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Infec4ons and Infesta4ons

Chronic Infec#ons, Infesta#ons and ASD
Infec4ons aﬀect us in 3 ways:
1. Immune reac,on against the microbes or their metabolic products
Treatment: low dose immunotherapy (LDI, LDA, EPD)
2. Eﬀects of their secreted endo- and exotoxins and metabolic waste
Treatment: colon hydrotherapy, sauna, intes4nal binders (Enterosgel,
MicroSilica, chlorella, zeolite), detoxiﬁca4on with herbs and medical drugs,
ac4va4on of detox pathways by solving underlying blockages (methyla4on,
etc.)
3. Compe,,on for our micronutrients
Treatment: decrease microbial load, consider vitamin/mineral protocol

Lyme, Toxins and Epigene#cs
• In 2000 I examined 10 au4s4c children with no known history of Lyme disease (age
3-10), with the IgeneX Western Blot test – aVer successful treatment. 5 children were
IgM posi4ve, 3 children IgG, 2 children were nega4ve. That is 80% of the children had
clinical Lyme disease, none the history of a 4ck bite!
• Why is it taking so long for au4sm-literate prac44oners to embrace the fact, that
many au4s4c children have contracted Lyme or several co-infec4ons in the womb
from an oVen asymptoma4c mother? Why not become Lyme literate also?
• Infec4ons can be treated without the use of an4bio4cs, using liposomal ozonated
essen4al oils, herbs, ozone, Rife devices, PEMF, colloidal silver, regular s.c injec4ons
of artesunate, the Klinghardt co-infec4on cocktail and more.
• Symptoma4c infec4ons and infesta4ons are almost always the result of a high body
burden of glyphosate, mercury and aluminum - against the backdrop of epigene4c
injuries (epimuta4ons) suﬀered in the womb or from our ancestors( trauma, vaccine
adjuvants, work place related lead, aluminum, herbicides etc., electromagne4c
radia4on exposures etc.)
• Most symptoms are caused by a confused upregulated immune system (molecular
mimicry)

Toxins from a toxic environment enter our system through damaged boundaries and
membranes (gut barrier, blood brain barrier, damaged endothelium, etc.). It appears
that there is an inten4onal destruc4on of human health by poisoning our air, our food
and the many direct insults to our body (mercury-amalgam ﬁllings, persistent contrails,
herbicides, toxic adjuvants in vaccines, building materials and styles, glyphosate in
coﬀee, etc). A toxic inner milieu turns our symbio4c life-giving microbiome into a
pathogenic cesspool with all the consequences of a “chronic infec4on”. Microbes
achieve dominion over our system by secre4ng a large cocktail of small molecules
referred to as “biotoxins” which are responsible for most symptoms.
Man-made toxins and microbial toxins have to be cleared via the same biochemical
pathways, which are not fully func4onal in the ASD children for a variety of reasons:
gene4c SNPs and muta4ons, epimuta4ons, age at 4me of injury, EMR exposure,
psychological stresses in the family, man-made insults on the child’s brain (vaccine
adjuvants, medical drugs taken by the mom during pregnancy, ie Tylenol, mom’s
amalgam ﬁllings) etc., etc.
Literature: Dietrich Klinghardt: in“Advancing Medicine with Food and Nutrients”
“Biotoxins” pp 851-868; 2nd edi4on. CRC Press 2013.

Biotoxins from Microbes and Parasites
• Bacterial toxins (Exotoxin, Gram posi,ve Bacilli): Clostridium: tetani (Tetanospasmin) · perfringens (Alpha toxin,
Enterotoxin) · diﬃcile (A, B) · botulinum (Botox) other: Anthrax toxin · Listeriolysin O
• Cocci: Streptolysin · Leukocidin (Panton-Valen,ne leukocidin) · Staphylococcus (Staphylococcus aureus alpha/beta/delta,
Exfolia,n, Toxic shock syndrome toxin, SEB)
• Ac,nobacteria: Cord factor · Diphtheria toxin
• Gram nega,ve: Shiga toxin · Verotoxin/shiga-like toxin (E. coli) · E. coli heat-stable enterotoxin/enterotoxin · Cholera toxin ·
Pertussis toxin · Pseudomonas exotoxin · Extracellular adenylate cyclase
• By mechanism: type I (Superan,gen) · type II (Pore-forming toxin) · type III (AB toxin/AB5)
• Endotoxin: Lipopolysaccharide (Lipid A) · Bacillus thuringiensis delta endotoxin
• Virulence factor: Clumping factor A · Fibronec,n binding protein A
• Mycotoxins: Aﬂatoxin · Amatoxin (alpha-amani,n, beta-amani,n, gamma-amani,n, epsilon-amani,n) · Citrinin ·
Cytochalasin · Ergotamine · Fumonisin (Fumonisin B1, Fumonisin B2) · Gliotoxin · Ibotenic acid · Muscimol · Ochratoxin ·
Patulin · Phalloidin · Sterigmatocys,n · Trichothecene · Vomitoxin · Zeranol · Zearalenone
• Invertebrates: arthropod: scorpion: Charybdotoxin, Maurotoxin, Agitoxin, Margatoxin, Slotoxin, Scyllatoxin, Hefutoxin, Lq2,
Birtoxin, Bestoxin, BmKAEP, Phaiodotoxin · spider: Latrotoxin (Alpha-latrotoxin) · PhTx3 · Stromatoxin · Vanillotoxin ·
Huwentoxin
mollusca: Conotoxin · Eledoisin · Onchidal · Saxitoxin · Tetrodotoxin
• Vertebrates: ﬁsh: Ciguatera · Tetrodotoxin
• amphibian: (+)-Allopumiliotoxin 267A · Batrachotoxin · Bufotoxins (Arenobufagin, Bufotalin, Bufotenin · Cinobufagin,
Marinobufagin) · Epiba,dine · Histrionicotoxin · Pumiliotoxin 251D · Samandarin · Samandaridine · Tarichatoxin
• Rep>le/snake venom: Bungarotoxin (Alpha-Bungarotoxin, Beta-Bungarotoxin) · Calcisep,ne · Taicatoxin · Calcicludine ·
Cardiotoxin III

Nat Rev Neurol 2014 Nov;10(11):643-60. doi: 10.1038/nrneurol.2014.187. Epub 2014
Oct 14.
Maternal immune ac#va#on and abnormal brain development across CNS disorders.
Knuese I, Chicha L, Britschgi M, Schobel SA, Bodmer M, Hellings JA, Toovey S, Prinssen EP

