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The brain is in crisis
The neurological disorders linked to the brain are increasing exponentially, not
linearly: memory loss, hyperactivity, attention deficit, MS, Autism, Parkinson’s
and Alzheimer’s disease, etc. The old diagnostic demarcation lines are often no
longer applicable: one set of symptoms traditionally linked to one diagnosis may
be mixed with symptoms associated with another illness with an entirely
different name. MIT scientist Stefanie Seneff PhD predicted that by 2025 half
the children born will be developing autism or other neurological problems.
My own prediction is more grave, especially for boys (based on the review of
available statistics from CDC, published papers, teachers and nurses unions,
personal interviews and patient experience): by 2025 very few boys born will be
achieving their genetic potential. Androgens have a catastrophic synergistic
effect with mercury, other toxins and many microbial infections.
In most homes, kindergardens and primary schools is an atmosphere of crisis
already, which both media and politicians still ignore.

DSM Definition of Autism Spectrum Disorders
An inclusive impairment in…
1. COMMUNICATION
2. SOCIALIZATION and
3. REPETITIVE BEHAVIOR
The etiology of Autism is a complete interaction between the genetic or
epigenetic predisposition and environmental triggers. We cannot change the
genetics yet, but we can avoid and change the triggers.
ASD is now known to be not just central nervous system dependent but rather
multi-systemic. It’s a condition of the whole body in its osmotic equilibrium
with an ever increasing toxic environment.

“Since 1938, there have come
to our attention a number
of children whose condition
differs so markedly and
uniquely from anything
reported so far, that each
case merits—and, I hope,
will eventually receive—a
detailed consideration of its
fascinating peculiarities.”
1932 - 1936 was the
beginning of mass vaccine
programs all over the
western world, using ethyl
mercury as principle
adjuvant

Kanner’s description—behavior
abnormalities
•
•
•
•
•
•
•

inability to relate themselves to people and situations
poor (or absent) language skills
echolalia
excellent rote memory
sensory sensitivity
perseverative and repetitive behavior (stereotypy)
an anxiously obsessive desire for the maintenance of
sameness
• good cognitive potentialities
• generally normal appearance (“Five had relatively large heads.
Several of the children were somewhat clumsy in gait and
gross motor performances”).

If all else fails, blame the parents
• He refers to the parents as “obsessive,” “excitable,” or “preoccupied with
details.” He also uses the terms “frosty” and “inapproachable.” In one
case, he mentions that, “Her father hated her ostensibly, and after the
parents separated, she ‘blossomed out.’” He noted that all of the children
came from highly intelligent families.
• Kanner observed – without knowing it – the cascade of epigenetic
changes that descend from the biological ancestry through the parents to
the child. He noticed in some parents the seeds to what became later an
obvious illness in the children. Today these are explained with epigenetic
changes of the way the DNA is methylated.
• Kanner L. Autistic disturbances of affective contact. Acta Paedopsychiatr.
1968;35(4):100-36.

AUTISM IN DIFFERENT AGE GROUPS IN SCOTLAND

THERE IS A LACK OF OLDER AUTISTICS!

• "Trends in the Prevalence of Autism Spectrum Disorder, Cerebral Palsy, Hearing Loss, Intellectual Disability, and Vision
Impairment, Metropolitan Atlanta, 1991 -- 2010."

Learn
more: http://www.naturalnews.com/049655_emotional_domination_mind_control_engineered_crisis.html#ixzz3Zn8We
MkE

Hertz-Picciotto and Delwiche, The rise in autism and the role of
age of diagnosis. Epidemiology 2009; 20: 84-90.

