 32CE1FD1-3614-4.. X
B X Q 171 AR M O® 5=

Doctor/Pract.: Invivo Clinical Comment

Test Code Test Description Result Reference range /. Fill & Sign

@® More Tools
a-MSH Alpha-melanocyte stimulating hormone 0,82 0,52 - 1,65 ratio to

normal median
C4AS C4 A Serum level 1,41 0,57 - 1,68 ratio to
normal median
MMP-9 Matrix metalloproteinase 9 0,60 0,52 - 2,03 ratio to
normal median
Tgf-BETA1S Activated TGF-BETA1 serum 2343 1674,00 - 12400,00
pg/mL
VEGF VEGF 0,14 0,37 - 1,49 ratio to
normal median
VIP Vasoactive Intestinal Peptide 0,27 - 1,92 ratio to
normal median

Ctmom amed choee £lace o b



VEGF vascular endothelial growth
factor (& VIP relevance)

Measurement of host response 1o infection
VEGF is known for vasodilation, angiogenesis and neuroprotection
It can be high or low in patients with CIRS

With VEGF deficiency, there is loss of neuroprotection ; increased
permeability of the blood brain barrier as well as capillary hypoperfusion.

Symptoms associated include shortness of breath, cognitive different
dysfunction, fatigue and muscle cramps.

low levels more significant in CIRS; high
levels may be compensatory. Immune regulation function, high levels may
be associated with gut permeability.



Chronic Inflammatory Response
Syndrome

» Growing awareness that microbes play a
role 1n chronic 1llness

e Terrain matters — impaired immunity
predisposes patient to chronic infection

e Chronic infections suppress immune
activity

 Other factors that alter immunity —
biotoxins (metals, chemicals), inherited or
acquired defects
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Diagnostic Process for Chronic Inflammatory
Response syndrome

37 symptoms, 13 clusters of symptoms, positivity in
8 virtually diagnostic

Specific tests are involved

11 steps for treatment



Patient email review April 2019

Patient has been managing well.

“I'm doing ok thanks, my health is similar to how it was and | am still seeing
the benefits from your consultations. My Parkinsons has progressed slightly in
a couple of areas but not that has really impacted my life. | am working
again part time 3 days a week and 6 hours each day | feel this is helping
with the cognitive aspects of Parkinson'’s.

Comparing myself with others | am doing very well with my Parkinson’s”



1. Patient telephone call & progress
28.4.19

April 2018, took four months off of work, fime to himself, went to the gym,
walked a lot and recognised that the stress of a top job was too difficult for him.

August 2018, returned to work for a different company using similar skills, pricing
as an electrical contractor.

Medication 125 mg of Levodopa 4 times a day, extra modified release dose at
night. The medication was lasting 3 2 hours but is now only lasfing three hours.

NHS Parkinson’s nurses are very helpful and have advised him concerning timing
of protein and food intake in order to minimise competition of receptor sites for
dopamine.



2. Patient telephone call & progress
28.4.19

His gut is still stable with occasional bouts of diarrhoea. His tremor is slightly worse but not a
major issue for him. He is less tired. When his medications wear off he does struggle with the
rigidity and shuffling gait. We discussed the possibility of cannabis helping this; as there is
strong evidence for cannabis helping spasms in all kinds of neurological disorders.

He is involved with research due to frequency of urination, also with PD stat, a research
programme investigating the benefit of statins in Parkinson’s disease. This is a double blind
conftrolled frial. He is unaware of whether he is the control or not

| updated him on the possibility of a more formal Shoemaker approach to CIRS , also the
possibilities of looking info membrane medicine and epigenetic influences of adducts
which may be helped with more formalised fatty acid or phospholipid treatment; rather
than the ATP Fuel regime that he had before.



Patient due to return for further
discussions soon




1. Discussion/thoughts

Does “essential tremor” exist? ( He had a family history of this)

Which organisms may underlie Parkinson’s disease?

Consider MOULD / CIRS formal testing and
treatment via Shoemaker protocol?

DNA adducts evaluation ( biotoxins, chemicals, metals) ? Consider IV phospholipid
treatment if appropriate

maternal family history of his Mother’s LUPUS very relevant.

eg ALS, MS, Schitzophrenia, Parkinsons;
signs & symptoms and are given names by the medical profession but the
with the resulting fire of neuro
inflammation, affecting and damaging our brains and nervous systems.



