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Introduction
In 1817 James Parkinson was the 

first person to describe what he called 
“paralysis agitans” in his work An Es-
say on the Shaking Palsy. The con-
dition was later named Parkinson’s 
disease in honor of the discoverer 
by Jean-Martin Charcot, the founder 
of modern neurology who has been 
called the “the Napoleon of the neuro-
ses.” In his work, Parkinson described 
six cases of the disease.

The disease is caused by the die-off 
of specialized nerve cells in the region 
of the brain that controls movement. 
This region is called the substantia 
nigra because it has a black appear-
ance.

Parkinson’s is the second most 
common neurological disorder after 
Alzheimer’s disease and is considered 
incurable. 

Many famous people have been di-
agnosed with the condition including 
Alan Alda, Linda Ronstadt, Michael 
J. Fox, Muhammad Ali, Janet Reno, 
astronaut Michael Clifford, Neil Dia-
mond, and George H.W. Bush.

Causes of Parkinson’s
Parkinson’s can be caused by 

physical trauma to the brain as in the 
case of Muhammad Ali or chemical 
injury to brain cells. Up to 70% of the 
brain cells involved in Parkinson’s are 
often dead before a diagnosis is made.

The connection between Parkin-

son’s and pesticides began in 1982. 
In 1982, Dr. J. William Langston was 
working as the Director of Neurology 
at the Santa Clara Valley Medical Cen-
ter in San Jose,CA, which had recently 
become a Stanford teaching facility. 

One morning in July he re-
ceived a call from the chief resi-
dent who said: “Dr. Langston, 
you have to come down here, I’ve 
never seen anything like it,and no 
one is sure what this patient has.” 

Langston was annoyed with the 
interruption, but agreed to come 
immediately given the resident’s 
sense of urgency. That day and that 
patient would change his career.

When Langston arrived, he found a 
patient suffering with what looked like 
catatonic schizophrenia. The patient 
was totally unresponsive yet appeared 
to be alert. Langston concluded the pa-
tient had a textbook case of advanced 

Parkinson’s disease. The problem was 
the the disease came on overnight pro-
viding a first class medical mystery.

A quick search with some good 
luck and the help of the media found 
six similar cases. These people had 
no relation to one another, but all had 
used a new “synthetic heroin” that 
had been introduced to the streets in 
northern California. This designer 
drug produced a condition which “...
exhibited virtually all of the motor 
features of typical Parkinson’s dis-
ease, including tremor (very severe in 
one), and asymmetry of findings. They 
even exhibited non-motor aspects of 
the disease such as facial seborrhea 
and mild deficits in higher cognitive 
function (e.g., executive function).”

The designer drug is known by 
the abbreviation MPTP. Research re-
vealed that the drug was toxic to the 
zona compacta of the substantia ni-
gra (the black appearing tissue in the 
brain).  Further research found that a 
metabolite of MPTP  proved to have a 
chemical structure almost identical to 
paraquat, an herbicide used worldwide.

 Research showed that MPTP was 
not toxic itself, but it had the abil-
ity to bypass the blood brain barrier.  
Once in the brain is was transformed 
into toxic MPP+. MPP+ was taken 
up by cells that take up dopamine. 
The MPP+ then proceeds to dam-
age or destroy the mitochondria in 
these dopamine responsive brain 
cells.Parkinson victims are known to 
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be deficient  in dopamine receptors. 
Two common agrochemicals have 

been associated with increased risk 
of Parkinson’s, paraquat and maneb.  
Paraquat is used on crops while they 
are growning, while maneb is used 
after harvesting of crops to prevent 
spoilage. Rotenone, considered an 
organic pesticide because it is found 
in legumes, has also been found to in-
crease the risk of Parkinson’s disease. 
Cumulative exposure to these chemi-
cals and others that do similar dam-
age can lead to cumulative damage 
which results in Parkinson’s disease.

In 2018, the University of 
Guelph researchers found that ex-
posing neurons to agrochemicals 
prevented energy-producing mi-
tochondria from moving to where 
they are needed within the cell. This 
resulted in depleting the neurons of 
energy and contributing to cell death.