“Numbers are rising all over the world (2008)”. The
numbers have more than doubled since.
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Surgical Neurology International, 23-Jul-2015 : “Neurological deaths of
American adults (55–74) and the over 75's by sex compared with 20 Western
countries 1989–2010: Cause for Concern”
Colin Pritchard, Emily Rosenorn-Lanng Bournemouth University, UK
Abstract
Methods:World Health Organization TND data are compared with control
mortalities cancer mortality rates (CMRs) and circulatory disease deaths
(CDDs) between 1989-1991 and 2008-2010 and odds ratios (ORs) and
confidence intervals calculated.
Results: Total Neurological Deaths -- USA rising 368% (men) and 663%
(women), significantly more than 16 countries. Cancer mortality -Average 55-74 male and female fell 20% and 12%, USA down 36% and
18%. TC average over 75's male and female fell 13% and 15%, the USA
29% and 2%. Circulatory deaths -- TC average 55-74 rates fell 60% and 46%
the USA down 54% and 53%. Over 75's average down 46% and 39%, USA
falling 40% and 33%. ORs for rose substantially in every country. TC
average 75's ORs for CMR: TND male and females were 1:2.83 and 1:3.04
but the USA 1:5.18 and 1:6.50. The ORs for CDD: TND male and females
TC average was 1:3.42 and 1:3.62 but the USA 1:6.13 and 1:9.89.
Conclusions:Every country's neurological deaths rose relative to the
controls, especially in the USA, which is a cause for concern and suggests
possible environmental influences.

5 preventable – and often curable -causes of autism
1.
2.
3.
4.
5.

Mercury toxicity: sources, prevention, diagnosis and treatment
EMR, the pregnant woman and the fetus: science, problems, prevention
Vertical transmission of Lyme disease: diagnosis and treatment
Aluminum toxicity: sources, diagnosis and treatment
Glyphosate toxicity: sources, diagnosis and treatment (also PBDEs etc)

The brain can be healed from 3 different “angles”:
1. by modifying the sensory input (neurodevelopmental and behavioral therapies)
2. by modifying the biochemical input (BioMedical approach)
3. by modifying the psychological and energetic field in which the brain develops
(trans-skull physics, laser field restructuring, constellation work)
4. Improving liquor dynamics and lymphatic drainage

Autism: the KIScience evidence based biomedical approach (based on lab biomarkers)
• Liu H, Talalay P, Fahey JW. Biomarker-Guided Strategy for Treatment of Autism Spectrum Disorder (ASD). CNS Neurol Disord Drug Targets.
2016;15(5):602-13.

1. Intra-uterine or post-partum infection: Retroviruses, Lyme, Mycoplasma
2. Impaired Bio-detoxification/intra-uterine toxin exposure (mould, Hg, Al, Pb, Ti, cigarette smoke, ETOH, acetaminophen,
glyphosate, atrazine)
• Desoto MC, Hitlan RT. Sorting out the spinning of autism: heavy metals and the question of incidence. Acta Neurobiol Exp (Wars).
2010;70(2):165-76. ;
• Ye BS, Leung AOW, Wong MH. The association of environmental toxicants and autism spectrum disorders in children. Environ Pollut.
2017;227:234-242. https://www.ncbi.nlm.nih.gov/pubmed/28475976
• Lawler CP. The "environment" for autism research: signs of improvement?. Environ Health Perspect. 2008;116(10):A416-7.
• Kalkbrenner AE, Schmidt RJ, Penlesky AC. Environmental chemical exposures and autism spectrum disorders: a review of the
epidemiological evidence. Curr Probl Pediatr Adolesc Health Care. 2014;44(10):277-318.
• Rossignol DA, Genuis SJ, Frye RE. Environmental toxicants and autism spectrum disorders: a systematic review. Transl Psychiatry.
2014;4:e360.
3. Intestinal Dysbiosis with Immune Dysregulation
• Slattery J, Macfabe DF, Kahler SG, Frye RE. Enteric Ecosystem Disruption in Autism Spectrum Disorder: Can the Microbiota and
Macrobiota be Restored?. Curr Pharm Des. 2016;22(40):6107-6121.
• Berding K, Donovan SM. Microbiome and nutrition in autism spectrum disorder: current knowledge and research needs. Nutr Rev.
2016;74(12):723-736.
• Buie T. Potential Etiologic Factors of Microbiome Disruption in Autism. Clin Ther. 2015;37(5):976-83.

