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Overview with Dr. Andersen
•

•
•
•

Clinical implications of vaccines and their excipients.

Vaccination schedules, vaccine legislation, and vaccine
ingredients.
Comparisons will be drawn between current and past
vaccine requirements and constituents.
Clinical outcomes and implications of the current vaccine
schedules and vaccine components.
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A little background on the presenter
•

Raised on a dairy/crop farm in Michigan

•

•
•

•
•

Father, in the 1960’s, used Ab-whey products from Impro to treat mastitis, uterine infections,
scours; iodine douche to treat vaginal infections that prevented conception; recognized
ruminants needed long stem hay to be healthy and produce butterfat - concept of diet affecting
health, production and biochemistry.

Recognized that herbicide resistant weeds were expanding in the early 1970’s, discovered work of
Carey Reams regarding soil and plant nutrition.
Traveled and studied with Phil Callahan researching round towers and megalithic tombs in Ireland
demonstrating plant growth and health benefits of these structures and the concepts of
paramagnetism in the health of all living systems. Additionally, opened the pathway to
demonstrating how specific plant nutrition alters insect/parasite behavior as insects ONLY ATTACK
SICK PLANTS!
Participated as one of a handful of medical practitioners in an IND using dendritic cell autologous
vaccines for the successful treatment of cancer - invented by George Kindness, Pat. App
#20020187130, December 12, 2002.
First to write about the A1 v. A2 milk controversy from a clinical and biochemical perspective; Food
Plague 2nd Edition.
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Autism Clinical Perspective
•
•
•

•

22 years of clinical practice
started in 1996 with course from DAN! Jon Pangborn, MD, Boyd Haley,
Ph.D., Bernie Rimland, MD, Andrew Wakefield, MD and others
One early case: a mother brought in her 2 1/2, 3 1/2 and 5 year old children,
boy, boy, girl all normally developing with pictures and videos to verify; ALL
3 became austic w/i 2 weeks of each other after she took them in for booster
vaccines on the same day
Another case: 3 year old austic after vaccine, developing normally before;
started with screeming, wild “animal” behavior, classic austic symptoms to
sitting quietly and walking across the room, shaking my hand and saying
hello; 9 months we rehabbed her, but mother had to get a separate
refrigerator and put a lock on Dad’s frig as he was not willing to change his
diet nor help with the daughters rehab
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How did we get here and
where do we go?
• 1) what led to the current problem of childhood
injuries and what to do to prevent it

• 2) how do we repair the present and ongoing
injury
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First, set the stage for
discussion
•

•

•

Doctors and health professionals, agriculturalist as well, wish to
convey they are standing on science as their guiding light for
clinical practice. Treatment protocols are to be just that, protocols,
based upon “scientific evidence.”
It took 150 years for the medical community - “science based” - to
accept the clinical observation made and proposed by Ignaz
Semmelweis that hand washing, simple hand washing, would
prevent a multitude of diseases because doctor’s themselves
were the primary perpetrator of disease from one patient to
another.
Simmelweis was persecuted and literally driven out of his home
country of Hungry for making such a CLINICAL recommendation.
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Evidence Based???
•

Why do doctors do the therapies they do?

•

Most say it due to “evidence based” criteria

•

Funny, religious zealots say that cultural and racial genecide is “evidence based” too

•

The Nazi’s contended the extermination of the Jews was “evidence based”

•

American medicine is the 3rd leading cause of death - the evidence is dead patients!

•

over 100,000 people die of prescription drug side-effects yearly

•

one-in-ten patients are harmed by medical treatment

•

70% of CABG’s are deemed unnecessary

•

Chelation therapy is a proven safe and valuable adjunct therapy for CAD, yet labeled as quackery

•

•

Chiropractic is proven to be more effective at relieving low back pain than the medical model, yet
discounted as illegitimate by the medical system

Bioidentical hormone replacement therapy is labeled as quackery, no different from FDA approved
synthetic drugs, yet they are profoundly different molecularly and clinically
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Medical Literature vs.
Scientific Literature

• Medical literature has become less
reliable than scientific literature because
most every physician author is
sponsored by a drug company and the
motivation of the articles is more to sell
drugs than dissect out scientific truth.
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Evidence Based??
•

•
•
•

Francis Chauboussou in his 1985 book Trophobiosis wrote how scientific evidence
demonstrated that insects only attack sick plants; Phil Callahan wrote how insect
communication was biophysics based in 1972 Tuning Into Nature and demonstrated that
insects only attack sick plants Before Tesla demonstrated AC electricity there was no
evidence for its legitimacy
Fritz-Albert Popp proved that biophysics precedes biochemistry via biophoton
communications
Before Columbus sailed to the West there was no evidence it could be done
Before the Wright brothers flew at Kitty Hawk, NC there was no evidence beyond Nature
that flight was possible

•

Before Neil Armstrong landed on the moon there was no evidence it could be done

•

Before Roger Bannister ran a mile under 4 minutes there was no evidence it could be done

•

What double blind, placebo controlled study demonstrate that most surgeries are “best
practice?”
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Evidence Based??
•
•
•
•

Where’s the DB, PC study proving that tissue is comprised of cells comprised of
organelles comprised of organic and inorganic chemicals comprised of
molecules comprised of atoms comprised of protons, neutrons and electrons?
Where is the double-blind, placebo-controlled study demonstrating that the
Krebs Cycle takes glucose and produces amino acids, organic acids, fats and
ATP?
Where’s the DB, PC study that proves liver detoxification of phase I and II are
biochemical processes utilizing NUTRIENTS to process, detoxify and eliminate
chemical compounds transiting the body?
EPA provides a list of toxic chemical and metals including mercury and
aluminum and the biochemistry research demonstrated their MOA, where is the
“evidence” they are “medically beneficial” for injecting into premature immune
systems, open blood-brain barriers?
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American Medicine: 3rd
leading cause of death
“Around one in 20 patients are exposed to preventable
harm in medical care. Although a focus on preventable
patient harm has been encouraged by the international
patient safety policy agenda, there are limited quality
improvement practices specifically targeting incidents
of preventable patient harm rather than overall patient
harm (preventable and non-preventable).”
Prevalence, severity, and nature of preventable patient harm across medical care settings: systematic
review and meta-analysis BMJ 2019; 366 doi: https://doi.org/10.1136/bmj.l4185 (Published 17 July
2019) BMJ 2019;366:l4185
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We got here because…
•
•
•

Political science replaced natural science
Corporate funding of research and continued funding of research
and advertising became the primary quest of department heads,
professional ego and journal editors.
No longer can pioneering researchers readily publish any
findings that might be construed as challenging to the journal ad
cash flow, university department research budget or clinical
practice lecture circuit perks.
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Vaccine consequences
•

I am not anti-vaccination; I am pro-immunization

•

I am pro-science and pro-safety

•
•

chemistry, biochemistry, physics and biophysics

The “dose makes the result” theory of modern medicine is
greatly flawed; doesn’t take into account total load
biochemistry nor biophysics
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Consequences of toxic
vaccines
•

Inflammation

•

Poisoned Kreb’s Cycle

•

Autoimmunity/allergy

•

Gene alteration/expression alteration

•

Treacherous business model by big Pharma to sell vaccines and
every other drug at all cost, literally at any cost, which in turn has
led to public paranoia and the corruption of our medical system
as a co-conspirator not unlike fanciest approaches so familiar to
the 20th Century from Nazi Germany to Imperial Japan.
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Fundamentals
• Fundamentally, the human body is a
biochemical/biophysical entity that runs via the
Krebs Cycle, controlled by a central controlling
DNA software system communicating via a nonlinear biophoton symphony (Fritz-Albert Popp
1986).

• Physics precedes chemistry!
• The software is malleable: epigenetics,
epigenomics
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Inflammation is the nemesis
Dr. John Pangborn described the history of
DDT, then a 2007 study in California where
they found a high correlation between autism
and the proximity to and amount of pesticides
being sprayed. Autistics often have
inflammation in both the gut and the brain.
Methalation can be inhibited and can result in
less interactive responses.

16

Clinical Significance of
Vaccines Today
•

•
•

Compared to 1970, the shear number of vaccines given to a a
child is 3-6x, bypassing the normal immune exposure route of the
mucous membrane, into an immature developing central nervous
system before the natural closure of the blood-brain barrier at age
2.
Basic immune response understanding is that the more times one
is sensitized, especially a susceptible individual, the greater the
likelihood there will be an adverse immune response.
The composition of the vaccine solution is much more antigenic
and extensive as pointed out by Dr. Ressigue, PharmD.
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Evidence based scam!

• How do I design a “scientific

study” to show that there are no
more adverse reactions to this
years’ flu vaccine than placebo?
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The Placebo Scam!

