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Introduction: Fungus Among Us 
 
What turns us to dust when we die – even when sealed in an 
airtight casket or submerged in purified water?  
 
Human decomposition is said to be due to air, insects, bacteria 
and fungi. Yet a dead body submerged in purified water will still 
decompose at half the rate of a body exposed to air, insects and 
microbes. A body in a sealed airtight casket still decomposes, 
only eight times slower.  
 
Decay yet happens without air, insects and microbes because 
decay also happens from the inside out as well as the outside in.  
 
We degenerate, in part, because of fungi that reside within us and 
in every breath of air we breathe. The purpose of fungi is to turn 
matter, both dead and alive, to mush, dust and ashes. 
 
Fungi are unlike any other life on earth; of five kingdoms of life 
forms on earth, only fungi can kill them all by causing them to 
rot, one cell at a time. 
 
This book is about cancer and its connection to the toxins fungi 
make and cholesterol. None of this is hard to understand.  
 
The biochemical pathway used by cells to make cholesterol is the 
SAME pathway used by cells for growth and division, which is 
broken in cancer cells – hence the cancer-cholesterol connection.  
The same pathway is also blocked by some fungal toxins – hence 
the fungal toxin-cancer-cholesterol revelation.  
 
A cell fed a known cancer-causing fungal toxin will show 
changes in normal cholesterol balance before it grows and 
divides uncontrollably and becomes cancerous. Cholesterol 
regulation is interrupted then cancer follows – sooner or later 
depending on the strength and reversibility of the toxin’s effect. 
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Dr. Marvin Siperstein first made this discovery 50 years ago by 
feeding a cancer-causing fungal toxin from food mold to human 
cells growing in nutrient-bathed petri dishes. This incredible 
cancer-cholesterol connection was made at the same Dallas-based 
lab where statins (fungal toxins from food mold) would also be 
first tested on Americans to lower blood cholesterol.  
 
By 1970, Siperstein had found that normal cholesterol balance 
was broken in every type of cancer cell he studied. He recalled 
that ten years earlier two large cancer epidemics had quickly 
killed farm animals within weeks of eating moldy nut feed. A 
mold toxin was ultimately found to be the cancer-causing poison. 
Siperstein reasoned that if a potent mold toxin could cause 
cancer in only weeks, that a predictable error in cholesterol 
metabolism should precede cancer and be detectible within days. 
 
Siperstein obtained some samples of the fungal toxin (called 
“aflatoxin” from the common food mold Aspergillus) to see for 
himself. Sure enough, he found that aflatoxin caused the opposite 
of the normal balance between dietary cholesterol levels in the 
blood and cholesterol made inside cells. Within days thereafter, 
the cells become cancerous. 
 
Siperstein’s work was ultimately buried and his lab moved to San 
Francisco. His junior colleagues, once hot on the trail to 
unraveling the cancer cholesterol connection with Siperstein, 
remained in Dallas. They received various honoraria after 
obfuscating the cancer-low cholesterol connection, which was 
instrumental in Merck’s “lovastatin” (a toxin from the cancer 
causing fungus Aspergillus) to become FDA approved for 
lowering blood cholesterol in humans. 
 
What we now know about the connection of cancer to low blood 
cholesterol levels (and high tissue/organ cholesterol levels) has 
been clarified with statin drugs – which are fungal toxins from 
mainly four disease-causing and cancer-causing common food 
molds. Like other cancer-inducing fungal toxins, statins cause 
cholesterol to exit the blood and enter cells of tissues and organs.  
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Statins are mutagenic, which means they can cause cells to 
mutate. Statins also cause cells to fall apart at the seams, which is 
what fungal toxins do. It is called “mycotoxicosis” (“myco” 
means “fungus”) – a common diagnosis for veterinarians. It has 
been systematically excluded from the human diagnostic process 
despite many of our foods and medicines are contaminated with 
and made from mycotoxins. 
 
Fungi do not make food like other microbes, animals or plants. 
Instead, they release enzymes into the surrounding environment 
that digest organic matter into a fluid that is absorbed as food for 
fungi. Other organisms use the nutrient-rich leftovers. And so it is 
that fungi are nature’s decomposition factories. Life recycles. 
 
Of 200,000 species of fungi (mold, yeast and mushrooms) more 
than half are molds. Molds are spread all over the earth by tiny 
spores that suspend in turbulent air for an indefinite time. The air 
we breathe is a virtual jungle of them. Even so, a healthy body 
normally resists them. 
 