Abstract
Epidemiological studies have shown a clear associa,on between maternal infec,on and
schizophrenia or au,sm in the progeny. Animal models have revealed maternal immune
ac4va4on (mIA) to be a profound risk factor for neurochemical and behavioural
abnormali4es in the oﬀspring. Microglial priming has been proposed as a major consequence
of mIA, and represents a cri4cal link in a causal chain that leads to the wide spectrum of
neuronal dysfunc4ons and behavioural phenotypes observed in the juvenile, adult or aged
oﬀspring. Such diversity of phenotypic outcomes in the mIA model are mirrored by recent
clinical evidence sugges4ng that infec4ous exposure during pregnancy is also associated with
epilepsy and, to a lesser extent, cerebral palsy in children. Preclinical research also suggests
that mIA might precipitate the development of Alzheimer and Parkinson diseases. Here, we
summarize and cri4cally review the emerging evidence that mIA is a shared environmental
risk factor across CNS disorders that varies as a func4on of interac4ons between gene4c and
addi4onal environmental factors. We also review ongoing clinical trials targe4ng immune
pathways aﬀected by mIA that may play a part in disease manifesta4on. In addi4on, future
direc4ons and outstanding ques4ons are discussed, including poten4al symptoma4c,
disease-modifying and preven4ve treatment strategies.

Transl Psychiatry 2012 Apr 3;2:e98. doi: 10.1038/tp.2012.24.
Eﬀects of maternal immune ac#va#on on gene expression pa]erns in the fetal brain.
Garbe] KA1, Hsiao EY, Kálmán S, Pa]erson PH, Mirnics K.
Abstract
We are exploring the mechanisms underlying how maternal infec,on increases the risk for
schizophrenia and au,sm in the oﬀspring. Several mouse models of maternal immune
ac4va4on (MIA) were used to examine the immediate eﬀects of MIA induced by inﬂuenza
virus, poly(I:C) and interleukin IL-6 on the fetal brain transcriptome. Our results indicate that
all three MIA treatments lead to strong and common gene expression changes in the
embryonic brain. Most notably, there is an acute and transient upregula4on of the α, β and
γ crystallin gene family. Furthermore, levels of crystallin gene expression are correlated with
the severity of MIA as assessed by placental weight. The overall gene expression changes
suggest that the response to MIA is a neuroprotec4ve anempt by the developing brain to
counteract environmental stress, but at a cost of disrup4ng typical neuronal diﬀeren4a4on
and axonal growth. We propose that this cascade of events might parallel the mechanisms
by which environmental insults contribute to the risk of neurodevelopmental disorders such
as schizophrenia and au4sm.

Lyme and Co-infec#ons

The associa#on between #ck-borne infec#ons, Lyme borreliosis and au#sm spectrum disorders
Medical Hypotheses, Volume 70, Issue 5, 2008, Pages 967–974
Robert C. Bransﬁeld , Jeﬀrey S. Wulfman, William T. Harvey, Anju I. Usmand
Summary
Chronic infec,ous diseases, including 4ck-borne infec4ons such as Borrelia burgdorferi may have direct eﬀects,
promote other infec4ons and create a weakened, sensi4zed and immunologically vulnerable state during fetal
development and infancy leading to increased vulnerability for developing au4sm spectrum disorders. A
dysfunc4onal synergism with other predisposing and contribu4ng factors may contribute to au4sm spectrum
disorders by provoking innate and adap4ve immune reac4ons to cause and perpetuate eﬀects in suscep4ble
individuals that result in inﬂamma4on, molecular mimicry, kynurenine pathway changes, increased quinolinic
acid and decreased serotonin, oxida4ve stress, mitochondrial dysfunc4on and excitotoxicity that impair the
development of the amygdala and other neural structures and neural networks resul4ng in a par4al Klüver–Bucy
Syndrome and other deﬁcits resul,ng in au,sm spectrum disorders and/or exacerba4ng au4sm spectrum
disorders from other causes throughout life.
Support for this hypothesis includes mul4ple cases of mothers with Lyme disease and children with au4sm
spectrum disorders; fetal neurological abnormali4es associated with 4ck-borne diseases; similari4es between
4ck-borne diseases and au4sm spectrum disorder regarding symptoms, pathophysiology, immune reac4vity,
temporal lobe pathology, and brain imaging data; posi4ve reac4vity in several studies with au4s4c spectrum
disorder pa4ents forBorrelia burgdorferi (22%, 26% and 20–30%) and 58% for mycoplasma; similar geographic
distribu4on and improvement in au4s4c symptoms from an4bio4c treatment. It is impera4ve to research these
and all possible causes of au4sm spectrum disorders in order to prevent every preventable case and treat every
treatable case un4l this disease has been eliminated from humanity.

Bartonella striae
18 y.o with Bartonella

11

J Neuroinﬂamma#on. 2011 Aug 4;8(1):90
Dr.D.Klinghardt: Au#sm =Neurospirochetosis
Alzheimer's disease - a neurospirochetosis.
Analysis of the evidence following Koch's and Hill's criteria. Miklossy J.
Abstract: It is established that chronic spirochetal infec4on can cause slowly progressive demen4a,
brain atrophy and amyloid deposi4on in late neurosyphilis. Recently it has been suggested that various
types of spirochetes, in an analogous way to Treponema pallidum, could cause demen4a and may be
involved in the pathogenesis of Alzheimer's disease (AD). Here, we review all data available in the
literature on the detec4on of spirochetes in AD and cri4cally analyze the associa4on and causal
rela4onship between spirochetes and AD following established criteria of Koch and Hill. The results
show a sta4s4cally signiﬁcant associa4on between spirochetes and AD (P = 1.5 x 10-17, OR = 20, 95%
CI = 8-60, N = 247). When neutral techniques recognizing all types of spirochetes were used, or the
highly prevalent periodontal pathogen Treponemas were analyzed, spirochetes were observed in the
brain in more than 90% of AD cases. Borrelia burgdorferi was detected in the brain in 25.3% of AD
cases analyzed and was 13 4mes more frequent in AD compared to controls. Periodontal pathogen
Treponemas (T. pec4novorum, T. amylovorum, T. lecithinoly4cum, T. maltophilum, T. medium,
T.socranskii) and Borrelia burgdorferi were detected using species speciﬁc PCR and an4bodies.
Importantly, co-infec4on with several spirochetes occurs in AD. The pathological and biological
hallmarks of AD were reproduced in vitro. The analysis of reviewed data following Koch's and Hill's
postulates shows a probable causal rela4onship between neurospirochetosis and AD. Persis4ng
inﬂamma4on and amyloid deposi4on ini4ated and sustained by chronic spirochetal infec4on form
together with the various hypotheses suggested to play a role in the pathogenesis of AD a
comprehensive en4ty. As suggested by Hill, once the probability of a causal rela4onship is established
prompt ac4on is needed. Support and anen4on should be given to this ﬁeld of AD research.
Spirochetal infec,on occurs years or decades before the manifesta,on of demen,a. As adequate
an,bio,c and an,-inﬂammatory therapies are available, as in syphilis, one might prevent and
eradicate demen,a.