• Rather than using a normal
saline or true placebo injection, I
use last year’s flu vaccine as the
“placebo” injection.
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Vaccine Schedule; 1950’s
• Late 1950’s ■ Oral Polio Vaccine

(OPV) – licensed in 1955 ■
Recommended vaccines: – DTP
(Diphtheria, Tetanus, Pertussis) –
Smallpox – Polio (OPV)
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Vaccine Schedule 1960’s
• Late 1960’s ■ Vaccines against
Measles (1963), Mumps (1967) and
Rubella (1969) were developed ■
Recommended vaccines: – DTP
(Diphtheria, Tetanus, Pertussis) –
Smallpox – Polio (OPV) – Measles –
Mumps – Rubella
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Vaccine Schedule 1970’s
• 1970’s ■ Smallpox was declared
eradicated and use of smallpox
vaccine was discontinued in 1972 ■
Measles, Mumps, Rubella vaccine was
combined into MMR ■ Recommended
vaccines: – DTP (Diphtheria, Tetanus,
Pertussis) – Polio (OPV) – MMR
(Measles, Mumps, Rubella)
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Vaccine Schedule 1990’s
• 1994-1995 ■ Hepatitis B was added to
the schedule as a routine vaccination
instead of being used only for high risk
groups ■ Recommended vaccines: –
DTP (Diphtheria, Tetanus, Pertussis) –
Polio (OPV) – MMR (Measles, Mumps,
Rubella) – Hib (Haemophilius influenzae
Type B) – Hepatitis B
23

Vaccine Schedule 2018

24
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1995 Vaccine Schedule
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Reduced childhood deaths not
directly linked to vaccination
The decline in mortality rates among children in the 1970s and 1980s occurred concurrently
with improved medical treatment and survival of people with malignancies [23], effective
antiviral therapies for varicella zoster virus infections, and improved treatment of life-

reported cases of Reye's
syndrome declined dramatically after publication of the
association between aspirin and Reye's syndrome and
common viral illnesses, often influenza or varicella [24, 25].
threatening varicella complications. In addition,

The dramatic decline in varicella CNS complications among child decedents paralleled
decreases in reports to the CDC of cases of postinfectious encephalitis during the late 1970s
and early 1980s [26] and of varicella-associated Reye's syndrome cases [27] during the
1980s. Studies conducted in the United States in the 1970s [28] reported higher rates of
encephalitis as a complication of varicella than those conducted in the early 1990s [29].
Similarly, a study in the United Kingdom reported a marked decline in deaths due to
encephalitis among children between 1967 and 1985 [19]
https://academic.oup.com/jid/article/182/2/383/2190935
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Figure 2 Varicella mortality rates (age-adjusted to year 2000 population),
United States, 1970–1994.

The Journal of Infectious Diseases, Volume 182, Issue 2, August 2000, Pages 383–390, https://doi.org/10.1086/315714
The content of this slide may be subject to copyright: please see the slide notes for details.
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Autism Trends
•

“In the US, autism has spiked up in 3 distinct years, called
changepoints. The first changepoint occurred in 1981, the second
in 19881, and the third in 1996. These spikes coincide with the
introduction of vaccines that are produced in human fetal cells. In
1979, human fetal cell produced MMR II was approved in the US.
Compliance campaigns brought MMR II use up from as low as
49% for children born before 1987 to over 82% for children born in
1989 and later. A second dose of MMR II was also introduced to
the vaccination schedule for children born in 1988 and later. The
third changepoint corresponds to the approval of human fetal cell
produced Varivax (chickenpox) in 1995 (See figure below).”
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Immune rejection response
•

“..fetal DNA contaminants in the Measles-Mumps-Rubella vaccine, which must be made known to lawmakers and
the public.Merck’s MMR II vaccine (as well as the chickenpox, Pentacel ,and all Hep-A containing vaccines) is
manufactured using human fetal cell lines and are heavily contaminated with human fetal DNA from the production
process. Levels in our children can reach up to 5 ng/ml after vaccination, depending on the age, weight and blood
volume of the child. That level is known to activate Toll-like receptor 9 (TLR9), which can cause autoimmune
attacks.To illustrate the autoimmune capability of very small amounts of fetal DNA, consider this: labor is triggered
by fetal DNA from the baby that builds up in the mother’s bloodstream, triggering a massive immune rejection of the
baby. This is labor.It works like this: fetal DNA fragments[i] from a baby with about 300 base pairs in length are
found in a pregnant mother’s serum. When they reach between 0.46– 5.08 ng/mL, they trigger labor via the TLR9
mechanism[ii]. The corresponding blood levels are 0.22 ng/ml and 3.12 ng/ml. The fetal DNA levels in a child after
being injected with fetal-manufactured vaccines reach the same level that triggers autoimmune rejection of baby by
mother.Anyone who says that the fetal DNA contaminating our vaccines is harmless either does not know anything
about immunity and Toll- like receptors or they are not telling the truth.If fetal DNA can trigger labor (a naturally
desired autoimmune reaction), then those same levels in vaccines can trigger autoimmunity in a child. Fragmented
fetal DNA contained in vaccines is of similar size, ~215 base pairs.[iii]"

•

Theresa A. Deisher, Ph.D. “Open letter to legislators regarding fetal cell DNA in vaccines.” April 8, 2019.
https://www.cga.ct.gov/kid/related/20190513_Informational%20Hearing%20on%20the%20State%27s%20Religious
%20Exemption/Testimony/Testimony%20Theresa%20Deisher%20PhD.pdf

•

Dr. Deisher works in the commercial biotechnology industry with basic biological and drug discovery through clinical
development. Doctorate from Stanford University in Molecular and Cellular Physiology in 1990 and post-doctoral at
the University of Washington. Founder and Lead Scientist at Sound Choice Pharmaceutical Institute, 1749 Dexter
Ave. N. Seattle, WA. 98109. (206) 906-9922.
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Cause and Effect: MMR and Autism
•
•

•

Relationship between MMR coverage and autism prevalence in the United Kingdom, Norway
and Sweden after the “Wakefield Scare”
The average MMR coverage for the three countries fell below 90% after Wakefield’s 1998
publication but started to recover slowly after 2001 until it reached over 90% coverage again
in 2004. MMR coverage is shown by birth year, not year of immuniza‐ tion, explaining why
declines in coverage by birth year precede Wakefield’s publication since children typically
received the MMR vaccination between 12 months and 3 years of age. During the same time
period, the average autism disorder prevalence in the United Kingdom, Norway and Sweden
dropped substantially for birth year 1998 and gradually increased again after birth year 2000.
By 2007, ASD prevalence was twice as high as the prevalence in 1998 (Fig. 1). Autism
prevalence and MMR coverage data is shown in Table 1 and 2. While publicly available
autism prevalence data for these three countries is disappointingly scarce during this time
period, the apparent cause and effect relationship demands further study and investigation.
Theresa A. Deisher, Ph.D.;* Ngoc V. Doan, B.S.;** Kumiko Koyama, B.S.;*** Sarah Bwabye,
B.S. “Epidemiologic and Molecular Relationship Between Vaccine Manufacture and Autism
Spectrum Disorder Prevalence.” Issues in Law & Medicine, Volume 30, Number 1, 2015
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Smoking Gun For One
Cause of Autism
• “Not only damaged human cells, but also healthy human cells can
take up foreign DNA spontaneously. Foreign human DNA taken up
by human cells will be transported into nuclei and be integrated into
host genome, which will cause phenotype change. Hence, residual
human fetal DNA fragments in vaccine can be one of causes of
autism spectrum disorder in children through vaccination.”

•

K. Koyama, T. A. Deisher. “Spontaneous Integration of Human DNA Fragments into
Host Genome.” Sound Choice Pharmaceutical Institute, Seattle, WA.
http://mv3462p2bnv2ptxqp33ikj2j-wpengine.netdna-ssl.com/wpcontent/uploads/2012/08/DNA_Contaminants_in_Vaccines_Can_Integrate_Into_Child
rens_Genes.pdf
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Human Cell Attenuation in the lab
•

“…cell biologist Leonard Hayflick, PhD. Hayflick determined that a population of
normal human cells will reproduce only a finite number of times before they cease to
reproduce. However some cells in culture have undergone a mutation, or they have
been manipulated in the laboratory, so that they reproduce indefinitely. One example
of an immortalized cell line is the so-called HeLa cell line, started from cervical cancer
cells taken in the 1950s from a woman named Henrietta Lacks. Cell lines are not used
to produce vaccine virus.”

•
•

My comment: if these cells can mutate to grow at lower temperatures, isn’t it also
true they can later mutate to grow at higher temperatures of the human body?

“Researchers can grow human pathogens like viruses in cell strains to attenuate them
– that is, to weaken them. One way viruses are adapted for use in vaccines is to alter
them so that they are no longer able to grow well in the human body. This may be
done, for example, by repeatedly growing the virus in a human cell strain kept at a
lower temperature than normal body temperature. In order to keep replicating, the
virus adapts to become better at growing at the lower temperature, thus losing its
original ability to grow well and cause disease at normal body temperatures. Later,
when it’s used in a vaccine and injected into a living human body at normal
temperature, it still provokes an immune response but can’t replicate enough to cause
illness.”
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Human and Monkey Cell Derived
Vaccines
•

The vaccines below were developed using either the WI-38 or the MRC-5 cell
strains.

•
•

Hepatitis A vaccines [VAQTA/Merck, Havrix/GlaxoSmithKline, and part of
Twinrix/GlaxoSmithKline]
Rubella vaccine [MERUVAX II/Merck, part of MMR II/Merck, and
ProQuad/Merck]

•

Varicella (chickenpox) vaccine [Varivax/Merck, and part of ProQuad/Merck]

•

Zoster (shingles) vaccine [Zostavax/Merck]

•

Adenovirus Type 4 and Type 7 oral vaccine [Barr Labs]

•

*Rabies vaccine [IMOVAX/Sanofi Pasteur] ** Vaccine not routinely given
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Early Vaccine Developers
with Human/Monkey Cells
•

“The first licensed vaccine made with the use of a human
cell strain was the adenovirus vaccine used by the military
in the late 1960s. Later, other vaccines were developed in
human cell strains, most notably the rubella vaccine
developed by Stanley Plotkin, MD, at the Wistar Institute in
Philadelphia.”
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Currently Cell Technology for
Vaccines
•

•

Originally duck and chicken eggs but consistent, virus free eggs
supply has led to the use of human and monkey cell lines.
“Two main human cell strains have been used to develop
currently available vaccines, in each case with the original fetal
cells in question obtained in the 1960s. The WI-38 cell strain was
developed in 1962 in the United States, and the MRC-5 cell
strain (also started with fetal lung cells) was developed, using
Hayflick's technology, in 1970 at the Medical Research Center in
the United Kingdom. It should be noted that Hayflick's methods
involved establishing a huge bank of WI-38 and MRC-5 cells that,
while not capable of infinitely replicating like immortal cell lines,
will serve vaccine production needs for several decades in the
future.”
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Development Of Human and
Monkey Cell Cultures
•

“Leonard Hayflick (also working at the Wistar Institute at that time)
developed a cell strain called WI-38 using lung cells from an aborted
fetus. Hayflick found that many viruses, including rubella, grew well in
the WI-38.”