If given the opportunity, germinated spores could turn all of the 
earth’s biomass into rot for reuse. This doesn’t happen, however, 
because mold spores require damp acidic environments to grow 
and proliferate. They may live forever, however, waiting for that 
opportunity to present itself.  
 
Mold is neither plant nor animal but without its fetid rottenness, 
life is not replenished. All living matter is subject to the process 
of decay by molds – even when sealed in an airtight casket.  
 
Death, by aging, is a degenerative process and not a single event. 
As we age, we lose our biomass and we slowly decompose from 
the inside out. Our bones thin, our muscles waste, our skeleton 
collapses and our muscles ache. Cancer advances the process. We 
call this “degenerative disease” because while we yet live and 
decompose (degenerate) we also lose our ease (dis-ease).  
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Decomposition does not happen only from the outside in. It also 
takes place from the inside out. 
 
This book will give you the information you need to live long 
without mold, fungi and drugs like statins made from fungal 
toxins to rot you from the inside sooner than later. Most of us 
would rather die sooner than later without quality of life; age can 
be celebrated, on the other hand, if the quality of aging is good. 
 
What makes old age a joy is a bright facile mind and a healthy 
body. These escape us with the ingestion and absorption of 
poisons – especially ubiquitous and permeating fungal toxins. 
 
What keeps our mental acuity and our physical abilities intact is 
our body’s capacity to regenerate – one cell at a time. It is the 
interruption of this regenerative process that accelerates 
degeneration and leads to cancer. 
 
We begin in Part One with an explanation as to how cells 
regenerate. All cells die; that is why they are replaced. This 
process is broken in cancer cells. Various poisons, which include 
fungal toxins and drugs made from fungal toxins, interrupt the 
process of normal cell regeneration. In this book, we address only 
mycotoxins as cancer-causing poisons. 
 
In Part Two, we review the current “Dark Age” of medicine and 
the process that keeps physicians in the blind about the causes 
and cures for cancer. Cancer causes and cures have long been 
known. We will let our readers judge for themselves as to why 
and by whom these facts have been repressed. Our investigations 
lead us to follow the (oil) money that greases all the wheels of 
the industrial revolution, including medicine and war. 
 
Because we all succumb to the process of decay, those of us who 
live to a ripe old age can one day announce to our caregivers: “I 
mold because I’m old.” None of us gets out of life alive. Even so, 
there is no need to accelerate the process, even unwittingly, so as 
to prematurely say, “I’m old because I mold.”  
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PART	  ONE:	  CELL	  CYCLES	  AND	  CANCER	   	  
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Chapter 1:  Marvelous Mevalonate 
 
“To be or not to be” is not the question. Life is wired to be.  
 
Our brain keeps us from starving to death. The hunger craving 
begins there and signals us to get life-sustaining food.  
 
Every cell has a similar mechanism. The cell says, “I'm hungry,” 
and makes a protein called “reductase”. Reductase activates the 
mevalonate pathway that makes food (mevalonate) to sustain the 
cell.  
 
A key turns the ignition and an engine runs. Reductase starts the 
mevalonate pathway and cells live. 

 
Mevalonate is cell food as glucose is brain food. The body makes 
glucose from any food type. The brain survives. The cells make 
mevalonate from any food type. Cells survive.  
 
Mevalonate is the essence of 
cell renewal. In all cells, 
mevalonate travels down the 
mevalonate pathway to make 
isoprenoids (fatty molecules) 
like cholesterol. Isoprenoids 
stimulate the cell to grow, 
replicate its DNA and divide 
into two cells. This is the 
“cell cycle”. This is life. 
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Cell renewal, or turnover, varies for different types of cells. 
Turnover for cells lining the gut is every 10 hours to five days; 
skin cells are recycled every two weeks; red blood cells last only 
four months; bone cells last a decade; cells from the brain's 
vision center are as old as the individual. Liver cells – the body's 
detoxifiers – have short lives of 300 to 500 days. 
 

For a cell to cycle, it must grow 
(G1 phase), replicate its DNA (S 
phase for DNA “synthesis”), 
grow some more (G2 phase) and 
divide into two new cells (M 
phase for “mitosis”). 
 
Without mevalonate, none of this 
happens. Mevalonate is required 
for cell cycles to occur. If 
mevalonate is blocked for any 
reason, cells age and die. 