4. Brain Hypo-perfusion (infectious or toxic vasculitis, CCSVI)
5. Increased Oxidative Stress/intra-uterine exposure to WiFi

• Smaga I, Niedzielska E, Gawlik M, et al. Oxidative stress as an etiological factor and a potential
treatment target of psychiatric disorders. Part 2. Depression, anxiety, schizophrenia and autism.
Pharmacol Rep. 2015;67(3):569-80.

6. Brain inflammation

• Young AM, Campbell E, Lynch S, Suckling J, Powis SJ. Aberrant NF-kappaB expression in autism
spectrum condition: a mechanism for neuroinflammation. Front Psychiatry. 2011;2:27. ; Vargas DL,
Nascimbene C, Krishnan C, Zimmerman AW, Pardo CA. Neuroglial activation and neuroinflammation
in the brain of patients with autism. Ann Neurol. 2005 Jan;57(1):67-81.

7. Decreased Glutathione Production
8. Genetic Predisposition (10-15%) and Epigenetics (100%); decreased methylation

• How environmental and genetic factors combine to cause autism: A redox/methylation hypothesis.
Deth R, Muratore C, Benzecry J, Power-Charnitsky VA, Waly M. Neurotoxicology. 2008 Jan;29(1):190-201.

9. Mitochondrial Dysfunction: aluminum toxicity; Rickettsia infection

• Giulivi C, Zhang YF, Omanska-Klusek A, Ross-Inta C, Wong S, Hertz-Picciotto I, Tassone F, Pessah IN.
Mitochondrial dysfunction in autism. JAMA. 2010 Dec 1;304(21):2389-96.

10. Nutritional Deficiency and Dependency

• AudhyaT,McDonough-Means S,Rubin RA,QuigD,GeisE,GehnE,LorestoM,Mitchell J,Lee W.. Effects of a
Vitamin/Mineral Supplement on Children and Adults with Autism. BMC Pediatrics 2011, 11:111

11. Allergic Load; Milk and Wheat Peptides

The autism web
TOXICOLOGICAL
Methylation issues
Oxidative stress
IMMUNOLOGICAL
Environmental allergies

Glutathione depletion

Nutritional deficits

Heavy metal toxicity
Food sensitivities

Chronic inflammation

Intestinal dysbiosis

Autoimmune reactions
Frequent infections

GASTROINTESTINAL

False neurotransmitters

GI inflammation

Neuronal inflammation

Motility issues

Dysregulated neurotransmitters
Autonomic dysfunction
NEUROLOGICAL

Examples of the biomedical approach:
Mitochondrial Dysfunction
0-50% of Autistic children show mitochondrial dysfunction
Decreased ATP production
Elevated levels of lactate
Reduced levels of carnitine
These biomarkers correlate with disease severity

Abnormal cellular immunity
Abnormal expression of PRO-INFLAMMATORY CYTOKINES and ANTI-INFLAMMATORY
CYTOKINES in the brain, GI tract, and peripheral blood manifested as a unique
inflammatory bowel disease and immune activation of neuroglial is designated as
IMMUNOEXCITOXICITY (Russel Blaylock)
Treatment: fix the gut! (fecal
transplant etc.)

Immune Dysfunction
High presence of autoimmunity
• Anti-myelin antibodies (70-90%)
• Anti-mitochondrial antibodies
• Anti-folate alpha receptor antibody (47% vs 3% controls): the importance of the folate
metabolism for brain function Treatment: low dose immunotherapy

• These anti-folate alpha antibodies are linked to Cerebral Folate Deficiency, which results in
decreased entry of FOLATE into neurons.
• This folate deficiency may play a role in many NEURODEGENERATIVE DISORDERS
• A cow dairy free diet down-regulates folate receptor autoimmunity in cerebral folate
deficiency
• The Treatment of ASD and CFD with FOLINIC ACID or METHYLATED FOLATE has shown
marked improvement in their clinical status.
• The recommended dose being 2mg/kg up to 50mg