Researchers found that a muta-
tion in a gene called synuclein dra-
matically increased susceptibility 
to these pesticides. The mutation is 
common in those with Parkinson’s. 
An individual with this gene mutation 
is susceptible to damage from chemi-
cal exposures at doses below the EPA 
reported lowest observed effect level. 
Aljpha-synuclein is a major constitu-
ent of the Lewy bodies which are 
the hallmark of Parkinson’s disease.

There may be a wide variety 
of chemicals which have the abil-
ity to alter the alpha synuclein pro-
tein which contributes to Parkin-
son’s. Genetic studies have found 
a mutation in the alpha-synuclein 
gene in families with Parkinson’s.

The lesson of this history of Par-

kinson’s is that commonly used 
herbicides and pesticides can seri-
ously damage some people. Do ev-
erything possible to avoid acute or 
chronic exposure to toxic chemicals.
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Biomagnification 
How has the American food supply 

become so contaminated that its toxic 
substances are contributing to demen-
tia, Alzheimer’s and Parkinson’s? The 
answer is biomagnification of toxins 
throughout the food chain.

Biomagnification begins with the 
growing of food crops. Convention-
ally grown foods are doused with 
pesticides and herbicides. Susceptible 
individuals can be negatively impact-
ed by even these levels of contamina-
tion. For example, the Environmental 
Working Group tests food yearly and 
releases the results of the “Dirty Doz-
en” most contaminated foods. Eating 
large quantities of these foods could 
detrimentally affect some individuals. 
An additional burden can be added if 
pesticides or herbicides are sprayed in 
work, school, or home environments.

Despite the fact that genetically 
modified foods are promoted as being 
safer, they often contain higher resi-
dues of pesticides or herbicides than 
conventionally grown produce. Many 
of these foods are engineered to sur-
vive repeated applications of herbi-
cides or to incorporate pesticides into 

each cell of the plant.
Pesticide drenched foods are often 

fed to farm animals. The fat-loving 
toxins in these foods concentrate in 
the fat of the animals. Cattle, for ex-
ample, are often fed corn although the 
normal food of a cow is grass. The 
corn is often genetically modified. The 
contaminants in the corn concentrate 
not only in the meat of the animal, 
but also find their way into the milk, 
cheese, and ice cream products of the 
cow. Similarly, the eggs of chickens 
can be contaminated.

It gets worse. Farm animals are 
fed millions of tons of byproducts of 
the slaughterhouse. This made news 
when mad cow disease was discov-
ered, but the little secret is that farm 
animals are still being fed the waste 
products of the slaughterhouse. Waste 
products of farmed fish are also fed to 
animals.

Genetic susceptibility to neuro-
logic damage from pesticides var-
ies greatly among individuals. Some 
people just happen to act like the pro-
verbial canary in the coal mine

Giasson and Lee write, “Although 
genetic factors certainly contribute to 
vulnerability, the most important risk 
factor for PD is age, consistent with 
the idea that chronic exposure to low 
levels of noxious substances over time 
may drive a molecular chain of events 
that eventually leads to PD. Chronic 
effects may also be compounded by 
episodes of acute neuronal death, per-
haps as a result of transient toxin ex-
posure.”
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Flavonoids &  
Polyphenols

Numerous studies have linked 
pesticides to Parkinson’s disease. 
Misfolded proteins in the brain have 
been linked to Alzheimer’s and Par-
kinson’s. In Alzheimer’s the misfold-
ed proteins are tau and beta amyloid. 
In Parkinson’s it is the protein alpha 
synuclein .

In order to treat these conditions 
a compound must be able to transit 
the blood-brain barrier. One class of 
compounds has been shown to ben-
efit these misfolded proteins in both 
Alzheimer’s and Parkinsons. These 
are the polyphenol compounds. Poly-
phenol is a general term that includes 
flavonoids and similar substances.

A mouse study by Hartman pub-
lished in 2006 found that pomegran-
ate juice reduced the accumulation of 
beta-amyloid in an Alzheimer’s model 
by 50%. 

One ounce of NeoLife Tre provides 
the equivalent of 20 ounces of pome-
granate juice without the sugars. This 
particular supplement is designed to 

be able to bypass the blood-brain bar-
rier and provide antioxidant and anti-
inflammatory activity in the brain.