 
DNA is the blueprint of a cell. Before a cell divides, 
it replicates its DNA– a spiral-staircase shaped 
protein. DNA “unzips” down the middle. Each half 
becomes two new DNA molecules. Each new cell 
receives a blueprint.  
 
Without mevalonate, DNA cannot replicate. If mevalonate is 
blocked for any reason, cells age and die. 
 
Cell cycles work in concert with isoprenoids made from the 
mevalonate pathway. 
 

Statin drugs, for lowering cholesterol, block 
the mevalonate pathway. 

 
Do NOT block the mevalonate pathway if you want your cells to 
replicate. 
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Chapter 2:  Normal Cell Cycles 
 
Can you say, “isoprenoid”?  
 
“Eye-so-pree-noyd”…ISOPRENOID!  
 
See, that wasn’t so hard. Without fatty isoprenoids like vitamin A 
and cholesterol, you wouldn’t see well enough in the first place 
to even read the word “isoprenoid”! 
 
You are made of innumerable cells. You live because your cells 
live. You thrive and are energized when your cells thrive and are 
energized. You breathe so that your cells can breathe (oxidize). If 
cells cannot breathe, you die. You eat (nutritious) food so that 
your cells can function. If cells are poisoned, you die sooner or 
later – depending on the potency of the poison. 
 
Cell life is completely dependent on the marvelous isoprenoids 
made from marvelous mevalonate! Like plant flavonoids, 
isoprenoids are the fountain of youth for human cells.  
 
Isoprenoids are made from mevalonate. Cells preferentially make 
mevalonate from nutritious carbohydrates like raw fruits and 
vegetables. 
 
Isoprenoids like cholesterol make our cells replicate and renew. 
If cells cannot make isoprenoids from mevalonate, cells die. 

 
Statins block the mevalonate pathway. 

 
Isoprenoids are the largest and most diverse class of over 25,000 
molecules made by all living things; life simply does not happen 
without them! Because of isoprenoids, we can wake up and smell 
the roses, enjoy the spice of life (cinnamon, cloves and ginger), 
relish color (orange carrots and red tomatoes) and see it all 
clearly (vitamin A). Isoprenoids also include powerful 
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antioxidants (vitamin E) with anti-cancer and heart-protective 
properties. 
 
Isoprenoids are fatty molecules that are essential for DNA and 
cell replication. Cholesterol is only one of many isoprenoids that 
cells make from mevalonate. 
 
Isoprenoids include some fancy-sounding but very important 
molecules such as “isopentenyl adenine” for DNA replication. If 
cells cannot make this important molecule from mevalonate there 
is no cell cycle. Without cell cycles, cells age and die.  

Other isoprenoids from the mevalonate pathway include CoQ10, 
heme-A, dolichol and signaling proteins. Like cholesterol, these 
molecules from mevalonate are vital for normal cell cycles and 
normal cell function. Some of these vital isoprenoids are: 
 

• Isopentenyl adenine (tRNA): For normal cell cycles 
• CoQ10: For cell energy 
• Heme-A: For cell energy   
• Dolichol: For normal cell shape 
• Signaling proteins: For normal cell cycles 
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Some people think that LDL cholesterol is “bad” and since the 
mevalonate pathway makes cholesterol that this is a malevolent 
pathway that should be stopped with toxic drugs. But without 
fatty isoprenoids from mevalonate, cells cannot live. Without 
fatty isoprenoids to make membranes and transfer electrons, 
nothing in cell life works. And you are the sum total of cells. 
 
Cholesterol is a major part of the cell cycle. It is part of the 
mortar and clay that builds cell membranes. Before a cell 
replicates, the cell and cell membranes grow. Without fatty 
cholesterol, cells cannot grow and cycle; cells die. 
 
The isoprenoid “tRNA” (from “isopentenyladenine”) is key to 
DNA replication. Without tRNA, cells cannot cycle and die. 

The isoprenoid CoQ10 is key to making cell energy. Without 
fatty CoQ10, a cell can do nothing, never mind recycle! 
 
The isoprenoid dolichol is key to giving cell membranes strength 
and shape. Without dolichol, cells become flabby and round. 
 
Certain fatty signaling proteins are key to cell cycles. If these are 
broken in any way, cells can stop cycling and die or cycle out of 
control. Out-of-control cell cycles are seen in cancer cells. 
 