Dysbiosis
It is estimated that as many as 90% of cases manifesting multiple autoimmune diseases are
related to specific molecular mimicking bacteria and other organisms colonizing in the
intestine.
Autoimmunity is a prominent part of the ASDs. Rebalancing the microbiological flora should
therefore be included in treatment. Fecal microbiota transplants (FMT) are a powerful old tool
The Gut Microbiome outnumbers host cells 10:1 and Genetic Material 100:1. It behaves as a
functional “organ” playing a major role in the Gut-Brain connection, immune function,
metabolism, and even behavior.

Impaired Bio-Detoxification
Children with ASD are notoriously found to have high body burden of heavy metals
especially Lead, Mercury, Arsenic and Cadmium, recently Aluminium
Heavy Metal’s mechanism of action is via increased oxidative stress
Increased body burden of other toxic chemicals (i.e glyphosate) are also found in the blood
of ASD children
Reported reversal of ASD with chelation
• Autism Research Institute data
Environmental Toxicants and Autism Spectrum Disorders: A Systematic Review
A Rossignol, S J Genuis, and R E Frye. TranslPsychiatry. 2014 Feb; 4(2): e360.

What works?
• The Autism Research Institute conducted a nationwide survey of 25,000 families with
autistic children treated, using these approaches reflected in the following pyramid of the
specific percentage of parents who reported getting better” with each item.

Evidence that Increased Acetaminophen use in Genetically Vulnerable Children Appears to be a Major Cause of
the Epidemics of Autism, Attention Deficit with Hyperactivity, and Asthma
Journal of Restorative Medicine. Oct 2013 William Shaw
Abstract
It appears that the marked increase in the rate of autism, asthma, and attention deficit with hyperactivity
throughout much of the world may be largely caused by the marked increase in the use of acetaminophen in
genetically and/or metabolically susceptible children, and the use of acetaminophen by pregnant women. Toxicity
of acetaminophen may cause autism by overloading the defective sulfation pathway catalyzed by
phenolsulfotransferase, which is deficient in autism, leading to overproduction of the toxic metabolite N-acetylpbenzoquinone imine (NAPQI). Increased levels of NAPQI reduce the ability to detoxify a host of toxic chemicals in
the environment, increasing oxidative stress, which leads to protein, lipid, and nucleic acid damage from free
radicals. Epidemiological evidence also supports the association of increased acetaminophen usage with autism,
asthma, and attention deficit with hyperactivity. The marked increases in the incidences of autism, asthma, and
attention deficit disorder in the United States coincide with the replacement of aspirin by acetaminophen in the
1980s. The characteristic loss of Purkinje cells in the brains of people with autism is consistent with depletion of
brain glutathione due to excess acetaminophen usage, which leads to premature brain Purkinje cell death. The
anomalous hair mercury concentrations of children with autism are consistent with exposure of growing hair
proteins to NAPQI derived from acetaminophen, which competitively inhibits the reaction of mercury with hair
sulfhydryl groups. Finally, large-scale faulty production of acetaminophen products, such that the labeled values
were exceeded by the true concentrations, in addition to contamination with bacteria and tribromoanisole, may
have greatly increased the chances of children receiving overdosages of acetaminophen and potential toxins for
perhaps as long as a decade.
Keywords: Acetaminophen; Asthma; Attention deficit with hyperactivity; Autism; Glutathione; N-acetyl-pbenzoquinone imine (NAPQI); Phenolsulfotransferase; Tribromoanisole