2. Discussion / thoughts

* Consider other eg Low
Dose Naltrexone &/or Transfer Factors

for its multiple properties (anti
spasticity & tremor; relaxation properties) which may also include
immuno-modulation.

* Other options to consider, hyperbaric oxygen, craniosacral
therapy, liposomal melatonin.

* Consider progesterone 50 mg at night as there is evidence this
can unblock the HLA chromosome 6 which is often responsible for
damage to the innate immune system.



Numerous studies have found connections of Infectious burden with
Parkinson's/Parkinsonism
"Slide from Armin Schwarzbach Antwerp 2018

Parkinsonism Relat Disord. 2015 Aug;21(8):877-81. doi: 10.1016/j.parkreldis.2015.05.015. Epub 2015 May 30.

The association between infectious burden and Parkinson's disease: A case-control study.

Bu XL', Wang X', Xiang Y', Shen LL", Wang QH", Liu YH', Jiao SS', Wang YR!, Cao HY", Yi X', Liu CH', Deng B', Yao XQ', Xu ZQ', Zhou HD', Wang YJ2.
+ Author information

Abstract

INTRODUCTION: The etiology of Parkinson's diseas ,, . ArE
common pathogenic infections and PD. Infectious burden consisting of CMV, EBV, HSV-1,
METHODS: Antibody fiters to common infecious pa B. burgdorferi, C. pneumoniae and H. pylori is associated

type-1 (HSV-1), Borrelia burgdorferi (B. burgdorferi),. With PD. This study supports the role of infection in the
measured by ELISA in serum of 131 PD patients an¢ etiology of PD.” of
exposure to these common pathogens.

RESULTS: Seropositivities toward zero-two, three-four and five-six of these pathogens were found in 11%, 74% and 15% of normal controls while
in 4%, 61% and 35% of PD patients, respectively. IB, bacterial burden and viral burden were independently associated with PD. Schwab and
England (S&E) scores were negatively correlated with IB in patients with PD. Serum a-synuclein protein levels and inflammatory cytokines
(interleukin-1p and interleukin-6) in individuals with higher IB were also significantly higher.

CONCLUSIONS: IB consisting of CMV, EBV,
role of infection in the etiology of PD.

Drosophila-like 4 gene, which is associated with
inflammation and neuronal death and is up-regulated
in Parkinson’s disease, was up-regulated in
spirochete-stimulated tissues by 9.98-fold*

Source: * Ramesh G et al. Interaction of the Lyme Disease Spirochete Borrelia burgdorferi with Brain Parenchyma Elicits Inflammatory Mediators from Glial
Cells as Well as Glial and Neuronal Apoptosis. Am J Pathol. 2008 Nov; 173(5): 1415-1427


https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2570132/

"Borrelia can cause Parkinsonism"
(Arch.of Path.& Lab.Med.127(9):1204-6)




Parkinsonism possible underlying infections (this patient was
positive for those in red)

1. Borrelia SeraSpot + Borrelia EliSpot + CD57 cells

2. Chlamydia pneumoniae IgG/IgA antibodies + Chlamydia
pneumoniae EliSpot

Mycoplasma pneumoniae IgG/IgA antibodies
Bartonella IgG/IgM antibodies

Coxsackie Virus IgG/IgA antibodies

EBV EliSpot

CMV EliSpot

o o RO

Slide from Armin Schwarzbach Antwerp 2018




Multitactorial aetiology of autoimmune
disease.

Autoimmune

disease a% .:1
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Multisystems Biological
Approach

Gut, microbes, neuro & general inflammation, hormones, autoimmunity & immune
modulation, lifestyle to include diet, & supplements, detoxification, energy
production optimisation, and where appropriate, management of relaxation,

stress, exercise and sleep.



Thank you for listening

= Dr Julia Piper FRCGP
= CEO Privategp.com Ltd
= UK AMBASSADOR American Academy of Anti Aging Medicine

= British Society of Ecological Medicine Committee Member

» dripiper@privategp.com

= www.privategp.com
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