•

“Plotkin grew the rubella virus he had isolated in WI-38 cells kept at
86°F (30°C), so that it eventually grew very poorly at normal body
temperature. (He chose the low temperature approach following
previous experiences with attenuating poliovirus.) After the virus had
been grown through the cells 25 times at the lower temperature, it was
no longer able to replicate enough to cause illness in a living person,
but was still able to provoke a protective immune response. The rubella
vaccine developed with WI-38 is still used throughout much of the
world today as part of the combined MMR (measles, mumps, and
rubella) vaccine.”
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Reference for previous slides

•

“Human Cell Strains in Vaccine Development.” The
History of Vaccines, An Educational Resource by the
College of Physicians of Philadelphia.
https://www.historyofvaccines.org/content/articles/humancell-strains-vaccine-development

40

African Children Killed
•

•

“Although having better nutritional status and being
protected against three infections, 6-35 months old DTPvaccinated children tended to have higher mortality than
DTP-unvaccinated children. All studies of the introduction
of DTP have found increased overall mortality.”
Aaby P , Mogensen SW , Rodrigues A ,Benn CS.
“Evidence of Increase in Mortality After the Introduction of
Diphtheria-Tetanus-Pertussis Vaccine to Children Aged 635 Months in Guinea-Bissau: A Time for Reflection?” Front
Public Health. 2018 Mar 19;6:79. doi:
10.3389/fpubh.2018.00079. eCollection 2018.
1,2

1

1
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Pesticides in Vaccines?
•

“…
. of St. Louis, Missouri
which show the DTap Adacel (Sanofi Pasteur) vaccine had
0.123 ppb, Influenza Fluvirin (Novaris) 0.331 ppb and HepB
Energix-B (Glaxo Smith Kline) 0.325 and Pneumonoccal Vax
Polyvalent Pneumovax 23, (Merck) had 0.107 ppb of
glyphosate.The MMR II (Merck) vaccine, which CDC whistle
blower Dr.William Thompson has linked to autism, had levels
up to 25 times higher than the other vaccines, at
2.671ppb. Subsequently, multiple rounds of additional
independent tests have confirmed these findings at or above
the same levels.”

•

“Glyphosate Found in Major Childhood Vaccines,” Moms
Across America. September 6, 2016.

42

14

Autoimmune Problems
•

“The role of various environmental factors in the pathogenesis of immune mediated
diseases is well established. Of which, factors entailing an immune adjuvant activity such
as infectious agents, silicone, aluminium salts and others were associated with defined and
non-defined immune mediated diseases both in animal models and in humans. In recent
years, four conditions: siliconosis, the Gulf war syndrome (GWS), the

macrophagic myofasciitis syndrome (MMF) and post-vaccination
phenomena were linked with previous exposure to an adjuvant.
Furthermore, these four diseases share a similar complex of signs
and symptoms which further support a common denominator. Thus, we
review herein the current data regarding the role of adjuvants in the pathogenesis of
immune mediated diseases as well as the amassed data regarding each of these four
conditions. Relating to the current knowledge we would like to suggest to include these
comparable conditions under a common syndrome entitled ASIA, "Autoimmune (Autoinflammatory) Syndrome Induced by Adjuvants”.”

•

Shoenfeld Y Agmon-Levin N. “'ASIA' - autoimmune/inflammatory syndrome induced by
adjuvants.”
2011 Feb;36(1):4-8. doi: 10.1016/j.jaut.2010.07.003. Epub 2010
Aug 13.
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Israeli Research
•

•

“Immunologists from Israel have recently confirmed what past research has long suggested: Vaccineinduced disease is an increasingly common, yet unrecognized, phenomenon — and vaccine adjuvants like
aluminum are indeed a threat to human health. In spite of these risks, the vaccine industry and their puppets
are doing everything to promote their “safe and effective” vaccine propaganda.”
The paper identifies three documented risks associated with the most common vaccine adjuvant, the metal

aluminum: 1) it persists in the body for years; 2) it can “trigger pathological immune
responses” and 3) it can “pass through the [blood brain barrier] BBB into the [central
nervous system] CNS where it can trigger immune-inflammatory processes, resulting
in brain inflammation and long-term neural dysfunction.”The immunologists add that in
experimental models, vaccines have been shown to encourage the production of
“autoantibodies,” which are immune cells that target the body’s own cells, rather than
pathogens or other invaders. The scientists explain that the presence of
autoantibodies can precede the onset of full-blown autoimmune disease by several
years.

•

Vicki Batts. “Adjuvants found in vaccines have led to an increase of autoimmune disease.”
vaccinedeaths.com. 10/6/2018.
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Aluminum
Environmental Toxicology and Pharmacology
Volume 35, Issue 1, January 2013, Pages 82-87
Mini-review

Impact of aluminum exposure on the immune system: A mini
review
Author links open overlay panel
Y.Z.Zhu a1D.W.Liu bc1Z.Y.Liu aY.F.Li
Aluminum (Al) is widely used in daily life and will lead to environmental release and exposure. The toxicity of Al had been documented, and
which attracted a growing concern on human and animal health. The immune system appears to be sensitive to Al exposure. But few
studies focused on the potential immunological responses induced by Al. It is imperative to study the effects of Al on the immune function
and this review discusses the effects of Al on autoimmunity, oral tolerance, expression of the immune cells, hypersensitivity and erythrocyte
immune function. It will provide evidence to study the association between Al and immune function.
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Aluminum is Immunotoxic
Chemosphere
Volume 104, June 2014, Pages 1-6
Review

Immunotoxicity of aluminum
Author links open overlay panel
YanzhuZhu ab1YanfeiLib1LiguangMiaoaYingpingWang aYanhuanLiuaXijunYan aXuezheCuiaHaitaoLia
Aluminum (Al) is present in the daily life of all humans. With the incidence of Al contamination increased in recent years, the toxicity of Al on
the immune function has attracted more attention. Even with this increased attention, the mechanism of Al immunotoxicity still remains
unclear. The mechanism of Al immunotoxicity reviewed herein focused on the effects of Al on the splenic trace elements, the status of αnaphthyl acetate esterase (ANAE) cells, cytokines, complement and immunoglobulins, as well as macrophages. The studies in the literature
showed that Al decreased splenic iron (Fe) and zinc (Zn) levels, but the effects of Al on splenic copper (Cu) level was ambiguous and
controversial. Al exposure inhibited levels of ANAE+ cells, the production of interleukin (IL)-2 and the functions of macrophages. With
respect to other key cytokines, studies showed that Al suppressed the production of tumor necrosis factor (TNF)-α in vitro; effects of Al on
TNF-α formation in vivo were less overt. Al exposure reduced complement 3 (C3) level, but effects of Al exposure on complement 4 (C4)
level were not as clear-cut. Lastly, the effects of Al exposure on the IgG, IgM and IgA levels were conflicting. Taken in totality, the results of
several studies in the literature demonstrated that Al could impart adverse effects on immune function.
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FDA Aluminum Dose Limits
•

•

FDA doses adjusted by body weight in infants and adults Each of the
doses for
aluminum (850 μg, 1100 μg, and 1250 μg) were divided by the daily body weights per
percentile weight class by age from birth to 2 years and expressed as μg/kg. Similarly,
these same
were divided by the adult body weights of 60 kg for comparison
(μg/kg).
3.2. FDA 850 μg dose adjusted by body weight in infants and adults If infants were
given 850 μg of aluminum (injected), the exposure would vastly exceed the only
available CFR/FDA 4–5 μg/kg/day safety limit (
). Compared to an adult whose
body weight is 60 kg, a male child at birth receives 254 μg/kg, 152.7 μg/kg at 2 months,
121.4 μg/kg at 4 months, 107.1 μg/kg at 6 months, 92.8 μg/kg at 1 year, and 69.9 μg/kg
at 2 years as compared to 12.5-14.2 μg/kg in an adult. A female child whose body
weight is generally less than the male receives a slightly higher burden of aluminum
comparatively. At the 50th percentile body weight, a male child at birth receives 1800%
more aluminum per body weight as compared to a 60-kg adult male, 1074.6% at 2
months, 954.9% at 4 months, 754.2% at 6 months, 876% at 1 year, and 493% at 2
years of age more aluminum per body weight as compared to a 60-kg adult (
,
). https://www.sciencedirect.com/science/article/pii/S0946672X17300950
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FDA Aluminum Dose Limits

•

https://www.sciencedirect.com/science/article/pii/S0946672X1730
0950

48
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Aluminum Exposures
•

•

“At birth, and in consideration of Clark’s Rule in pediatric dosing
(Adult BW = 68 kg), these calculations, based on assumptions,
suggest that a child at the 50th percentile BW should receive no
more than 44 μg/kg. That modification in the actual amount of
aluminum per dose of a pediatric vaccine (or vaccines per day)
should be at or below the current adult-based, diet-based MRL.
Unfortunately, that would exceed the calculated MRL of
10.31 μg/kg at birth, and 37.48 μg/kg at 2 years of age.”
https://www.sciencedirect.com/science/article/pii/S0946672X173
00950

Keep in mind that safety levels are multiplied by factor of 10 for
all standards. As can be seen that is erased for children and
vaccine aluminum exposure.
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•

Fig. 4. Comparison of the Calculated Pediatric MRL and the AL Exposures from
DTaP Vaccine for Children (and Adults) using Clark’s Rule to Accommodate
Pediatric Body Weights (μg/kg, per day, at 2 months and for Adult).
https://www.sciencedirect.com/science/article/pii/S0946672X17300950
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Reference Previous 3 slides

•

Ricketson, Robert and James Lyons-Weiler.
“Reconsideration of the immunotherapeutic pediatric safe
dose levels of aluminum.” Journal of Trace Elements in
Medicine and Biology
, July 2018, Pages 67-73.
https://doi.org/10.1016/j.jtemb.2018.02.025
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Paradox of vaccination and
prevention of disease
In 1964 R. A. Hawkes, then a researcher at Australian National University in Canberra, found that cell
cultures infected with Murray Valley encephalitis, West Nile, Japanese encephalitis or Getah viruses infected
more cells when the virus was mixed with antibodies compared with the virus alone. Hawkes proposed that
the antibodies were stabilizing the virus and increasing their ability to attach to cells. Independently,
Halstead was wondering if much the same was happening with dengue.