The Psychoimmunology of Lyme/Tick-Borne Diseases and its Associa#on with Neuropsychiatric Symptoms
The Open Neurology Journal, 2012, 6, (Suppl 1-M3) 88-93 1874-205X/12 2012 Robert C. Bransﬁeld
Abstract: Disease progression of neuropsychiatric symptoms in Lyme/4ck-borne diseases can be bener
understood by greater anen4on to psychoimmunology. Although there are mul4ple contributors that provoke
and weaken the immune system, infec4ons and persistent infec4ons are signiﬁcant causes of pathological
immune reac4ons. Immune mediated ef-fects are a signiﬁcant contributor to the pathophysiological processes
and disease progression. These immune eﬀects in-clude persistent inﬂamma4on with cytokine eﬀects and
molecular mimicry and both of these mechanisms may be present at the same 4me in persistent infec4ons.
Sickness syndrome associated with interferon treatment and autoimmune limbic encephalopathies are models
to understand inﬂammatory and molecular mimicry eﬀects upon neuropsychiatric symp-toms. Progressive
inﬂammatory reac4ons have been proposed as a model to explain disease progression in depression, psychosis,
demen4a, epilepsy, au4sm and other mental illnesses and pathophysiological changes have been associated
with oxida4ve stress, excitotoxicity, changes in homocysteine metabolism and altered tryptophan catabolism.
Lyme dis-ease has been associated with the proinﬂammatory cytokines IL-6, IL-8, IL-12, IL-18 and interferongamma, the chemokines CXCL12 and CXCL13 and increased levels proinﬂammatory lipoproteins. Borrelia
burgdorferi surface glycolipids and ﬂagella an4bodies appear to elicit an4-neuronal an4bodies and an4-neuronal
an4bodies and Borrelia burgdorferi lipoproteins can disseminate from the periphery to inﬂame the brain.

Au,sm spectrum disorders associated with Lyme/,ck-borne diseases may be mediated by a
combina,on of inﬂammatory and molecular mimicry mechanisms. Greater interac4on is needed
between infec4ous disease specialists, immunologists and psychiatrists to beneﬁt from this awareness and to
further understand these mechanisms.
Keywords: Immune, inﬂamma4on, Lyme, mental, psychiatric, 4ck-borne.

Medical Hypotheses; May 2012, Vol 78, Issue 5, 606-615
“Long term an#bio#c therapy may be an eﬀec#ve treatment for children co-morbid with Lyme
disease and Au#sm Spectrum Disorder” Kuhn, M, S.Grave, R.Bransﬁeld, S.Harris
Pa4ents diagnosed with Lyme disease share many of the same physical manifesta4ons as those diagnosed
with an Au4sm Spectrum Disorder (ASD). In this study four male children (ages 26–55 months) who have an
ASD diagnosis and one male child (age 18 months) who displayed behaviors consistent with an ASD, were
assessed using the SCERTS Assessment Process Observa4on (SAP-O) form. The SAP-O meets state and federal
requirements for providing a comprehensive, ongoing assessment of a child with an ASD [33] . The SAP-O form
measures children’s abili4es using observa4onal, authen4c assessment procedures in the domains of joint
anen4on, symbol use, mutual regula4on, and self regula4on via observa4ons of speciﬁc behaviors in familiar
sexngs [33] . The ﬁve children tested posi4ve for Lyme disease and their SAP-O score was evaluated before
and aVer 6 months of an4bio4c therapy. Each child was prescribed 200 mg of amoxicillin three 4mes per day
and three of the ﬁve children were prescribed an addi4onal 50 mg of Azithromycin once per day.
All of the children’s scores on the SAP-O assessment improved a`er 6 months of an,bio,c therapy. The
assessors also reported anecdotal data of improved speech, eye contact, sleep behaviors, and a reduc,on of
repe,,ve behaviors.

Mycoplasma responds to high olive oil diet (S.Buhner)
Olive-Oil-Derived Oleocanthal Enhances β-Amyloid Clearance as a Poten#al Neuroprotec#ve Mechanism against
Alzheimer's Disease: In Vitro and in Vivo Studies.
Abuznait AH, Qosa H, Busnena BA, El Sayed KA, Kaddoumi A.
ACS Chem Neurosci. 2013 Feb 25. [Epub ahead of print]
Department of Basic Pharmaceu4cal Science, College of Pharmacy, University of Louisiana at Monroe , 1800 Bienville Drive, Monroe,
Louisiana 71201, United States.

Abstract
Oleocanthal, a phenolic component of extra-virgin olive oil, has been recently linked to reduced risk of
Alzheimer's disease (AD), a neurodegenera4ve disease that is characterized by accumula4on of β-amyloid (Aβ)
and tau proteins in the brain. However, the mechanism by which oleocanthal exerts its neuroprotec4ve eﬀect
is s4ll incompletely understood. Here, we provide in vitro and in vivo evidence for the poten4al of oleocanthal
to enhance Aβ clearance from the brain via up-regula4on of P-glycoprotein (P-gp) and LDL lipoprotein receptor
related protein-1 (LRP1), major Aβ transport proteins, at the blood-brain barrier (BBB). Results from in vitro
and in vivo studies demonstrated similar and consistent panern of oleocanthal in controlling Aβ levels. In
cultured mice brain endothelial cells, oleocanthal treatment increased P-gp and LRP1 expression and ac4vity.
Brain eﬄux index (BEI%) studies of (125)I-Aβ(40) showed that administra4on of oleocanthal extracted from
extra-virgin olive oil to C57BL/6 wild-type mice enhanced (125)I-Aβ(40) clearance from the brain and increased
the BEI% from 62.0 ± 3.0% for control mice to 79.9 ± 1.6% for oleocanthal treated mice. Increased P-gp and
LRP1 expression in the brain microvessels and inhibi4on studies conﬁrmed the role of up-regula4on of these
proteins in enhancing (125)I-Aβ(40) clearance aVer oleocanthal treatment. Furthermore, our results
demonstrated signiﬁcant increase in (125)I-Aβ(40) degrada4on as a result of the up-regula4on of Aβ degrading
enzymes following oleocanthal treatment.
In conclusion, these ﬁndings provide experimental support that poten,al reduced risk of AD associated with
extra-virgin olive oil could be mediated by enhancement of Aβ clearance from the brain.