Polyphenol compounds appear to 
have the same kind of benefit in stud-
ies related to Parkinson’s as they do 
in the Alzheimer’s model. Meng and 
associates write, “A variety of fla-
vonoids inhibited alpha-synuclein 
fibrillation, and most of the strong 
inhibitory flavonoids were also found 
to disaggregate preformed fibrils.” 
In other words, these flavonoids not 
only stopped the progression of nerve 
damage, but also had the potential to 
reverse it.

In 2014 Strathearn and associates 
found that berries like black currant 
and blueberries rich in polyphenols 
were particularly effective in protect-
ing neurons in models of Parkinson’s. 
These substances had the ability to 
minimize damage induced by the 
pesticide rotenone, a broad spectrum 
pesticide used as a model for Parkin-
son’s.
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CoQ10 
A number of studies have sug-

gested that Coenzyme Q10 is pro-
tective against the development of 
Parkinson’s. Since the progression of 
the disease is associated with damage 
to the mitochondria where energy is 
produced in the cell this makes sense. 
CoQ10 provides protection from oxi-
dative damage as energy is produced 
in the mitochondria.

Seet and associates tested vary-
ing levels of CoQ10 between 400 mg 
and 2400 mg a day. It was noted that 
these doses brought down markers of 
oxidative damage at a dosage range 
of 400-1200 mg. It was noted that at 
2400 mg oxidative damage increased. 
Research has not defined an optimal 
level of intake for the nutrient in Par-
kinson’s.
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The Nicotine Effect 
Dozens of studies have shown that 

smoking reduces the risk of Parkin-
son’s. The protective factor appears 
to be the nicotine. Even secondhand 
smoke appears to be protective.

Most people are not going to take 
up smoking with the risks this en-
tails to prevent Parkinson’s. Fortu-
nately, there is a means of getting a 
small amount of nicotine from some 
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Disclaimer
This publication contains the opinions 

and ideas of its author. It is intended to pro-
vide helpful and informative material on the 
subjects addressed in the publication. It is 
provided with the understanding that the au-
thor and publisher are not engaged in render-
ing medical, health, or any other kind of per-
sonal professional services in this newsletter. 
The reader should consult his or her medical, 
health or other competent professional before 
adopting any of the suggestions in this news-
letter or drawing inferences from it.

The author and publisher specifically dis-
claim all responsibility for any liability, loss, 
or risk, personal or otherwise, which is in-
curred as a consequence, directly or indirectly, 
of use and application of any of the contents of 
this newsletter.
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teas and from nightshade plants like 
peppers and tomatoes. Nicotine is a 
natural protective agent produced by 
these plants to ward off insects. Pep-
pers have the highest nicotine content 
although some teas have more nico-
tine than nightshade plants. The pro-
tective effect of nicotine can be ob-
tained from consuming these foods.

The benefit of foods containing 
nicotine is only observed in those 
who do not smoke which makes sense 
if nicotine is the protective factor.
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B Vitamins 
Researchers have suggested that 

supplementation with B vitamins 
might protect neurons from toxin 
induced damage. The researchers 
concluded, “These results suggest 
that administration of high doses of 

B vitamins sufficient to elevate mito-
chondrial enzyme cofactors may be 
effective in preventing PD by reduc-
ing oxidative stress and improving 
mitochondrial function.”

This paper reminded me of the 
story of Earl Pearson who suffered 
with heart disease, Parkinson’s, and 
emphysema. His physician suggested 
high dose vitamin E and B complex. 
Over the next five years all of these 
conditions improved. He never had 
another heart attack (he had suffered 
two), his breathing improved to such 
an extent his physicians suggested he 
might have been misdiagnosed, and 
the Parkinson’s symptoms improved. 
He had a relapse on the Parkinson’s 
when he discontinued his vitamins 
and recovered again after beginning 
the supplements again, although the 
recovery was slow.
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Dairy Intake 
A recent study found an associa-

tionn between consumption of low-fat 
dairy products and Parkinson’s. Dairy 
with the fat as found in nature did not 

appear to increase the risk for Parkin-
son’s.
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