A comparison of temporal trends in United States autism prevalence to trends in suspected
environmental factors.
Nevison CD Environ Health. 2014 Sep 5;13:73. doi: 10.1186/1476-069X-13-73.
Abstract
BACKGROUND:
The prevalence of diagnosed autism has increased rapidly over the last several decades among U.S. children. Environmental factors are thought to be
driving this increase and a list of the top ten suspected environmental toxins was published recently.
METHODS:
Temporal trends in autism for birth years 1970-2005 were derived from a combination of data from the California Department of Developmental
Services (CDDS) and the United States Individuals with Disabilities Education Act (IDEA). Temporal trends in suspected toxins were derived from data
compiled during an extensive literature survey. Toxin and autism trends were compared by visual inspection and computed correlation coefficients.
Using IDEA data, autism prevalence vs. birth year trends were calculated independently from snapshots of data from the most recent annual report,
and by tracking prevalence at a constant age over many years of reports. The ratio of the snapshot:tracking trend slopes was used to estimate the "real"
fraction of the increase in autism.
RESULTS:
The CDDS and IDEA data sets are qualitatively consistent in suggesting a strong increase in autism prevalence over recent decades. The quantitative
comparison of IDEA snapshot and constant-age tracking trend slopes suggests that ~75-80% of the tracked increase in autism since 1988 is due to an
actual increase in the disorder rather than to changing diagnostic criteria. Most of the suspected environmental toxins examined have flat or decreasing
temporal trends that correlate poorly to the rise in autism. Some, including lead, organochlorine pesticides and vehicular emissions, have strongly
decreasing trends. Among the suspected toxins surveyed, polybrominated diphenyl ethers, aluminum adjuvants, and the herbicide glyphosate have
increasing trends that correlate positively to the rise in autism.
CONCLUSIONS:
Diagnosed autism prevalence has risen dramatically in the U.S over the last several decades and continued to trend upward as of birth year 2005. The
increase is mainly real and has occurred mostly since the late 1980s. In contrast, children's exposure to most of the top ten toxic compounds has
remained flat or decreased over this same time frame. Environmental factors with increasing temporal trends can help suggest hypotheses for drivers
of autism that merit further investigation.

Effect of a Vitamin/Mineral Supplement on children and Adults with Autism
AudhyaT,McDonough-Means S,Rubin RA,QuigD,GeisE,GehnE,LorestoM,Mitchell J,Lee W..
Effects of a Vitamin/Mineral Supplement on Children and Adults with Autism. BMC
Pediatrics 2011, 11:111
Abstract : Vitamin/mineral supplements are among the most commonly used treatments
for autism, but the research on their use treating autism has been limited

The Autism group had:
• Low levels of: Biotin, Glutathione SAM, ATP, NADH
• Reduced NADPH, Free & Total Sulfate, Plasma Tryptophan, and evidence of impaired
methylation high URIDINE).
• These low levels and problems of methylation correlated with severity of symptoms
• Autism may be caused by a Vitamin D3 deficiency. It’s incidence correlates with the
level of 25OHVitD3. Vitamin D3 up regulates Glutathione reductase and increases
Glutathione levels reducing oxidative stress.
• Vitamin D3 also decreases autoimmunity.
.

• Results
• The vitamin/mineral supplement was generally well-tolerated, and individually
titrated to optimum benefit. Levels of many vitamins, minerals, and biomarkers
improved/increased showing good compliance and absorption. Statistically
significant improvements in metabolic status were many including: total sulfate
(+17%, p = 0.001), S-adenosylmethionine (SAM; +6%, p = 0.003), reduced glutathione
(+17%, p = 0.0008), ratio of oxidized glutathione to reduced glutathione (GSSG:GSH; 27%, p = 0.002), nitrotyrosine (-29%, p = 0.004), ATP (+25%, p = 0.000001), NADH
(+28%, p = 0.0002), and NADPH (+30%, p = 0.001). Most of these metabolic
biomarkers improved to normal or near-normal levels.
• The supplement group had significantly greater improvements than the placebo
group on the Parental Global Impressions-Revised (PGI-R, Average Change, p =
0.008), and on the subscores for Hyperactivity (p = 0.003), Tantrumming (p = 0.009),
Overall (p = 0.02), and Receptive Language (p = 0.03). For the other three assessment
tools the difference between treatment group and placebo group was not
statistically significant.
• Regression analysis revealed that the degree of improvement on the Average Change
of the PGI-R was strongly associated with several biomarkers (adj. R2 = 0.61, p <
0.0005) with the initial levels of biotin and vitamin K being the most significant (p <
0.05); both biotin and vitamin K are made by beneficial intestinal flora.