For any factory to operate smoothly, all the components must be 
in the right place at the right time. Similarly, all the components 
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of the mevalonate pathway must be in the right place at the right 
time for cells to cycle normally. Any error in this process can be 
dangerous – cancerous. Without the mevalonate pathway fully 
functioning, a cell cannot replicate and prematurely dies – or can 
cycle out of control (cancer). 
 
Statin drugs lower cholesterol by blocking mevalonate. This 
blocks cells from making not only cholesterol but from making 
dozens of other fatty isoprenoids, which include, again: 
 

• Isopentenyl adenine (tRNA): For normal cell cycles 
• CoQ10: For cell energy 
• Heme-A: For cell energy   
• Dolichol: For cell shape 
• Signaling proteins: For normal cell cycles 

 
The number one selling statin drug is Lipitor. Because Lipitor 
blocks mevalonate, Parke-Davis warned the FDA that, “Cellular 
depletion of any or all of these metabolic products (from 
mevalonate) could theoretically be deleterious.” 
 
Nothing theoretical about it; blocking mevalonate IS deleterious! 

All physicians learn that all drugs cause some cell damage. But if 
there was ever one process within cells that a prescription drug 
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should never touch it is the mevalonate pathway. Please leave our 
cells' reproductive, rejuvenating and life-restoring cycles alone, 
thank you very much!  

 
There is a simple word for healthy cell cycles: 

LIFE. 
 

Cell turnover decreases with age. We die. 
 

There is a simple word for blocked cell cycles: 
DEATH. 

 
Do NOT block mevalonate if you want to live. 
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Chapter 3:  Dust to Dust; Ashes to Ashes 
 
Like keys that turn on ignitions, human cells make enzymes that 
turn on and speed up chemical reactions. One of the enzymes 
made by cells is called “reductase” (short for “HMG-CoA 
reductase”). Reductase converts food into mevalonate.  
 
Statins disable reductase. 

Anything that blocks reductase likewise prevents it from making 
mevalonate. Because statins disable reductase, they are called 
“reductase inhibitors”.  

 
Statins block mevalonate production.  
In so doing, statins block cell cycles. 

 
Disabling reductase blocks the mevalonate pathway and its 
products. No isoprenoids means no growth and no cell cycle. No 
isopentenyl adenine means no DNA replication. No signaling 
proteins means no cell-to-cell communication.  
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Human cells cultured with nutrients and a statin inevitably stop 
growing, stop replicating, lose their normal shape and die 
without making progeny. 
 
The cells first affected by blocking cell cycles are those with the 
fastest turnover rates. Again, from chapter one, these are: 
 

• Intestinal cells: 10 hours to 5 days 
• Skin cells: 2 weeks 
• Red blood cells: 4 months 
• Liver cells: 300-500 days 

 
In 1953, Watson and Crick discovered the structure of DNA. In 
1979, while investigating the effects of statins on the mevalonate 
pathway, Marvin Siperstein discovered that DNA replication 
required isoprenoids from mevalonate. 
 

Siperstein was a pioneer in studying 
mevalonate synthesis. While 
working at the University of Texas 
Southwestern Medical Center at 
Dallas, he developed techniques for 
investigating the mevalonate 
pathway. Statins were useful. 
Initially his main interest was in 

cholesterol synthesis – until he discovered that the mevalonate 
pathway was connected to cell cycles and was broken in cancer 
cells. In 1972, Drs. Brown and Goldstein joined him in this work. 
 

In 1973, Siperstein moved his lab to 
San Francisco. Astronaut Millie 
Hughes-Fulford joined him. From 
1979 to 1980, they performed two 
experiments with the first statin 
“compactin”. They found that 
compactin blocked the S-phase 
(DNA replication) of the cell cycle.  

 



 13 

They also found that one of the isoprenoids from mevalonate 
(isopentenyladenine) restored statin-blocked cell cycles. He soon 
discovered that control of mevalonate is broken in cancer cells: 

Siperstein had made one of the most amazing discoveries about 
DNA since Watson and Crick. He found that isoprenoids from 
mevalonate were required for normal cell cycles.  
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By 1980, Siperstein was able to confirm that blocking 
mevalonate interrupts normal cell cycles for two main reasons:  
 

1. In 1964 he had developed an instrument to measure 
mevalonate in cultured human cells. 
 

2. By 1976, statins (fungal toxins) were discovered by 
Beecham in the U.K. and Sankyo in Japan. Statins 
blocked mevalonate and, in so doing, stopped cell growth 
and replication and ultimately killed cells. 