Neutralizing Biotoxins
Manganese Can Stop E. Coli Toxin
Bloomberg report By Elizabeth Lopano - Jan 19, 2012
Deadly E. Coli Toxin Can Be Stopped With Manganese
A deadly toxin produced by certain kinds of E. coli, including those that caused an outbreak
in Europe last year, can be combated using the element manganese, according to research
that may lead to an inexpensive treatment for infec4ons. Manganese, commonly found in
nature, protected cells against as much as 4,000 4mes the amount of that toxin required to
cause death in the lab, according to scien4sts in the journal Science. In a study, mice dosed
with manganese were resistant to the poison. That toxin, called Shiga, caused the severe
diarrhea and kidney damage seen in the European outbreak. An,bio,cs aren’t eﬀec4ve and
may make the poison worse by causing the bacteria to burst open, releasing more Shiga and
making pa4ents sicker. There is no treatment for the infec4ons, which sicken 150 million
worldwide and kill more than 1 million each year, according to the study authors.
Solu>on: always give high dose zinc/manganese in the acute phases of treatment in
neurotoxic syndromes (balanced by copper). I use BioPure “Core” (also treats HPU). We use
Manganese as bait for the Lyme spirochetes – they like it and come out of hiding. Do not
use Mn without covering for Lyme

Neutralizing Biotoxins with a smart Zinc/Manganese blend “Core” from
www.BioPure.eu
Virulence Inhibi,on by Zinc in Shiga-Toxigenic Escherichia coli▿
John K. Crane, Isaac Wyan Byrd and Edgar C. Boedeker
Infect. Immun. April 2011 Vol. 79 No. 4 1696-1705
ABSTRACT
Previously, our laboratories reported that zinc inhibited expression of several important virulence factors
in enteropathogenic Escherichia coli (EPEC) and reduced EPEC-induced intes4nal damage in vivo. Since
EPEC is gene4cally related to Shiga-toxigenic E. coli (STEC), we wondered whether the beneﬁcial eﬀects of
zinc extended to STEC as well. Treatment op4ons for STEC infec4on are very limited, since an4bio4cs tend
to exacerbate disease via enhanced toxin produc4on, so a safe interven4on for this infec4on would be
welcome. In this study, we report that in STEC strains zinc inhibits adherence to cultured cells as well as of
EHEC secreted protein A (EspA). In addi4on, zinc inhibits the expression of Shiga toxin (Stx) at both the
protein and the RNA level. Zinc inhibits basal and an4bio4c-induced Stx produc4on and inhibits both Stx1
and Stx2 by ≥90% at a concentra4on of 0.4 mM zinc. Rabbit EPEC strains were selected for acquisi4on of
Stx-encoding bacteriophages, and these rabbit STEC strains (designated RDEC-H19A and E22 stx2) were
used to test the eﬀects of zinc in vivo in ligated rabbit intes4nal loops. In vivo, zinc reduced ﬂuid secre4on
into loops, inhibited mucosal adherence, reduced the amount of toxin in the loops, and reduced STECinduced histological damage (villus blun4ng). Zinc has beneﬁcial inhibitory eﬀects against STEC strains that
parallel those observed in EPEC. In addi4on, zinc strongly inhibits Stx expression; since Stx is responsible
for the extraintes4nal eﬀects of STEC infec4on, such as hemoly4c-uremic syndrome (HUS), zinc might be
capable of preven4ng severe sequelae of STEC infec4on.

Med Hypotheses 2014 May;82(5):522-8. doi: 10.1016/j.mehy.2014.02.003. Epub 2014 Feb 12.
Preven#on of cerebral palsy, au#sm spectrum disorder, and a]en#on deﬁcithyperac#vity disorder. Strickland AD
Abstract
This hypothesis states that cerebral palsy (CP), au,sm spectrum disorder (ASD), and anen4ondeﬁcit/hyperac4vity disorder (ADHD) are all caused by an exaggerated central nervous system
inﬂammatory response to a prenatal insult. This prenatal insult may be one or more episodes of
ischemia-reperfusion, an infec,ous disease of the mother or the fetus, or other causes of maternal
inﬂamma4on such as allergy or autoimmune disease. The resultant fetal inﬂammatory hyperresponse injures suscep4ble neurons in the developing white maner of the brain in speciﬁc areas at
speciﬁc gesta4onal ages. The exaggerated neuroinﬂammatory response is theorized to occur
between about 19 and 34 post-concep4on weeks for CP, about 32 and 40 weeks for ADHD, and about
36 and 48 weeks (i.e. 2 months aVer delivery) for ASD. The exaggerated inﬂammatory response is
hypothesized to occur because present diets limit intake of eﬀec4ve an4oxidants and omega-3
polyunsaturated fany acids while increasing intake of omega-6 polyunsaturated fany acids. Oxida4on
products of the omega-3 fany acids docosahexaenoic acid (DHA) and eicosapentaenoic acid (EPA)
limit neuroinﬂamma4on while oxida4on products of the omega-6 fany acid arachidonic acid
exacerbate inﬂamma4on. Preventa4ve treatment should begin in all pregnant women during the ﬁrst
trimester and should include both DHA and an eﬀec4ve an4oxidant for preven4on of
neuroinﬂamma4on. The suggested an4oxidant would be N-acetylcysteine, though melatonin could
be chosen instead.
Combined DHA and NAC therapy is theorized to decrease the incidence of the three disorders by
more than 75%.

P.A.N.D.A.S.
Pediatric, Autoimmune Neuropsychiatric Disorder Associated with Streptococcus.
Beta hemoly,c Strep infec,ons, PANDAS and MARCoNS are o`en behind mental symptoms

PANS: pediatric acute-onset neuropsychiatric syndrome.
•

Obsessive Compulsive Disorder (OCD)

•

,cs

•

ADHD symptoms (hyperac,vity, inagen,on, ﬁdgety)

•

Separa,on anxiety (Child is "clingy" and has diﬃculty separa,ng from his/her caregivers. For example, the child may not want to be in a diﬀerent room in the house
from his/her parents.)

•

Mood changes (irritability, sadness, emo,onal lability)

•

Sleep disturbance

•

Night- ,me bed wejng and/or day- ,me urinary frequency

•

Fine/gross motor changes (e.g. changes in handwri,ng)

•

Joint pains

•

Toureges (Tics, etc.)