November 2017, Sanofi
Pasteur made the announcement that enraged Filipino parents:
do not get Dengvaxia if you have not had dengue. A month later
the WHO followed suit, stating that only individuals who were
proved to already have had dengue should be given the vaccine.
Coincidentally, days after Harris’s paper was published in

https://www.scientificamerican.com/article/how-the-worlds-first-dengue-vaccination-drive-ended-indisaster/
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ADE - Antibody-dependent enhancement

Credit: Amanda Montañez; Source:
“Effect of Dengue Serostatus on
Dengue Vaccine Safety and
Efficacy,” by Saranya Sridhar et al., in
New England Journal of Medicine,
Vol. 379, No. 4; July 26, 2018
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Back to the Kreb’s Cycle:
Basic Science
link between abnormalities in mitochondrial homeostasis and
ASD and provides biochemical and genetic evidence to support a role for
mitochondrial dysfunction in the pathogenesis of the autism phenotype.
Mechanistically, the connection may involve defects in bioenergetic capacity as well
as non-energy related pathways. However, it is not clear if mitochondrial impairments
cause ASD or if they are merely associated with the disease process. Positive patient behavioral
responses to conventional mitochondrial disease therapies are promising, however, further investigation is necessary. Future work should
focus on determining how mitochondrial dysfunction causes the autistic phenotype as
well as how defects in mitochondrial homeostasis predispose individuals to ASD via
interaction with environmental toxins, dietary factors, and epigenetic modifications
during critical periods of development. Establishing a causative relationship between
mitochondrial dysfunction and ASD and elucidating the exact mechanisms will permit
the development of more precisely targeted therapies in the future. Ultimately, with improved knowledge
The literature reviewed here suggests a

and innovation, we may one day be able to prevent or cure autism.
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5467355/
Oxid Med Cell Longev. 2017; 2017: 4314025.
Published online 2017 May 29. doi: 10.1155/2017/4314025
PMCID: PMC5467355
PMID: 28630658

Evidence of Mitochondrial Dysfunction in Autism: Biochemical Links, Genetic-Based Associations, and NonEnergy-Related Mechanisms
Keren K. Griffiths and Richard J. Levy *
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Aluminum and Mitochondrial
Dysfunction
•

Potential mechanisms of Al toxicity measured as Al-induced inhibition of growth in cultured tobacco cells
(Nicotiana tabacum, nonchlorophyllic cell line SL) and pea (Pisum sativum) roots were investigated. Compared
with the control treatment without Al, the accumulation of Al in tobacco cells caused

instantaneously the repression of mitochondrial activities [monitored by the reduction of 3(4,5-dimethylthiazol-2-yl)-2,5-diphenyl tetrazolium bromide and the uptake of Rhodamine
123] and, after a lag of about 12 h, triggered reactive oxygen species (ROS) production,
respiration inhibition, ATP depletion, and the loss of growth capability almost simultaneously.
The presence of an antioxidant, butylated hydroxyanisol, during Al treatment of SL cells prevented not only
ROS production but also ATP depletion and the loss of growth capability, suggesting that the Al-triggered ROS
production seems to be a cause of ATP depletion and the loss of growth capability. Furthermore, these three
late events were similarly repressed in an Al-tolerant cell line (ALT301) isolated from SL cells, suggesting that
the acquisition of antioxidant functions mimicking butylated hydroxyanisol can be a mechanism of Al tolerance.
In the pea root, Al also triggered ROS production, respiration inhibition, and ATP depletion, which were all
correlated with inhibition of root elongation. Taken together, we conclude that Al affects mitochondrial
functions, which leads to ROS production, probably the key critical event in Al inhibition of cell growth.

•

Yamamoto Y, Kobayashi Y, Devi SR, Rikiishi S, Matsumoto H. Aluminum toxicity is associated with
mitochondrial dysfunction and the production of reactive oxygen species in plant cells. Plant Physiol.
2002;128(1):63–72. https://www.ncbi.nlm.nih.gov/pmc/articles/PMC148944/
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Aluminum and cellular
dysfunction
•

Metal pollutants are a global health risk due to their ability to contribute to a variety of
diseases. Aluminum (Al), a ubiquitous environmental contaminant is implicated in
anemia, osteomalacia, hepatic disorder, and neurological disorder. In this review, we
outline how this intracellular generator of reactive oxygen species (ROS) triggers a
metabolic shift towards lipogenesis in astrocytes and hepatocytes. This Al-evoked
phenomenon is coupled to diminished mitochondrial activity, anerobiosis, and the
channeling of α-ketoacids towards anti-oxidant defense. The resulting metabolic
reconfiguration leads to fat accumulation and a reduction in ATP synthesis, characteristics
that are common to numerous medical disorders. Hence, the ability of Al toxicity to

create an oxidative environment promotes dysfunctional metabolic
processes in astrocytes and hepatocytes. These molecular events triggered
by Al-induced ROS production are the potential mediators of brain and liver
disorders.

•

Han S , Lemire J, Appanna VP, Auger C, Castonguay Z, Appanna VD. “How aluminum, an
intracellular ROS generator promotes hepatic and neurological diseases: the metabolic
tale.” Cell Biol Toxicol. 2013 Apr;29(2):75-84. doi: 10.1007/s10565-013-9239-0. Epub
2013 Mar 6. https://www.ncbi.nlm.nih.gov/pubmed/23463459
1
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Al and basic biochemistry
•

Aluminum (Al), a known environmental toxicant, has been linked to a variety of pathological
conditions such as dialysis dementia, osteomalacia, Alzheimer's disease, and Parkinson's disease.
However, its precise role in the pathogenesis of these disorders is not fully understood. Using
hepatocytes as a model system, we have probed the impact of this trivalent metal on the aerobic
energy-generating machinery. Here we show that Al-exposed hepatocytes were

characterized by lipid and protein oxidation and a dysfunctional tricarboxylic acid
(TCA) cycle. BN-PAGE, SDS-PAGE, and Western blot analyses revealed a marked decrease in
activity and expression of succinate dehydrogenase (SDH), alpha-ketoglutarate dehydrogenase
(KGDH), isocitrate dehydrogenase-NAD+ (IDH), fumarase (FUM), aconitase (ACN), and cytochrome
c oxidase (Cyt C Ox). 13C-NMR and HPLC studies further confirmed the disparate metabolism
operative in control and Al-stressed cells and provided evidence for the accumulation of succinate in
the latter cultures. In conclusion, these results suggest that Al toxicity promotes a

dysfunctional TCA cycle and impedes ATP production, events that may
contribute to various Al-induced abnormalities.

•

Mailloux RJ , Hamel R, Appanna VD. “Aluminum toxicity elicits a dysfunctional TCA cycle and
succinate accumulation in hepatocytes.” J Biochem Mol Toxicol. 2006;20(4):198-208.
https://www.ncbi.nlm.nih.gov/pubmed/16906525
1
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ASD linked to mitochondrial
dysfunction
•

•

In this landmark case, the federal government’s Vaccine Injury
Compensation Program (VICP) agreed to award damages to the Poling
family when their daughter Hannah, who had an underlying
mitochondrial disorder, developed autism-like symptoms after receiving
a series of vaccines in a single day.
A carefully executed review and meta-analysis of mitochondrial
dysfunction in ASD by Rossignol and Frye discerned that the
prevalence of full syndrome mitochondrial disease in children with ASD
is significantly higher than it is in children in general. Their analysis also
revealed that many children with ASD have findings on laboratory tests
that indicate some degree of mitochondrial dysfunction, although not full
syndrome mitochondrial disease. Together, these findings indicate a
high degree of abnormal mitochondrial function in children with ASD,
which other research has corroborated.
3

2,4-9
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Its not just mercury…
•

•

“Aluminum offers another plausible explanation as to why
the rate of autism did not decline upon the removal of
thimerosal from most vaccines. during the highly
publicized phase-out period for mercury in 1999-2002, four
doses of a new vaccine with high aluminum content were
added to the cdc vaccination schedule. during 2005,
another two doses of high-aluminum vaccine were added.”
https://www.ageofautism.com/2013/01/autism-science-digest-aluminum-toxicity-inmitochondrial-dysfunction-and-asd.html
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table 1.