Ki Science support products
• Chelation support powder (Ca, fennel seed, berries, malate from melon extract)
• Methylation/sulfation support powders (cocnut whey, stevia, grape sugar, pre-and
probiotics, neem, minerals, hemp, enzymes, glucosamine sulfate, MSM, berries,
choline, Q10, C)
• Children’s All-in-One (Kelp, parsley, hemp, hibiscus, nutrient concentrate, flax, cherry,
organic grape, essential fatty acids)
• Buffered vit.C powder: berries, orange, rosehips, turmeric
• Viral immune support powder: coconut whey, stevia, grape sugar, milk thistle,
echinacea, cayenne, green aniseed, ginger, elderberry
• Lyme cobalance powder: coconut whey, stevia, flax seed, kelp, alphalpha, chastree,
neem, wild oats, plant enzymes, berries, chlorella vulgaris, choline, electrolytes
• Sleep support tincture: chamomile, valerian root, hoodwort, hibiscus, red grape
• Chronic strep support: wild thyme, clove, elderberry, echinacea

Recent advances in the genetics of autism.
Biol Psychiatry. 2007 Feb 15;61(4):429-37. Epub 2006 Sep 25. Gupta AR, State MW.
How environmental and genetic factors combine to cause autism: A redox/methylation hypothesis.
Deth R, Muratore C, Benzecry J, Power-Charnitsky VA, Waly M.
Neurotoxicology. 2008 Jan;29(1):190-201.
Metabolic biomarkers of increased oxidative stress and impaired methylation capacity in children with autism.

James SJ, Cutler P, Melnyk S, Jernigan S, Janak L, Gaylor DW, Neubrander JA.
Am J Clin Nutr. 2004 Dec;80(6):1611-7.
Metabolic endophenotype and related genotypes are associated with oxidative stress in children with autism.
James SJ, Melnyk S, Jernigan S, Cleves MA, Halsted CH, Wong DH, Cutler P, Bock K, Boris M, Bradstreet JJ, Baker
SM, Gaylor DW.

Am J Med Genet B Neuropsychiatr Genet. 2006 Dec 5;141B(8):947-56.
Abnormal transmethylation/transsulfuration metabolism and DNA hypomethylation among parents of children
with autism. James SJ, Melnyk S, Jernigan S, Hubanks A, Rose S, Gaylor DW.
J Autism Dev Disord. 2008 Nov;38(10):1966-75.
Efficacy of methylcobalamin and folinic acid treatment on glutathione redox status in children with autism.

James SJ, Melnyk S, Fuchs G, Reid T, Jernigan S, Pavliv O, Hubanks A, Gaylor DW.
Am J Clin Nutr. 2009 Jan;89(1):425-30.
Cellular and mitochondrial glutathione redox imbalance in lymphoblastoid cells derived from children with
autism. James SJ, Rose S, Melnyk S, Jernigan S, Blossom S, Pavliv O, Gaylor DW.
FASEB J. 2009 Aug;23(8):2374-83.

Autism and Retroviruses
And a new approach to ASD
Whiteley, Paul, and K. Dodou. "We are all part virus—the role of human endogenous
retroviruses." Pharma J 292 (2014): 244-5.
From the abstract: The constant bombardment of viral pathogens that the human race has fought off
and developed immunity against down the ages has not been without consequences to our genome,
as illustrated by the increasing interest in the role of endogenous retrovirus (ERVs) fragments and
elements in health and disease.
Human endogenous retroviruses (HERVs) are the remnants of ancient retroviral infections, sometimes
called fossil viruses, marked into our DNA via infection of germline cells (ie, the cells involved in
reproduction).2 Passed down the generations, retroviral genes become part of the host genome and,
gradually, generation after generation, pick up genetic mutations which eventually inactivate the virus,
although still, in some cases, carrying the essential viral genes noted in exogenous retroviruses such as
HIV. Around 4–8 per cent of the human genome is thought to comprise HERVs.
OTHER REFERENCES:
Giles, T., Washington SJ Boyer-Lehnert, and Ohio P. Bassin. "Is A Retrovirus The Root Cause Of The
Autism Epidemic?." (2011).
Heckenlively, Kent, and Judy Mikovits. Plague: One Scientist’s Intrepid Search for the Truth about
Human Retroviruses and Chronic Fatigue Syndrome (ME/CFS), Autism, and Other Diseases. Skyhorse
Publishing Inc., 2017