•

Sensory Issues (sensi,vity to light, sound, touch, or taste)

Treatment: US Na4onal Ins4tute of Mental Health: pharmaceu4cal (SSRI, i.v.IG, and behavioral) +
behavioral Tx

Biological Treatment: neural therapy (Procaine plus ozone) and regenera,ve
cryotherapy (www.Kryopraxis.de) to Waldeyer’s lympha,c ring, conven,onal
Tonsilectomy, an,microbial gargle (Rizol Gamma, Rechtsregulat) + immune
modula,on (LDA and LDI, homeopathics, GcMAF, BravoYoghurt)

Injec,on of the tonsils

children: „outer tonsil“

Injec,on to
the peri-tonsillar
poles

PANS and PANDAS: the tonsil interference ﬁeld: diagnos4c local anesthe4c injec4ons

Upper Pole

Lower Pole

© Wander

Bioﬁlms on internal surfaces

The infec,ous e,ology of vasculi,s
Autoimmunity 2009, Vol. 42, No. 5, Pages 432-438
Merav Lidar, Noga Lipschitz, Pnina Langevitz and Yehuda Shoenfeld
Center for Autoimmune Diseases, Rheumatology Unit, Sheba Medical
Center (SMC), Tel Hashomer and Sackler School of Medicine, Tel Aviv
University, Tel Aviv, Israel
Abstract
Infec4ous agents have been implicated in the e4opathogenesis of
various vasculi4des via numerous and overlapping mechanisms including direct
microbial invasion of endothelial cells, immune complex mediated vessel wall
damage and s4mula4on of autoreac4ve B and/or T cells through molecular
mimicry and superan4gens. While the causa4ve role of hepa44s B virus in
polyarteri4s nodosa and hepa44s C virus in mixed cryoglobulinemia is clearly
established, evidence for the associa4on of other infec4ous agents with
vasculi4s, including human immunodeﬁciency virus, parvovirus B19,
cytomegalovirus, varicella zoster virus, Staphylococcus aureus, rickegsiaceae,
Treponema pallidum and Borrelia burgdorferi, among numerous others, is
accumula4ng. The spectrum of associa4on of infec4ous agents; bacteria,
viruses and parasites, with systemic vasculi4des, will be reviewed herewith.

Klinghardt Co-Infec#on Cocktail 2014
The amounts suggested are for a 160 lbs person, given orally or rectally

Equipment: 1. Blender (i.e.from Sears) 2. “Ultrasonic cleaner
hnp://www.harborfreight.com/ultrasonic- cleaner-3305.html
Founda4on: tease or bait microbes out of bioﬁlm with 4 dropperful of Hyaluronic acid sublingually twice
daily (taken away from food)
The Base: Put ½ water and 1/2 olive oil into blender to barely cover the blade. Add 200-800 mg artemisinin,
2-4 pipenes Cistus >ncture (bioﬁlm), 1 tbsp of Liposorb and 1-2 tsp of coconutoil or ghee. Blend for 10 min,
then place the glass container (from blender) into water-ﬁlled ultrasound unit. Vibrate 15 minutes. Cool
down in fridge un4l gel-like. Can be prepared for 1 week (= suggested above dose 4mes 7). Take en4re daily
amount as single dose. ACer 20 minutes: give binders: Clorella 8-20 tabl, ZeoClear 1-2 scoops, MicroSilica 1-2
scoops (or MetalSweep)
Suppor4ve Cocktail: is taken in 3 divided doses over the day. Blend items with water or juice for 10 minutes
and keep cool : Quintessence (Lyme, Ehrlichia, Bartonella) 6-8 pipenes, Mimosa Pudica (worms, neuro
regenera4ve)1/2-1 tsp., Czaga: ½-1 tsp.. (an4-microbial), Oliveoil: 1 tbsp. (mycoplasma), 3-4 tbsp. colloidal
silver, Cryptolepsis: 3 pipenes(Babesia), LipoHealth: 2 scoops, D-galactose : 1 tsp or 5 grams (ATP), 2
pipenes Brazilian Green Propolis 4ncture (an4-viral, MSH, melatonin), 1 apple, pear or orange for taste and
ﬁber. Ok to add protein powder, but not high an4-oxidant foods . 1-2 tbsp. olive oil (see next page)
In the evening give anN-oxidant mix: 1 tsp rosehip powder (ascorbates and plant adaptogens), 1 tsp. Deep
Purple (anN-oxidants and vascular protecNve agents)

Ini#al Observa#ons of elevated Alpha--Acetylgalactosaminidase Ac#vity Associated with Au#sm and
Observed Reduc#ons from GC Protein—Macrophage Ac#va#ng Factor Injec#ons
Au#sm Insights 2012:4 31–38
James Jeﬀrey Bradstreet, Emar Vogelaar and Lynda Thyer
Abstract: Background: Au4sm spectrum disorders (ASD) are developmental disorders aﬀec4ng 1:88 children, and which appear to be associated with a
variety of complex immune dysregula4ons including autoimmunity. The enzyme, alpha-N-acetylgalactosaminidase (Nagalase) deglycosylates serum Gc
protein (vitamin D3 – binding protein) rendering it incapable of ac4va4ng macrophage defenses. Increased Nagalase ac4vity has been associated with a
variety of malignancies, immune disorders and viral infec4ons. Macrophage ac4va4ng factor (GcMAF) has been repeatedly published as an interven4on
to lower serum Nagalase ac4vity for a variety of cancer and HIV pa4ents. GcMAF is a naturally occurring protein with well-established safety and
therapeu4c beneﬁt(s) supported by numerous human studies.
Methods: Ini4ally, parents of 40 individuals with ASD sought tes4ng for Nagalase serum ac4vity as part of an evalua4on of immune dysregula4on.
Nagalase enzyme ac4vity measurement was performed by the European Laboratory of Nutrients (ELN), Bunnik, the Netherlands, using an end-point
enzyma4c assay of a chromogenic substrate. Some parents of pa4ents with elevated Nagalase ac4v-ity opted for weekly GcMAF injec4ons provided by
Immuno Biotech Ltd., Guernsey UK (www.gcmaf.eu). GcMAF is puriﬁed from human serum obtained from the American Red Cross using 25hydroxyvitamin D3-Sepharose high aﬃnity chromatography. The pro-tein is then further diluted to obtain therapeu4cally appropriate levels for pa4ents
based on their clinical presenta4ons.

Results: Individuals with ASD (32 males and 8 females, n = 40, ages: 1 year 4 months - 21 years 2 months) had ini4al and post
treatment assessment of Nagalase ac4vity. Dosing of GcMAF was recommended based on previously reported response curves
adjusted by the treat-ing clinician for age, weight, and Nagalase levels. The average pre-treatment Nagalase ac4vity of the
au4sm group was 1.93 nmol/min/mg of substrate. This was well above the laboratory reported normal range of ,0.95 nmol/
min/mg. For the ASD group the average level at the 4me of second tes4ng was 1.03 nmol/min/mg, reﬂec4ng an average
reduc4on of 0.90 nmol/min/mg (P , 0.0001). Apart from the likely immunological beneﬁts of lowering the Nagalase ac4vity of
these individuals, uncontrolled observa,ons of GcMAF therapy indicated sub-stan,al improvements in language,
socializa,on and cogni,on. No signiﬁcant side-eﬀects were reported during the course of injec4ons.
Conclusions: In this ﬁrst report of Nagalase ac4vity in pa4ents with au4sm, it appears that most individuals have substan4ally higher levels than the
expected healthy ranges. Although Nagalase is a nonspeciﬁc marker of immune dysregula4on, its observed levels in au4sm may have both e4ological
and therapeu4c signiﬁcance. Importantly, this is also the ﬁrst report of reduc4on of Nagalase ac4vity in an au4sm popula4on with GcMAF injec4ons.
Keywords: au4sm, immune dysfunc4on, Nagalase, macrophage ac4va4on factor, biomarker
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US university lab: mucous, food residues, shed gut lining
DNA probing in German lab: Parasite. Taxonomy unknown
Russian parasitology, university level: “Rope Parasite”