4
aluminum in childhood vaccines, birth to 18 months
125 mcg
Vaccine
500 mcg
Schedule
hepatitis a (havrix)
Total doses
12 and 18 months
Aluminum
2
per dose (micrograms)
250 mcg
Total aluminum
500 mcg
per vaccine (micrograms)
TOTAL:
hepatitis B (engerix-B)
By 18 months
Birth and 2 and 6 months
16
3
n/a
250 mcg
4,925 mcg
750 mcg
* diphtheria, tetanus, and acellular pertussis †
dtap (infanrix)*
haemophilus B conjugate ‡ pneumococcal
2, 4, 6, 15 months
conjugate vaccine
www.autismone.org
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Post-mortum ASD brain
is a neurodevelopmental disorder of unknown
. It is suggested to involve
both
and environmental factors including in the latter
. Human exposure
to the environmental toxin aluminium has been linked, if tentatively, to autism spectrum disorder. Herein we have
used transversely heated
to measure, for the first time,
the
of brain tissue from donors with a diagnosis of autism. We have also used an aluminiumselective
to identify aluminium in brain tissue using
. The aluminium content of

brain tissue in autism was consistently high. The mean (standard deviation)

aluminium content across
all 5 individuals for each lobe were 3.82(5.42), 2.30(2.00), 2.79(4.05) and 3.82(5.17) μg/g dry wt. for the occipital,
frontal,
respectively. These are some of the highest values for aluminium in human
brain tissue yet recorded and one has to question why, for example, the aluminium content of the
of
a 15 year old boy would be 8.74 (11.59) μg/g dry wt.? Aluminium-selective fluorescence microscopy

was used to identify aluminium in brain tissue in 10 donors. While aluminium was imaged
associated with
it appeared to be present intracellularly in microglia-like cells and
other inflammatory
in the
,
, grey and white matter.
The pre-eminence of intracellular aluminium associated with non-neuronal cells was a
standout observation in autism brain tissue and may offer clues as to both the origin of the
brain aluminium as well as a putative role in autism spectrum disorder.

•

Umar, Dorcas, Matthew Mold, Andrew King and Christopher Exley. “Aluminium in brain tissue in autism.” Journal
of Trace Elements in Medicine and Biology
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Al+3 Enzyme Alteration
•

“The levels of Al that modify the enzymatic activities herein described are in the same
concentration range as those observed in the plasma of uremic subjects undergoing long‐term
dialysis treatment [[ , ]], and in certain focal areas of the brains of AD patients [[ ]].
Mitochondria could thus be easy targets for the toxic effects of aluminum and consequently
aggravate AD pathology.”

•

“The demonstration that Al exerts a neurotoxic action on a single VDAC (voltage‐dependence
anionic channel) from rat brain mitochondrial external membranes [[ ]] provides additional
evidence for a relationship between Al , mitochondria, and neuropathology. In conclusion,
although the aluminium hypothesis raised by some authors regarding the etiopathogenesis of AD
[[ , ]] is far from proven, several lines of evidence implicate aluminum as one of

3+

3+

3+

the multi(co)factorial elements that may contribute to the development or
aggravation of certain neurodegenerative diseases, including Alzheimer's
disease.”

•

Eur. J. Biochem.267, 3049±3055 (2000)qFEBS 2000Effects of aluminum on activity of Krebs
cycle enzymes and glutamatedehydrogenase in rat brain homogenateP. Zatta1, E. Lain2and C.
Cagnolini https://febs.onlinelibrary.wiley.com/doi/full/10.1046/j.1432-1033.2000.01328.x
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Inhaled Aluminum
•

Background: Due to the wide application of engineered aluminum oxide nanoparticles and increased
aluminum containing particulate matter suspending in air, exposure of human to nano-scale aluminum
oxide nanoparticles (Al O NPs) is becoming inevitable. Methods: In the present study, RNA microarray
coupled with metabolomics analysis were used to uncover mechanisms underlying cellular responses
to Al O NPs and imply the potential rescue. Results: We found that Al2O3 NPs significantly triggered
2

2

3

3

down-regulation of mitochondria-related genes located in complex I, IV and V, which were
involved in oxidative phosphorylation and neural degeneration pathways, in human
bronchial epithelial (HBE) cells. Subsequent cell- and animal- based assays confirmed that Al O
2

3

NPs caused mitochondria-dependent apoptosis and oxidative stress either in vitro or in vivo, which
were consistent with the trends of gene regulation. To rescue the Al O NPs induced mitochondria
dysfunction, disruption of small molecular metabolites of HBE were profiled using metabolomics
analysis, which facilitates identification of potential antagonizer or supplement against nanoparticleinvolved damages. Supplementation of an antioxidant, acetyl-L-carnitine, completely or partially
restored the Al O NPs modulated gene expression levels in mitochondrial complex I, IV and V. It further
reduced apoptosis and oxidative damages in both Al O NPs treated HBE cells and animal lung tissues.
Conclusion: Thus, our results demonstrate the potential mechanism of respiratory system damages
induced by Al O NPs. Meanwhile, based on the metabolomics profiling, application of acetyl-L-carnitine
is suggested to ameliorate mitochondria dysfunction associated with Al O NPs.
2

2

3

2

2

3

3

3

2

•

3

zz Xiaobo Li , Chengcheng Zhang , Xin Zhang , Shizhi Wang , Qingtao Meng , Shenshen Wu , Hongbao
Yang , Yankai Xia and Rui Chen An acetyl-L-carnitine switch on mitochondrial dysfunction and rescue
in the metabolomics study on aluminum oxide. xxLi et al. Particle and Fibre Toxicology (2016) 13:4.
https://particleandfibretoxicology.biomedcentral.com/track/pdf/10.1186/s12989-016-0115-y
1

2

1

1

1

1

1

3†
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Aluminum and Krebs Cycle Enzymes: 2
activated, all others suppressed
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Mercury and ASD
•

“The relationship between mercury and autism spectrum disorders (ASD) has always been a topic of
controversy among researchers. This study aimed to assess the relationship between ASD and
mercury levels in hair, urine, blood, red blood cells (RBC), and brain through a meta-analysis.
METHODS:A systematic search was performed in several databases including PubMed, ISI Web of
Science, Cochrane register of controlled trials, Google Scholar, Scopus, and MagIran until June 2017.
Case-control studies evaluating concentration of total mercury in different tissues of ASD patients and
comparing them to the healthy subjects (control group) were identified. Necessary data were extracted
and random effects model was used to calculate overall effect and its 95% corresponding confidence
interval (CI) from the effect sizes. RESULTS:A total of 44 studies were identified that met the
necessary criteria for meta-analysis. The mercury level in whole blood (Hedges=0.43, 95% CI: 0.12,
0.74, P=0.007), RBC (Hedges=1.61, 95% CI: 0.83, 2.38, P<0.001), and brain (0.61ng/g, 95% CI, 0.02,
1.19, P=0.043) was significantly higher in ASD patients than healthy subjects, whereas mercury level
in hair (-0.14mg/g, 95% CI: -0.28, -0.01, P=0.039) was significantly lower in ASD patients than healthy
subjects. The mercury level in urine was not significantly different between ASD patients and healthy
subjects (0.51mg/g creatinine, 95% CI: -0.14, 1.16, P=0.121). CONCLUSIONS:Results of the current
meta-analysis revealed that mercury is an important causal factor in the etiology of

ASD. It seems that the detoxification and excretory mechanisms are impaired in
ASD patients which lead to accumulation of mercury in the body. Future additional
studies on mercury levels in different tissues of ASD patients should be undertaken.”

•

xxJ Trace Elem Med Biol. 2017 Dec;44:289-297. doi: 10.1016/j.jtemb.2017.09.002. Epub 2017 Sep
4.The association between mercury levels and autism spectrum disorders: A systematic review and
meta-analysis.Jafari T , Rostampour N , Fallah AA , Hesami A .
1

2

3

4
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Endocrine Disruption
Secular Trends in Pubertal Growth Acceleration
in Swedish Boys Born From 1947 to 1996
Claes Ohlsson, MD, PhD; Maria Bygdell, MSc, PhD; Jimmy Celind, MD; Arvid Sond.n, MSc; Anders Tidblad, MD;
Lars S.vendahl, MD, PhD; JennyM. Kindblom, MD, PhD

Question Is there a similar secular trend of earlier pubertal
timing among boys as with girls?
Findings In this cohort study that included 4090 boys and
spanned 50 years, there is a secular trend for earlier pubertal
timing among boys in Sweden that is independent of
increased
childhood body mass index during the same period.
Meaning The secular trend of earlier pubertal timing in boys is
partially explained by increasing childhood body mass index,
but other factors that are still unknown also contribute.
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Al is multi-toxic
•
•

•
•

The neurotoxicity of aluminium has been demonstrated in humans, animal models
and in tissue and cell culture. Bondy SC. The neurotoxicity of environmental
aluminium is still an issue. Neurotoxicology 2010;31(5):575-81
While aluminium’s

neurotoxicity is incontrovertible, it is much more
difficult to understand the risk that this neurotoxin poses to human
health. Aluminium is neurotoxic because it possesses an extensive
biochemical toolkit and because neurons are predisposed by their
longevity toward its intracellular accumulation up to and beyond
toxic thresholds.
Exley C, House ER. Aluminium in the human brain. Monatsh Chem 2011;142(4):35763
Exley C. The coordination chemistry of aluminium in neurodegenerative disease.
Coord Chem Rev 2012;256(19-20):2142-6
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Al is multi-toxic…
•

The likely principal antagonist in all such events is Al 3+ (aq) and its mechanism of action will involve numbers of different
agents or intermediates. For example, we know that aluminium is a potent pro-oxidant, its interaction with the
superoxide radical anion establishing, fuelling and sustaining redox cycles. The potency of these effects are all the more
significant in that the enhanced formation of reactive oxygen species may be accelerated at sites which are distinct and
divorced from locations housing the cell’s anti-oxidant machinery. For example, aluminium sinks such as the
extracellular senile plaques of Aβ42 and the intracellular chromatin of neuronal nuclei are both likely targets of aluminiumdriven oxidative damage. Aluminium is an excitotoxin and a number of mechanisms have been described, whereby
aluminium induces elevated and sustained levels of intracellular Ca2+ with significant implications not only for cellular
energy metabolism, but also uncontrolled phosphorylation of biomolecules. The presence of biologically reactive
aluminium imposes an immediate energy requirement upon a neuron, whether simply because of the need to produce
more Ca2+-buffering proteins or because of the requirement to clean-up the consequences of hyperphosphorylation, for
example, through autophagosomal activities. Aluminium is a mutagen and the phosphate-rich

environment of the nucleus predisposes it to the accumulation of aluminium and subsequent
alterations in the expression of genetic materials. The latter may be subtle but sufficient to bring
about significant alterations in neuronal physiology over extended time periods. Aluminium is, of
course, a powerful immunogen, being the preferred adjuvant in vaccination and immunotherapy.
This activity as an adjuvant, and concomitantly as an antigen, at injection sites in skin or muscle
must also be considered for focal accumulations of aluminium within the CNS and such reactivity
may underlie aluminium’s suggested roles in autoimmunity.