Balestrieri, E., Arpino, C., Matteucci, C., Sorrentino, R., Pica, F., Alessandrelli, R., Coniglio, A., Curatolo, P., Rezza, G.,
Macciardi, F. and Garaci, E., 2012. HERVs expression in autism spectrum disorders. PloS one, 7(11), p.e48831.
From the “discussion”: “To the best of our knowledge, this is the first evidence linking retro-transposon activity
and ASD”
Torres, Anthony R., Alma Maciulis, and Dennis Odell. "The association of MHC genes with autism." Front Biosci 6
(2001): D936-43.
Tassabehji M, T. Strachan, M. Anderson, R.D. Campbell, S. Collier & M. Lako: Identification of a novel family of
human endogenous retroviruses and characterization of one family member, HERV-K(C4), located in the
complement C4 gene cluster. Nucleic Acids Res 22, 5211-5217 (1994)
Dangel A.W, A.R. Mendoza, B.J. Baker, C.M. Daniel, M.C. Carroll, L. C. Wu & C.Y. Yu: The dichotomous size variation
of human complement C4 genes is mediated by a novel family of endogenous retroviruses, which also establishes
species-specific genomic patterns among Old World primates. Immunogenetics 40, 425-436 (1994)
Balestrieri, E., Cipriani, C., Matteucci, C., Capodicasa, N., Pilika, A., Korca, I., ... & Coniglio, A. (2016). Transcriptional
activity of human endogenous retrovirus in Albanian children with autism spectrum disorders. The new
microbiologica, 39(3), 228.
Balestrieri, Emanuela, Mariabernarda Pitzianti, Claudia Matteucci, Elisa D’Agati, Roberta Sorrentino, Antonia
Baratta, Rosa Caterina et al. "Human endogenous retroviruses and ADHD." The World Journal of Biological
Psychiatry 15, no. 6 (2014): 499-504
O'Reilly, Richard L., and Shiva M. Singh. "Retroviruses and schizophrenia revisited." American Journal of Medical
Genetics Part A 67, no. 1 (1996): 19-24
Cipriani, Chiara, Laura Ricceri, Claudia Matteucci, Alessia De Felice, Anna Maria Tartaglione, Ayele Argaw-Denboba,
Francesca Pica et al. "High expression of Endogenous Retroviruses from intrauterine life to adulthood in two
mouse models of Autism Spectrum Disorders." Scientific reports 8, no. 1 (2018): 629

Regressive autism: where do the retroviruses come from?
Deisher, Theresa A., et al. "Epidemiologic and Molecular Relationship
Between Vaccine Manufacture and Autism Spectrum Disorder
Prevalence." Issues L. & Med. 30 (2015): 47.
Böni, Jürg, et al. "Detection of reverse transcriptase activity in live
attenuated virus vaccines." Clinical and diagnostic virology; 5.1 (1996): 4353.
Conclusions: The data indicate the systematic presence of partially particleassociated retroviral reverse transcriptase in attenuated live virus vaccines
that are produced in chicken-derived cells. The identification and further
characterization of these particles, as well as the elucidation of possible
interactions with the human organism are imperative goals despite the fact
that these vaccines have been safely used for many years

The treatment of Retroviral Activity
Biological treatment of retroviral re-acitvation
1. Retroviruses and Baicalin (Scullcap root/Scutalaria)
Li, B. Q., T. Fu, Y. D. Yan, N. W. Baylor, F. W. Ruscetti, and H. F. Kung. "Inhibition of HIV infection by baicalin--a flavonoid compound purified from Chinese
herbal medicine." Cellular & molecular biology research 39, no. 2 (1993): 119-124.