The Rope Parasite

Parasites:

nearly every au#s#c child I ever treated proved to carry a signiﬁcant parasite
burden. Deworming has lead to signiﬁcant and las#ng improvement

Most commonly diagnosed:
• Amoebas and Giardia (also Babesia and FL 1953)
• Whipworm (might be beneﬁcial to suppress auto-immunity in intes4nes)
• Roundworms (ascaris, volvulus, looks like earthworms. Larvae migrate at night
through the lungs)
• Schistosomiasis (Bilharzia, oVen lives in bladder,now found in lakes in US, Europe.
Most common parasite aVer malaria. Competes for this posi4on with amoebas)
• Strongyloides (looks like maned ﬁber in stool)
Rarely diagnosed, yet commonly cause of signiﬁcant pathology:
• Varestrongylus Klapowi (lungworm. Pos.in over 80 % of clients with fa4guing
symptoms. Tx: inhala4on with ETOH, iodine or ASEA
• Ropeworm (lines small and large intes4ne. OVen misdiagnosed as “false lining”,
mucus or bioﬁlm)

Psychological Bulle#n
1997, Vol. 121, No. 2. 171-191
Copyright 1997 by the American Psychological Associa#on. Inc.
'Stupidity or Worms": Do Intes#nal Worms Impair Mental Performance?
William E. Watkins and Ernesto Polli]
University of California at Davis

The 4tle of a 1930s ar4cle asked the ques4on, "Stupidity or Hookworm?" In this ar4cle,
the authors discuss research that anempts to answer the ques4on of whether intes4nal
worms namely, hookworm, whipworm, and roundworm —harm the mental performance
of their hosts. AVer Introducing the biology and epidemiology of intes4nal worms, the
authors present the Historical background to the problem. They review research from the
1910s through the 1990s; there is evidence that high intensi4es of worms can aﬀect
mental performance, but not all dewormed children show Improved performance. They
discuss the mechanisms of how worms might aﬀect the mind.

Why are more boys becoming au4s4c? Androgens and infec4ons/parasites

Parasitology (2001), 123 : pp 365-371
2001 Cambridge University Press
DOI: 10.1017/S0031182001008599

Testosterone increases the transmission poten,al of ,ck-borne parasites
V. L. HUGHES and S. E. RANDOLPH

Abstract
Using laboratory-bred natural rodent hosts that had been castrated and then implanted with

either testosterone or inert oil, we have shown that testosterone causes prolonged and more
intense infec,ons of a ,ck-borne piroplasm, Babesia micro>. This will result in more 4cks
becoming infected while feeding. Sexually ac4ve male rodents with high testosterone levels are
also known to show increased locomotory ac4vity and reduced innate and acquired resistance
to 4ck feeding, so that more 4cks are likely to be picked up and then fed successfully by these
hosts. As a result, the transmission poten,al of B. micro> is signiﬁcantly increased via hosts
with high rather than low testosterone levels.
It is argued that testosterone helps to generate the observed aggregated distribu4ons of
parasites amongst their hosts, which also enhances parasite persistence

Nuclear Weapons and Neglected Diseases: The “Ten-Thousand-to-One Gap”.
PLoS; Negl Trop Dis 4(4): e680; Hotez PJ (2010)

• Abstract: Each of the 11 nuclear weapons states also suﬀer from high rates of
neglected tropical diseases (and related neglected infec4ons of poverty), deﬁned as
chronic and debilita,ng parasi,c and other infec4ous diseases that occur in
associa4on with extreme poverty. In addi4on to their health eﬀects, the neglected
tropical diseases also cause poverty through their ability to impair child physical and
intellectual development, pregnancy outcomes, and worker produc,vity, while
simultaneously promo4ng conﬂict and war through their agriculturally and socially
destabilizing eﬀects. Although it is common to think of neglected diseases as
conﬁned to low-income countries in sub-Saharan Africa, Southeast Asia, and La4n
America, as shown in these infec4ons also exhibit a high prevalence in middleincome countries such as China, India, Pakistan, North Korea, Iran, and Syria, as well
as in selected areas of poverty found in the US, Russia, and Eastern Europe. Indeed
high neglected disease burdens are present in all of the nuclear weapons states,
par,cularly the helminth infec,ons, leishmaniasis and Chagas disease,
toxoplasmosis, and trachoma.

Parasites in the Lung?
J Clin Pathol. 2005 Apr;58(4):420-2.
Strongyloides stercolaris infec,on mimicking a malignant tumour in a non immunocompromised pa,ent. Diagnosis by
bronchoalveolar cytology.
Mayayo E, Gomez-Aracil V, Azua-Blanco J, Azua-Romeo J, Capilla J, Mayayo R.
Source
Service of Pathology, Hospital Universitario de Tarragona Juan XXIII and Department of Ciéncias Médicas
Básicas, Facultad de Medicina, Universidad Rovira y Virgili, 43201 Tarragona, Spain. ema@fmcs.urv.es

Abstract
Autoinfec4ve strongyloidiasis is oVen fatal in immunosuppressed pa4ents or in immunocomprised hosts. An interes4ng case of Strongyloides
Stercolaris hyperinfec4on was seen in an immunocompetent pa4ent. This report describes a case of fatal strogyloidiasis in a 79 year old man, who had
Suﬀered gastrointes4nal discomfort for years, and who presented because of respiratory illness. A chest radiograph showed an irregular mass close to
the medias4num and inters44al inﬁltrates, but blood eosinophilia was not observed. Cytological examina4on of the samples obtained from bronchial
aspira4on and brushing iden4ﬁed several ﬁlariform larvae. Thus, cytology was essen4al for the correct diagnosis in this pa4ent and is a very reliable
method to diagnose lung parasitosis.
PMID: 15790710 [PubMed - indexed for MEDLINE] PMCID: PMC1770632
hnp://www.ncbi.nlm.nih.gov/pubmed/15790710

Squamous cells, some bronchial cells, and the presence of a ﬁlariform larva (Papanicolaou stain;
original magniﬁca#on, ×400)

J Clin Pathol. 2005 April; 58(4): 420–422.