•

Exley C. The coordination chemistry of aluminium in neurodegenerative disease. Coord Chem Rev 2012;256(1920):2142-6Lukiw WJ, Percy ME, Kruck TP. Nanomolar aluminium induces pro-inflammatory and pro-apoptotic gene
expression in human brain cells in primary culture. J Inorg Biochem 2005;99(9):18958Khan Z, Combadiere C, Authier FJ, et al. Slow CCL2-dependent translocation of biopersistent particles from muscle to
brain. BMC Med 2013;11:99
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Al and Copper
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Clinical significance of
removing aluminum
•

Christopher Exley (2014) What is the risk of aluminium as a
neurotoxin?, Expert Review of Neurotherapeutics, 14:6, 589591, DOI: 10.1586/14737175.2014.915745

• “We were successful in lowering the body burden of
aluminium in individuals with moderate-to-severe AD and
concomitantly we were able to demonstrate clinically
significant improvements in cognitive performance in some
individuals.”

•

Davenward S, Bentham P, Wright J, et al. Silicon-rich mineral water as a
non-invasive test of the ‘aluminium hypothesis’ in Alzheimer’s disease. J
Alzheimers Dis 2013;33(2):423-30.
10.1586/14737175.2014.915745[Google Scholar]
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Aluminum is not nutritional
•

“In this paper, we will show that Al is harmful to the CNS, acting in a number of
deleterious ways and across multiple levels, to induce biosemiotic entropy [ ]. A
countervailing view exists [ – ], but the assertions of safety are invariably based
on weak epidemiological designs, ones that overwhelm significant negative signals
with irrelevant noise factors. Such studies that fail to detect significant negative
outcomes neither stand up to rigorous scrutiny nor outweigh better designed
research, in a vast and growing literature, showing significant negative impacts
sustaining the central hypothesis of this paper. Irrefutable research evidence

shows that Al exposure is harmful. Further, results discussed in this
paper show that it is counterfactual for researchers to argue that Al
is universally safe or beneficial even in trace amounts.”

•

Christopher A. Shaw, Stephanie Seneff, Stephen D. Kette, Lucija Tomljenovic, John
W. Oller Jr., and Robert M. Davidson, “Aluminum-Induced Entropy in Biological
Systems: Implications for Neurological Disease,” Journal of Toxicology, vol. 2014,
Article ID 491316, 27 pages, 2014.
.
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Aluminum Toxicity
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necrotizing autoimmune myopathy, myasthenia gravis,
and inclusion body myositis); even in the absence of overt
autoimmune disease, low titres of autoantibodies,
increased inflammatory biomarkers, and abnormal iron
status commonly detected in exposed mice [ , ].
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• Table 6: Three different formulations of the DTaP
vaccine and the number of reported adverse
reactions available from VAERS for each one.
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Al in rats
•
•

“Al administration decreases the hexokinase activity
in discrete area of brain, liver, kidney, and muscle.”
Vasanthan S, Joshi P. Effect of aluminum toxicity and
Bacopa monnieri on hexokinase enzyme activity in Wistar
albino rats. Natl J Physiol Pharm Pharmacol
2018;8(11):1522-1525.
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Sheep Vac Study
•

Aluminum (Al)-containing vaccines are common in sheep management and they have been
associated with the Autoimmune/inflammatory Syndrome Induced by Adjuvants (ASIA
syndrome). The aim of this study was to investigate cognitive and behavioral changes in sheep
subjected to a protocol of repetitive inoculation with Al-containing products. Twenty-one lambs were
assigned to three groups (n = 7 each): A (Control), B (Adjuvant-only), C (Vaccine). Group C was
inoculated with commercial Al-containing vaccines; Group B received the equivalent dose of Al only
(Alhydrogel®) and Group A received PBS. Sixteen inoculations were administered within a 349-day
period. Ethologic changes were studied in late summer (7 inoculations) and mid-winter (16
inoculations). Animals in groups B and C exhibited behavioral changes: affiliative interactions were
significantly reduced and aggressive interactions and stereotypies increased significantly. They also
exhibited a significant increase in excitatory behavior and compulsive eating. In general, changes
were more pronounced in the Vaccine group than they were in the Adjuvant-only group. Some
changes were already significant in summer, after seven inoculations only. This study is the first to
describe behavioral changes in sheep after having received repetitive injections of Al-

containing products, explaining some of the clinical signs observed in ovine ASIA syndrome.

•

Asín, Javier & Pascual-Alonso, María & Pinczowski, Pedro & Gimeno, Marina & Pérez, Marta &
Muniesa, Ana & Pablo-Maiso, Lorena & de Blas, Ignacio & Lacasta, Delia & Fernández, Antonio &
De Andrés Cara, Damián & María, Gustavo & Reina, Ramsés & Luján, Lluís. (2018). Cognition and
behavior in sheep repetitively inoculated with aluminum adjuvant-containing vaccines or aluminum
adjuvant only. Pharmacological Research. 10.1016/j.phrs.2018.10.019.
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Aluminum injections
•

•

“The risks associated with vaccine-derived Al are
threefold: it can persist in the body, it can trigger
pathological immunological responses, and it can make its
way into the central nervous system (CNS).”
Tomljenovic, Lucija & Shaw, Christopher. (2015). Answers
to Common Misconceptions Regarding the Toxicity of
Aluminum Adjuvants in Vaccines.
10.1002/9781118663721.ch4.
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What’s in a vaccine?
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Mercury and Al not new
•

•

“Immunological and neurobehavioral effects of ThimerosalEtHg and Al-adjuvants are not extraordinary; rather, these
effects are easily detected in high and low income countries,
with co-exposure to methylmercury (MeHg) or other
neurotoxicants. Rigorous and replicable studies (in different
animal species) have shown evidence of EtHg and Al
toxicities.”
Dórea JG. Exposure to mercury and aluminum in early life:
developmental vulnerability as a modifying factor in
neurologic and immunologic effects. Int J Environ Res Public
Health. 2015;12(2):1295–1313. Published 2015 Jan 23.
doi:10.3390/ijerph120201295
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Mercury is toxic, ethyl and
methyl
•

Few studies have addressed co-occurring methylmercury (MeHg) from maternal origin and ethylmercury
(EtHg) from Thimerosal-containing vaccines (TCVs) during infant's neurodevelopment. We studied
children (n=1139) from the Western Amazon based on combined (low, intermediate, and high) exposure
to chronic MeHg from fish consumption and acute TCV- EtHg. Neurodevelopment outcomes were age of
walking and age of talking, and the Bayley Scale of Infant Development (BSID). The Mental
Developmental Index (MDI) and Psychomotor Developmental Index (PDI) were measured at six and 24
months of age. Median hair-Hg (HHg) at birth was 6.4µgg(-1) in mothers, and 1.94µgg(-1) in newborns;
total (pregnancy and infancy) EtHg exposure ranged from 0 to 187.5µg. The combined

(MeHg+EtHg) exposure showed significant differences for MDI but not for PDI; however,
there was a significant decrease in both MDI and PDI scores at 24 months. The increase in
BSID delays (scores <80) between six and 24 months was not discernible with regards to EtHg or MeHg
exposure. We found a statistically significant increase in neurodevelopmental (BSID)