2. Retrovirues and ST John’s Wort
Meruelo, Daniel, Gad Lavie, and David Lavie. "Therapeutic agents with dramatic antiretroviral activity and little toxicity at effective doses: aromatic
polycyclic diones hypericin and pseudohypericin." Proceedings of the National Academy of Sciences 85.14 (1988): 5230-5234.
3. Green Tea and retroviruses
Nakane, H., Hara, Y., & Ono, K. (1994). Tea polyphenols as a novel class of inhibitors for human immunodeficiency virus reverse transcriptase.
4. Suramin

Ruprecht, R. M., Rossoni, L. D., Haseltine, W. A., & Broder, S. (1985). Suppression of retroviral propagation and disease by suramin in murine
systems. Proceedings of the National Academy of Sciences, 82(22), 7733-7737.
5. Reishi Mushroom
Min, B. S., Nakamura, N., Miyashiro, H., BAE, K. W., & Hattori, M. (1998). Triterpenes from the spores of Ganoderma lucidum and their inhibitory activity
against HIV-1 protease. Chemical and Pharmaceutical Bulletin, 46(10),
6. Bitter Melon

Trivedi, R. V., Wadher, K. J., Taksande, J. B., Mahore, J. G., & Umekar, M. J. (2011). Momordica charantia: A Natural and Safe Approach for the Treatment of
HIV Infection. Int J of Pharm Tech Research, 3, 1660-1666.
7. Stinging Nettle
Balzarini, J., Neyts, J., Schols, D., Hosoya, M., Van Damme, E., Peumans, W., & De Clercq, E. (1992).The mannose-specific plant lectins from Cymbidium
hybrid and Epipactis helleborine and the (N-acetylglucosamine) n-specific plant lectin from Urtica dioica are potent and selective inhibitors of human
immunodeficiency virus and cytomegalovirus replication in vitro. Antiviral research, 18(2), 191-207.
8. Olive Leaf

Lee-Huang, S., Zhang, L., Huang, P. L., Chang, Y. T., & Huang, P. L. (2003). Anti-HIV activity of olive leaf extract (OLE) and modulation of host cell gene
expression by HIV-1 infection and OLE treatment. Biochemical and Biophysical Research Communications, 307(4), 1029-1037.

Other successful new strategies to treat autism

1. Anti-purinergic therapy: (homeopathic) suramin
Hamidpour, Rafie, Soheila Hamidpour, Mohsen Hamidpour, Marriam Zarabi, Mahnaz Sohraby, and
Mina Shalari. "Antipurinergic therapy with suramin as a treatment for autism spectrum
disorder." Journal of Biomedical Sciences 5, no. 2 (2016).

2. mTOR modification: (homeopathic) Rapamycin
Wang H, Doering LC. Reversing autism by targeting downstream mTOR signaling. Front Cell Neurosci. 2013 Mar
26;7:28.
Sato A. mTOR, a Potential Target to Treat Autism Spectrum Disorder. CNS Neurol Disord Drug Targets.
2016;15(5):533-43.
Onore C, Yang H, Van de Water J, Ashwood P. Dynamic Akt/mTOR Signaling in Children with Autism Spectrum
Disorder. Front Pediatr. 2017 Mar 15;5:43.

3. Decrease measles activity in the gut: Vit A – 100000 i.u 4 times a day for 2
days, repeat after 6 weeks
4. Decrease testosterone: ayurvedic remedy: Myomin – 1 caps twice daily, regular
Vit A. Coknsider spironolactone or daily i.m Lupron (Geier papers/studies)
5. Hyeractivity: nicotin patch – 7.5 – 15 mg

1 cup of broccoli sprouts/day against autism
Broccoli/Sulphoraphane
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