N Engl J Med. 1992 Sep 3;327(10):692-5.
Neurocys#cercosis in an Orthodox Jewish community in New York City.
Schantz PM, Moore AC, Muñoz JL, Hartman BJ, Schaefer JA, Aron AM, Persaud D, Sar# E, Wilson M, Flisser A.
Division of Parasi#c Diseases, Centers for Disease Control, Atlanta 30333.
• BACKGROUND AND METHODS:
• From June 1990 through July 1991, intracerebral infec4on with the larval stage of the pork tapeworm Taenia solium was
diagnosed in four unrelated persons in an Orthodox Jewish community in New York City. None of the pa4ents had eaten
pork, and only one had traveled to a country in which T. solium infec4on was endemic. We inves4gated this outbreak,
screened serum samples from family members and household contacts for an4bodies to cys4cercosis, and examined
stool specimens from household employees for eggs of taenia species.
• RESULTS:
• The four pa4ents had recurrent seizures and brain lesions that were radiologically consistent with the presence of
cys4cerci. The diagnosis was conﬁrmed in two pa4ents by a brain biopsy, and in two by immunoblot assays for
cys4cercus an4bodies. Of 17 immediate family members screened serologically, 7 from two families had cys,cercus
an,bodies. Magne4c resonance imaging of the brain showed cys4c lesions in two of the seroposi4ve family members,
one of whom had had a seizure. Examina,ons of six domes,c employees from all four households revealed an ac,ve
infec,on with taenia species in one and a posi,ve serologic test in another. Since these women had recently emigrated
from La4n American countries where T. solium infec4on is endemic, they were the most likely sources of infec4on in the
members of these households.
• CONCLUSIONS:
• A diagnosis of neurocys4cercosis should be considered in pa4ents with seizures and radiologic evidence of cys4c brain
lesions, even in those who do not eat pork and who have not traveled to a country in which T. solium infec4on is
endemic. Recent emigrants from countries in which T. solium infec,on is endemic should be screened for tapeworm
infec,on in their stools before they are employed as housekeepers or food handlers.

Parasites: an uneasy alliance
Parasitologia. 2007 Sep;49(3):173-6.
Host-parasite interac,ons from an ecotoxicological perspec,ve. Sures B.
Applied Zoology/Hydrobiology, University of Duisburg-Essen, D-45117 Essen, Germany.
Bernd.Sures@uni-due.de
Abstract
• In recent years there has been an increasing number of papers showing how parasi4sm and pollu4on can
interact with each other in aqua4c organisms. Apart from parasitological aspects these interac4ons are also
important in terms of ecotoxicological research. The current presenta4on aims at iden4fying three promising
direc4ons for future research in the interdisciplinary ﬁeld of parasitology and ecotoxicology. 1. Parasites as
sinks for pollutants within their hosts: Some parasites are able to reduce pollutant levels in the ,ssues of
their host. The reduc4on of pollutants is an interes4ng implica4on since parasites are beneﬁcial to their
hosts from this perspec4ve. In other cases free-living accumula4on indicators may erroneously indicate low
levels of pollu4on if they are infected with parasites. 2. Parasites as a diagnos4c tool to test bioavailability of
substances. In order to take up and accumulate pollutants the substances have to be metabolized by the
host ﬁrst. Accordingly, the detec4on of substances within endoparasites is a sign for the biological
availability of pollutants. 3. Changes of biomarker responses of the host against pollutants. Parasites can
alter physiological reac4ons of their hosts against pollutants in diﬀerent ways. Therefore, in ecotoxicological
studies, examining the ques4on whether exposure to certain chemicals aﬀects the physiological homeostasis
of a test organism, it is important to use organisms that are known to be uninfected.
• PMID: 18410076 [PubMed - indexed for MEDLINE]

Parasites: an uneasy alliance
Cambridge Test Journal / Volume 138 / Issue 11 / September 2011, pp 1400-1405
The parasi,c nematodes Hysterothylacium sp. type MB larvae as bioindicators of lead and cadmium: A compara,ve
study of parasite and host ,ssues
H. KHALEGHZADEH-AHANGARa1, M. MALEKa1 c1 and K. McKENZIEa2
School of Biology, College of Science, University of Tehran, Iran ; School of Biological Sciences, University of Aberdeen, Aberdeen, UK

SUMMARY
Cadmium and lead concentra4ons were compared in 4ssues of cutlassﬁsh, Trichiurus lepturus L., its intes4nal nematode
Hysterothylacium sp. type MB larvae, and in water from the same loca4on in the Sea of Oman. Metal accumula4on in hosts, parasites
and sea water was measured by ICP-OES. Hysterothylacium larvae from the intes4nal lumen and visceral cavity showed much higher
metal concentra4ons than in host 4ssues or sea water. Sta4s4cal analyses revealed no signiﬁcant diﬀerences in metal accumula4on
between infected and uninfected hosts. Cadmium concentra4on in the host muscle was lower than in intes4ne, liver and gonad
4ssues.
The mean concentra,ons of lead and cadmium in nematodes were 289·03 and 81·5 ,mes higher than in host intes,ne, 188·4 and
225 ,mes higher than in host muscle, 108·6 and 65·3 ,mes higher than in host gonads, 70·5 and 19·5 ,mes higher than in host liver
and 3351 and 148 ,mes higher than in sea water. The results show the value of this and possibly related nematodes as bioindicators
of heavy metals and their poten,al use in environmental studies.

• Aluminium: a natural adjuvant in Leishmania transmission via sand ﬂies? Maingon
R, Khela A, Sampson C, Ward R, Walker K & Exley C (2008). Transac4ons of the
Royal Society of Tropical Medicine and Hygiene 102, 1140-1142.
Essence: Aluminum fosters the growth of parasites
• A Swiss lab had a pa4ent’s rope parasite evaluated for metal content. The results
were compared with the results of an anempt to calculate body burden/4ssue
concentra4on (hair analysis, urine challenge with DMPS, Desferal and EDTA, serum
levels and intra-redcell levels of the 4 metals)
•
•
•
•

Aluminum: 228 ,mes increase
Lead: 72 4mes increase
Zinc: 62 4mes increase
Magnesium 94 4mes increase

• In our chronic Lyme community so far (Jan. 2015) 89 out of 94 test for aluminum
toxicity in the eluat of apheresis (Al as the most prominent of all measured toxins)
Thesis: Aluminum fosters the growth of Lyme

Med Hypotheses. 2007;69(3):652-9. Epub 2007 Mar 26. Boorom KF1.
“Is this recently characterized gastrointes#nal pathogen responsible for rising
rates of inﬂammatory bowel disease (IBD) and IBD associated au#sm in Europe
and the United States in the 1990s?”
h]p://www.medical-hypotheses.com/ar#cle/S0306-9877(07)00053-9/fulltext

Abstract
In 2006, a pathogenic variant of the common intes4nal organism
Blastocys4s was discovered in pa4ents who were experiencing chronic
gastrointes4nal symptoms. Most species of Blastocys4s inhabit
humans with no symptoms. The discovery of a pathogenic variant of
Blastocys4s is signiﬁcant, because Blastocys4s is related to Entamoeba,
a similar organism with pathogenic variants that kill over 100,000
people each year. Recent research has shown that Blastocys4s
infec4ons may be undetectable using exis4ng clinical methods. Medical
case reports from the Middle East, Europe, and United States suggest
that infec4on with this variant may already be widespread and
misdiagnosed as one of several func4onal disorders.