delays related to the combined exposure to Hg (MeHg>EtHg). Neurodevelopment
delays due to low-doses of organic mercury (albeit undiscernible) are not predictable
but can be avoided by choosing low-Hg fish and providing Thimerosal-free vaccines.
2016 Aug;149:259-265. doi: 10.1016/j.envres.2015.12.022. Epub 2016 Jan
7.Neurodevelopment of Amazonian children exposed to ethylmercury (from Thimerosal in vaccines) and
methylmercury (from fish). Marques RC Abreu L Bernardi JVE Dórea JG
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Notes
Recommended Child and Adolescent Immunization Schedule for ages 18 years or younger, United States, 2019
yOnly trivalent OPV (tOPV) counts toward the U.S. vaccination requirements. For guidance to assess doses documented as “OPV,”
see www.cdc.gov/mmwr/volumes/66/wr/mm6606a7. htm?s_cid=mm6606a7_w.
yFor other catch-up guidance, see Table 2.
Routine vaccination
y1 dose any influenza vaccine appropriate for age and health status annually (2 doses separated by at least 4 weeks for child ren 6 months–8 years who did not receive at least
2 doses of influenza vaccine before July 1, 2018)
Special situations
yEgg allergy, hives only: Any influenza vaccine appropriate for age and health status annually
yEgg allergy more severe than hives (e.g., angioedema, respiratory distress): Any influenza vaccine appropriate for age and health status annually in medical setting under
supervision of health care provider who can recognize and manage severe allergic conditions
yLAIV should not be used for those with a history of severe allergic reaction to any component of the vaccine (excluding egg) or to a previous dose of any influenza
vaccine, children and adolescents receiving concomitant aspirin or salicylate-containing medications, children age
2 through 4 years with a history of asthma or wheezing, those who are immunocompromised due to any cause (including immunosup pression caused by medications and
HIV infection), anatomic and functional asplenia, cochlear implants, cerebrospinal fluid-oropharyngeal communication,
close contacts and caregivers of severely immunosuppressed persons who require a protected environment, pregnancy, and person s who have received influenza antiviral
medications within the previous 48 hours.
Routine vaccination
y2-dose series at 12–15 months, 4–6 years
yDose 2 may be administered as early as 4 weeks after dose 1.
Catch-up vaccination
yUnvaccinated children and adolescents: 2 doses at least 4 weeks apart
yThe maximum age for use of MMRV is 12 years. Special situations
International travel
yInfants age 6–11 months: 1 dose before departure;
revaccinate with 2 doses at 12–15 months (12 months for
children in high-risk areas) and dose 2 as early as 4 weeks later. yUnvaccinated children age 12 months and older: 2-dose
series at least 4 weeks apart before departure
Routine vaccination
y2-dose series: 11–12 years, 16 years
Catch-up vaccination
yAge 13–15 years: 1 dose now and booster at age 16–18 years (minimum interval: 8 weeks)
yAge 16–18 years: 1 dose
Special situations
Anatomic or functional asplenia (including sickle cell disease), HIV infection, persistent complement component deficiency, e culizumab use:
y Menveo
- Dose 1 at age 8 weeks: 4-dose series at 2, 4, 6, 12 months - Dose 1 at age 7–23 months: 2-dose series (dose 2 at least
12 weeks after dose 1 and after the 1st birthday)
- Dose 1 at age 24 months or older: 2-dose series at least
8 weeks apart
y Menactra
- Persistent complement component deficiency:
Age 9–23 months: 2 doses at least 12 weeks apart
Age 24 months or older: 2 doses at least 8 weeks apart
- Anatomic or functional asplenia, sickle cell disease, or
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HIV infection:
Age 9–23 months: Not recommended
24 months or older: 2 doses at least 8 weeks apart Menactra must be administered at least 4 weeks after
Travel in countries with hyperendemic or epidemic meningococcal disease, including countries in the African
meningitis belt or during the Hajj (wwwnc.cdc.gov/travel/): yChildren age less than 24 months:
- Menveo (age 2–23 months):
Dose 1 at 8 weeks: 4-dose series at 2, 4, 6, 12 months Dose 1 at 7–23 months: 2-dose series (dose 2 at least
12 weeks after dose 1 and after the 1st birthday)
- Menactra (age 9–23 months):
2-dose series (dose 2 at least 12 weeks after dose 1; dose
2 may be administered as early as 8 weeks after dose 1 in
travelers)
yChildren age 2 years or older: 1 dose Menveo or Menactra
First-year college students who live in residential housing (if not previously vaccinated at age 16 years or older) or
military recruits:
y1 dose Menveo or Menactra
Note: Menactra should be administered either before
or at the same time as DTaP. For MenACWY booster dose recommendations for groups listed under “Special
situations” above and additional meningococcal vaccination information, see meningococcal MMWR publications at
www.cdc.gov/ vaccines/hcp/acip-recs/vacc-specific/mening.html.
Clinical discretion
yMenB vaccine may be administered based on individual clinical decision to adolescents not at increased risk age
16–23 years (preferred age 16–18 years):
yBexsero: 2-dose series at least 1 month apart
yTrumenba: 2-dose series at least 6 months apart; if dose 2 is
administered earlier than 6 months, administer a 3rd dose at least 4 months after dose 2.
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Special situations
Anatomic or functional asplenia (including sickle cell disease), persistent
complement component deficiency, eculizumab use:
yBexsero: 2-dose series at least 1 month apart yTrumenba: 3-dose series at 0, 1–2, 6
months
Bexsero and Trumenba are not interchangeable; the same product should be used
for all doses in a series.
For additional meningococcal vaccination information, see meningococcal MMWR
publications at www.cdc.gov/vaccines/ hcp/acip-recs/vacc-specific/mening.html.
Measles, mumps, and rubella vaccination
(minimum age: 12 months for routine vaccination)
Influenza vaccination
(minimum age: 6 months [IIV], 2 years [LAIV], 18 years [RIV])
Meningococcal serogroup A,C,W,Y vaccination
(minimum age: 2 months [MenACWY-CRM, Menveo], 9 months [MenACWY-D,
Menactra])
Meningococcal serogroup B vaccination
(minimum age: 10 years [MenB-4C, Bexsero; MenB-FHbp, Trumenba])
02/22/19
completion of PCV13 series.
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CDC on Flu Vac
•

Routine vaccination

•

https://www.cdc.gov/vaccines/schedules/downloads/child/0-18yrs-child-combined-schedule.pdf
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Squelene Ab’s
•

Gulf War Syndrome (GWS) is a multisystemic illness afflicting many Gulf War-era veterans.
The molecular pathological basis for GWS has not been established. We sought to
determine whether the presence of antibodies to squalene correlates with the presence of
signs and symptoms of GWS. Participants in this blinded cohort study were individuals
immunized for service in Desert Shield/Desert Storm during 1990-1991. They included 144
Gulf War-era veterans or military employees (58 in the blinded study), 48 blood donors, 40
systemic lupus erythematosus patients, 34 silicone breast implant recipients, and 30
chronic fatigue syndrome patients. Serum antibodies to squalene were measured. In our
small cohort, the substantial majority (95%) of overtly ill deployed GWS patients had
antibodies to squalene. All (100%) GWS patients immunized for service in Desert

Shield/Desert Storm who did not deploy, but had the same signs and symptoms
as those who did deploy, had antibodies to squalene. In contrast, none (0%) of
the deployed Persian Gulf veterans not showing signs and symptoms of GWS
have antibodies to squalene. Neither patients with idiopathic autoimmune disease
nor healthy controls had detectable serum antibodies to squalene. The majority of
symptomatic GWS patients had serum antibodies to squalene.

•

Asa PB Cao Y Garry RF
2000 Feb;68(1):55-64. https://www.ncbi.nlm.nih.gov/pubmed/10640454
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How pesticides get into
vaccines
•

•

“Vaccine makers aren’t intentionally including such a
potentially deadly ingredient in their products (unlike
thimerosal). Instead, the animal byproducts used to grow
the vaccine, like egg protein, gelatin, or casein, often come
from animals who ate feed made of GMOs that had been
sprayed with glyphosate. These animal products are also
used in vaccines as stabilizers.”
Elizabeth Z CONFIRMED: Vaccines are contaminated
with glyphosate Isabelle Z.
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Total Load
•

Dr. Boaz Milner of the VA hospital in Allen Park, Michigan, has treated hundreds of
patients claiming to have become ill as a result of their Gulf War experience. Milner
agrees with Buyer that the collection of symptoms that have manifested can be
attributed to a variety of factors, which he has categorized into five syndromes.
Milner's first category of Gulf War syndrome sufferers consists of soldiers who were
exposed to excessive quantities of radiation, likely a result of the uranium used in
munitions. The second form of the syndrome was induced by the widespread use of
experimental vaccines that were designed to protect the troops from the harmful
elements that they would encounter, while another category encompasses veterans
exposed to various environmental pollutants, including the more than 700 burning oil
wells that contaminated the region's air and water. Milner believes that other soldiers
may have contracted illnesses due to the presence of toxic chemical compounds,
such as pesticides; and the fifth form of the syndrome was brought on by the release
of biological warfare agents. With so many exposures, it is seemingly logical to
anticipate a broad spectrum of symptoms for sufferers of Gulf War syndrome.
11

•

Gary Null and Mitzi Flade. “Gulf War Syndrome: A Deadly Legacy” Townsend
Newsletter July 2011.
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Total Load!
•

•

According to the Association of Birth Defect Children, Gulf War
exposures include, but are not limited to: DEET, permethrin,
pyridostigmine, pentachlorophenol, benzocaine sulfur, aluminum
phospide, baygon, boric acid, Sevin, amidinohydrazone,
diazinon, Dursban, dichlorvos, Ficam, carbaryl, lindane,
malathion, oil well fires, leaded fuels, depleted uranium, solvents,
DeContam agent, malaria pills, campfires, leishmaniasis,
chemical warfare agents, CARC, experimental vaccinations
(including those with squalene), D-phenothrin, allethrin, paint
toxins, and many others.
July 2011 Townsend Newsletter
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Autoimmue disease rising
•

By reviewing available literature, it can be deduced that frequency of ADs have
increased significantly over the last 30 years. The recent outbreak of
autoimmune diseases in industrialized countries has brought into question the
factors contributing to this increased incidence. Given the constancy of genetics,
growing attention has focused on environmental factors, and in particular, the
western lifestyle . Indeed, over the last few decades significant changes in
[ , ,

]

western dietary habits, environmental surroundings and pollution
exposure, infectious habitat and stress load, have led to a
parallel rise in autoimmune diseases. Thus, ADs occupies an important
place in this environmental mosaic of autoimmunity, allergy and cancer surges.

•

Aaron Lerner , Patricia Jeremias , Torsten Matthias. The World Incidence and
Prevalence of Autoimmune Diseases is Increasing.
, 2015, pp 151155. doi: 10.12691/ijcd-3-4-8
,
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Atopic Dermatitis Trend in
Children
•

The increasing prevalence of AD has reached epidemic proportions and appears to be rising further in urban populations. Mohn and
colleagues speculate that the rapid increase in the incidence rate of AD in children may be explained by environmental and lifestyle
factors in genetically predisposed individuals. Their report identifies 2 potential environmental factors that could affect AD development:
seasonality and climate. Atopic dermatitis developed more commonly in winter and spring, and a spike in incidence was seen in an
abnormally cold year in Norway. In a US population-based study, Silverberg et al also observed an association between climatic factors
and disease risk including an association with temperature. The exact mechanisms of how climate may affect AD risk is not clear but
could be associated with the effects of indoor heating on skin barrier function.Several additional environmental factors may explain the
rising incidence of AD in children. It is well established that the risk of AD follows a rural-urban gradient. Air pollution and proximity to
traffic appear to increase the risk of AD. Increased water hardness, exposure to tobacco smoke, and psychological stress may also be
arguable byproducts of urbanization and have been associated with AD risk. Children raised in rural areas, on the other hand, likely
experience protective exposures, including exposure to farm animals and associated microbes, that may protect against abnormal
immune responses. Last, an often overlooked environmental factor that may influence AD risk is childhood skin care practices. Kelleher
and colleagues found skin barrier dysfunction precedes AD development. Thus, soaps and detergents may aggravate preexisting
tendencies to skin barrier dysfunction and promote skin inflammation and initiate AD in susceptible individuals. Whether skin care
practices have changed over time to explain the increase in AD incidence remains unknown, but high bathing frequency and the use of
fragranced lotions are commonplace in US children, 2 practices potentially harmful to the skin barrier. Protecting the skin barrier early in
life with emollients appears to reduce the risk of AD development. Mohn and colleagues should be commended for documenting the
continuing burden of AD in young children using a novel data set. Further details on predictors of risk are needed to better design
interventions that may halt this epidemic rise of AD in our pediatric populations. Reducing the incidence of AD will not only reduce the
morbidity associated with the disease, but may reduce the risk of associated comorbidities.
2

1

3

4

5

6

7

1

• The overall incidence rate of atopic dermatitis increased from 0.028 per person-year in 2009 to
0.034 per person-year in 2014, and for children younger than 1 year, the incidence rate
increased from 0.052 per person-year in 2009 to 0.073 per person-year in 2014.

•

Hajar T, Simpson EL. The Rise in Atopic Dermatitis in Young Children: What Is the Explanation? JAMA Netw Open. Published online
November 02, 20181(7):e184205. doi:10.1001/jamanetworkopen.2018.4205
https://jamanetwork.com/journals/jamanetworkopen/fullarticle/2712172
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ADHD diagnosis throughout the years: Estimates from published
nationally representative survey data
(Percent of children with a parent-reported ADHD diagnosis)

•

“The percent of children estimated to have ADHD has changed
over time and its measurement can vary. The first national

survey that asked parents about ADHD was completed in
1997. Since that time, there has been an upward trend in
national estimates of parent-reported ADHD diagnoses
across different surveys, using different age ranges. It is not
possible to tell whether this increase represents a change in the
number of children who have ADHD, or a change in the number
of children who were diagnosed. However, the most recent
estimate from 2016 is consistent with previous estimates. Future
data will show whether the upward trend across the two decades
is leveling out.”

•

https://www.cdc.gov/ncbddd/adhd/timeline.html
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Birth Defect Trend Chart
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https://www.cdc.gov/ncbddd/adhd/timeline.html
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Birth Defect Trend Reference

•
•

Trend chart in birth defects
http://www.dph.illinois.gov/sites/default/files/publications/p
ublicationsoppstrends-prevalence-birth-defects-illinois2002-2014.pdf
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Allergy trend in children
•

“New research being presented at the American College of
Allergy, Asthma and Immunology (ACAAI) Annual
Scientific Meeting suggests that peanut allergy in children
has increased 21 percent since 2010, and that nearly 2.5
percent of U.S. children may have an allergy to peanuts.”

•

“New study suggests 21 percent increase in childhood
peanut allergy since 2010” American College of Asthma,
Allergy and Immunology. https://acaai.org/news/newstudy-suggests-21-percent-increase-childhood-peanutallergy-2010
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Autism
•

•

“About 1 in 59 children has been identified with autism spectrum disorder
(ASD) according to estimates from CDC’s Autism and Developmental
Disabilities Monitoring (ADDM) Network. [Read article]ASD is reported to
occur in all racial, ethnic, and socioeconomic groups. [Read
summaryexternal icon
] [Read article]ASD is about 4 times more common among boys than
among girls. [Read article]Studies in Asia, Europe, and North America have
identified individuals with ASD with an average prevalence of between 1%
and 2%. [Data table pdf icon
[PDF – 232 KB]]About 1 in 6 children in the United States had a
developmental disability in 2006-2008, ranging from mild disabilities such as
speech and language impairments to serious developmental disabilities,
such as intellectual disabilities, cerebral palsy, and autism. “
Data & Statists on Autism Spectrum Disorder. CDC Websits.
https://www.cdc.gov/ncbddd/autism/data.html
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Dead babies and its time for
Reflection??
•

“Although having better nutritional status and being protected against

6-35 months old DTP-vaccinated
children tended to have higher mortality than
DTP-unvaccinated children. All studies of the introduction
three infections,

of DTP have found increased overall mortality.”

•

xx Aaby P , Mogensen SW , Rodrigues A , Benn CS . “Evidence of
Increase in Mortality After the Introduction of Diphtheria-TetanusPertussis Vaccine to Children Aged 6-35 Months in Guinea-Bissau: A
Time for Reflection?” Front Public Health. 2018 Mar 19;6:79. doi:
10.3389/fpubh.2018.00079. eCollection 2018.

•

I would say it’s time to STOP until vac proven SAFE!

1,2

1

1

2,3
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Inconvenient TRUTH: Dead
babies
•

“Among 3–5-month-old children, having received DTP (± OPV) was associated
with a mortality hazard ratio (HR) of 5.00 (95% CI 1.53–16.3) compared with notyet-DTP-vaccinated children. Differences in background factors did not explain
the effect. The negative effect was particularly strong for children who had
received DTP-only and no OPV (HR = 10.0 (2.61–38.6)). All-cause infant
mortality after 3 months of age increased after the introduction of these vaccines
(HR = 2.12 (1.07–4.19)).”

• “ConclusionDTP was associated with increased
mortality; OPV may modify the effect of DTP.”

•

Mogensen SW, Andersen A, Rodrigues A, Benn CS, Aaby P. The Introduction of
Diphtheria-Tetanus-Pertussis and Oral Polio Vaccine Among Young Infants in an
Urban African Community: A Natural Experiment. EBioMedicine. 2017;17:192–
198. doi:10.1016/j.ebiom.2017.01.041
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5360569/
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Paranoa and business
opportunity
•

“New York recently became the fifth state – after California, Maine, Mississippi and
West Virginia – to enact a law requiring children in public school to be vaccinated
unless they have a valid medical reason. Legislatures in several other states are
considering similar legislation. Most states (44), however, allow children to be exempt
from vaccinations due to religious concerns, according to a Pew Research Center
analysis. And one state, Minnesota, allows for a broader exemption based on personal
beliefs but does not explicitly mention religion.The action in New York came after the
state became the center of a nationwide measles outbreak that has sickened more
than 1,000 Americans in 28 states so far this year. Many of the cases in New York
have been in Orthodox Jewish communities where vaccination rates are low."

•

Pew Research Center. Aleksandra Sandstrom. “Amid measles outbreak, New York
closes religious exemption for vaccinations – but most states retain it.”
https://www.pewresearch.org/fact-tank/

•

Bad things happen when good people do nothing. Who chooses which babies are
acceptable collateral damage?
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Autism rates in Minnesota
•

•

Somali and White children in Minneapolis were about equally
likely to be identified with autism spectrum disorder. Somali
and White children were more likely to be identified with
autism spectrum disorder than Black and Hispanic
children.The Somali estimate of 1 in 32 compares to 1 in 36
White children, 1 in 62 Black children and 1 in 80 Hispanic
children.Overall, about 1 in 48 children aged 7-9 years in
2010 were identified as having autism spectrum disorder in
Minneapolis.
“Minneapolis Somali Autism Spectrum Disorder Prevalence
Project.” University of Minnesota. https://rtc.umn.edu/autism/

108

36

Asthma
•

According to the Centers for Disease Control and Prevention
(CDC), 1 in 13 people have asthma.
1

• More than 25 million Americans have asthma. This is 7.7 percent of adults and
8.4 percent of children. Asthma has been increasing since the early 1980s in all age,
sex and racial groups.2
• Asthma is more common in adult women than adult men.1
• African-Americans in the U.S. die from asthma at a higher rate than people of other
races or ethnicities.3
• More than 11.4 million people with asthma, including more than 3 million children,
report having had one or more asthma episodes or attacks in 2017.4
• Asthma is the leading chronic disease in children.5
• Asthma is more common in children than adults.1
• Asthma is more common in boys than girls.4
• Currently, there are about 6.2 million children under the age of 18 with asthma.6
• In 2017, 1 in 12 children had asthma.7
• It is the top reason for missed school days. In 2013, about 13.8 million missed school
days were reported due to asthma.6
• https://www.aafa.org/asthma-facts/ Asthma and Allergy Foundation of America
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Gulf War Syndrome
• The VA officially recognizes multiple
vaccinations as a contributing factor
in Gulf War Syndrome
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Childhood/Youth Health
•

First generation not expected to outlive its parents

•

First generation to ban peanuts from schools.

•

First generation to have higher cancer rate than parents

•
•
•

First generation to have more allergies, more psychological and suicide
problems than parents
First generation to have the current incidence level of autism and autoimmune
diseases.
First generation to have the number of environmental insults including
vaccines with human cell components and multiple toxic adjuvants,
electromagnetic radiation and stray current levels, genetically engineered
foods and glyphosate (strong trace mineral chelator) ubiquitous in the
environment/food.
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How do we “fix” the crisis?
•
•
•

Clean up the vaccines and apply scientific common sense
in their testing using actual placebos.
Fix the Kreb’s Cycle deficiencies with specific and
therapeutic nutritional supplementation.
Correct the diet opting for a low inflammatory program,
free of genetically modified crops and pesticides.
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Issues
•

Inflammation

•

Poisoned Kreb’s Cycle

•

Autoimmunity/allergy

•

Gene alteration/expression alteration

•

Treacherous business model by bid Pharma to sell vaccines and
every other drug at all cost, literally at any cost, which in turn has
led to public paranoia and the corruption of our medical system
as a co-conspirator not unlike fanciest approaches so familiar to
the 20th Century from Nazi Germany to Imperial Japan.
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