Neglected Parasi,c Infec,ons: What Every Family Physician Needs to Know
DANA WOODHALL, MD; JEFFREY L. JONES, MD, MPH; PAUL T. CANTEY, MD, MPH; PATRICIA P. WILKINS,
PhD;
and SUSAN P. MONTGOMERY, DVM, MPH, Centers for Disease Control and PrevenNon, Atlanta,

Georgia

Am Fam Physician. 2014;89(10):803-811
Neglected parasi4c infec4ons, including Chagas disease, toxocariasis, cys4cercosis, and
toxoplasmosis, aﬀect millions of persons in the United States. Rela4vely few resources have
been devoted to surveillance, preven4on, and treatment of these diseases. Chagas disease
primarily aﬀects La4n American immigrants and can cause heart failure and death if not
treated. Immediate an4parasi4c treatment is indicated for most pa4ents with acute Chagas
disease. Treatment is recommended for pa4ents younger than 18 years who have chronic
Chagas disease and is generally recommended for adults younger than 50 years who do not
have advanced cardiomyopathy; treatment decisions for other pa4ents should be made on
an individual basis. Toxocariasis primarily aﬀects children and can cause gastrointes4nal,
respiratory, and ophthalmologic disease. Treatment op4ons include albendazole and
mebendazole. Pa4ents with ocular infec4on require referral to an ophthalmologist.
Neurocys,cercosis, a form of cys,cercosis, is the most common infec,ous cause of
seizures in some parts of the United States. Ini4al treatment should focus on symptom
control. Humans generally acquire toxoplasmosis by ea4ng undercooked contaminated
meat or inges4ng things that have been contaminated with cat feces. Congenital infec4on
can result in miscarriage or adverse fetal eﬀects.Treatment is recommended for
immunosuppressed persons, pregnant women, and immunocompetent persons with severe
symptoms.

ParasiteTreatment
• Step 1: stop foods, behaviors and supplements that feed the parasite
(processed foods, mushy foods, sweet and processed foods, unfermented
dairy, all cooked or baked grains
• Step 2: establish toxic metal and chemical detoxiﬁca4on and mineral
(=good metals) replacement protocol. Focus on Al, Pb, Hg and glyphosate
• Step 3: Enema/suppository protocols: daily, 18 months. Use Nexus
suppositories from BioPure.eu
• Step 4: repeated simultaneous courses of oral an4-helminthics (Simon Yu
method) or klinghardt protocols for liposomal Artemisinin cocktail,
curcumin/ginger mix =CurcuSyn, Mimosa Pudica, Czaga and freeze dried
garlic. Cleanest products: www.biopure.eu) or/and: Simon Yu protocols
with medical an4parasi4cs (Albendazole, Ivermec4n, Nitazoxanide, usw.)
• Op4onal (but powerful): electromagne4c ﬁelds (sputnik, PEMF, Rife, etc.)

The Gubarev Protocols

This protocols are from Gubarev's patents and communica4ons:
All enemas are preceded with a 2 liter cleaning water enema. Each type can be done once in 4 days. They should be followed by another 2
liter water enema at the
end of the day, or the next morning. This is when the ropes come out. Find the type of enema that is the most eﬀec4ve.
1. 1 quart of whole milk with 2 table spoons of salt. Room temperature. Hold for 2 hours. A pound of mucus may come out as a
result
2. 1 quart of water with 2 table spoons of baking soda. Room temperature. Hold for 2 hours.
3. Eucalyptus leaves (30 grams) boiled in water for 15 minutes, then cooled to 42C with added 30-100 drops
of eucalyptus oil. Hold for 2 hours. A`er this juice from 5-6 lemons in 1 quart water. Hold for 2hours.
4. "Dead" water enema. Hold for 2 hours (electrolysis water. Instruc,ons for making the instrument are given
elsewhere)
5. One or two table spoons of vinegar in 1 liter of water. Hold for 2 hours. Best for fecal stones.
• As a result of these enemas rope worms may migrate to sinuses and lungs. Eucalyptus inhala4ons and “dead” water drops in the nose
take care of that.
These procedures are quite involved and 4me consuming, but chronic symptoms are relieved almost instantaneously when the large
ones come out.
• Source: eucalyptus leaves: www.amazon.com, oil: “Young living oils” or “NOW”
• Alterna4ve to “dead” water: inhala4on with 5 ml ASEA ( Omron hand held device)

CDS: Chlorine Dioxide solu#on
• Rectal use: 8-20 drops reacted in 500 -1000 ml dis4lled water (2 drops per 100
ml). Hold for 5 minutes. Use every other day. Via entero-hepa4c circula4on clears
liver and bile ducts of most pathogens
• Oral use: start with 1 drop reacted CD per 1 quart glass bonle of clean water,
slowly increase to 20-25 drops. Have 1 dose (about 1/10th) every hour during the
day
• This treatment is very eﬀec4ve, inexpensive and tolerated to reduce the overall
microbial and parasi4c burden. It may also have a role in detoxiﬁca4on
• Albendazole (Albenza) and Nitazoxanide (Alinia) are the only an4-parasi4c agents
that cross the BBB for the treatment of cys4cercosis/larvae in the brain

Lessons learned from diagnosing and trea#ng parasites for over 30 years
• Parasites thrive in metal contaminated environments
• Metal-enriched parasites cannot be eliminated by our own immunsystem
• Parasites modulate our immune system: TNF alpha goes up, so does TGF beta 1,
IL-6, hsCRP. We become inﬂamed
• Pa4ents with parasites develop nutri4onal deﬁciencies, convert testosterone and
estrogen to cancer-causing estrones, cause any lab abnormality that we diagnose
daily
• Parasite pa4ents oVen behave like parasites, or are odd in thinking and feeling
• Parasite elimina4on requires work from both ends of the body and radical toxin
elimina4on
• When the pa4ent is successful and gets rid of the “thing”, the pa4ent gets well, no
maner what the original diagnosis was
• Lyme and co-infec4ons, mold, auto-immunity, food allergies, CFIDS, MCS, colon,
liver and pancrea4c cancer are consequences, not cause