 
Fungi are spread over the globe by their unseen airborne spores. 
Upon landing on moist, acidic organic matter, fungal spores 
release poisonous toxins that digest matter into subcellular parts, 
which seep into the fungus as food or are recycled back to the 
earth. To prevent fungi from rotting their dead Pharaohs, ancient 
Egyptians removed all the wet organs and salted the body 
cavities; this is because fungi cannot thrive on dry, salted matter. 
 
Fungi cannot make their own food; they instead ooze out toxins 
that break down cells, which they then can absorb. Drug 
companies call these toxins “secondary metabolites” because 
they are, supposedly, not required for primary life functions of a 
fungus. Yet without “secondary metabolites”, fungi could not eat 
– an important primary life function. 
 
Without fungi (and mold, a type of fungus), the earth’s biomass, 
such as leaves and dead bodies, would keep stockpiling. Simply 
put, fungi cause cells to rot and die because that is what fungi do. 
They are essential to the life cycle of the planet; they return dust 
to dust and ashes to ashes.  
 
When fungal-contaminated food (such as grains and nuts) is 
accidentally eaten, poisonous toxins can cause various diseases 
including cancer and death. Veterinarians receive exhaustive 
training in fungal toxin poisoning; medical doctors receive none. 
Drug companies have strong influence on medical school 
curriculum (such as the Rockefeller/Gates General Education 
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Board through 1960 and Rockefeller Foundation since 1960). 
Because drug companies mine fungal toxins like potential gold, it 
is self-serving to keep doctors in the dark on the various effects 
of fungal toxins on human health. Instead, doctors are trained to 
sell them. 
 
In 1976, Beecham Labs in the U.K had separated a toxin from a 
disease-causing fungus that typically grows on grain. This fungal 
toxin was first called “compactin”. During the same year, Sankyo 
Pharmaceuticals in Japan discovered the same statin as Beecham 
and called it “ML-236B” – also called “mevastatin” or 
“monocolin-K”:  

With samples of compactin from Beecham, Marvin Siperstein 
could block mevalonate and therefore block human cells grown 
in his lab from making mevalonate. This allowed him to observe 
the deadly effects of blocking mevalonate with a statin (“stat” in 
“statin” means “to stop”; “mevastatin” means “to stop 
mevalonate”) 
 
Within one hour of adding compactin to cholesterol-fed cells, the 
S-phase (DNA synthesis) of cell cycles was stopped; within 
minutes of adding back a tiny amount of mevalonate, DNA 
replication and cell cycles were restored. Because statin-fed cells 
were also fed cholesterol when the cycles were stopped with a 
statin, it was clear that an isoprenoid from mevalonate other than 
cholesterol is made by cells to replicate DNA. 
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In 1976, Sankyo’s Akira Endo extracted the same fungal toxin as 
Beecham’s compactin from a different fungus (ML-236B). After 
doing some experiments on his statin with Siperstein’s colleagues 
Drs. Brown and Goldstein, Endo reported that blocking 
mevalonate, by blocking reductase with a statin, blocked cell 
growth and division. This is in keeping with the function of 
fungal toxins, which turn cells to dust and ashes: 
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Statins are fungal toxins that block reductase 
(and thus block cell cycles). 

Fungi make toxins to kill cells. If cells cannot 
cycle, cells die and rot. 

 
How long does it take a cell to die if a fungal toxin blocks cell 
cycles? Again, that would depend on the turnover rate of any 
particular cell: 10 hours to five days for intestinal cells, two 
weeks for skin cells, etc. 
 
The deadly effects of six statins have also been studied on four 
common types of human cells: smooth muscle cells, fibroblasts, 
endothelial cells and myoblasts. All cell types stopped replicating 
in the presence of all six FDA-approved statins in the following 
order of increasing potency (and increasing risk of injury): 
 

• Pravastatin 
• Lovastatin 
• Simvastatin 
• Atorvastatin 
• Fluvastatin 
• Cerivastatin (removed from the market in 2001) 

 Statin this, statin that; they all stop (stat) cell cycles. That is why 
statins were called “statins”. 
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The speed that statins interrupt growth and replication of cells – 
which advances aging and death of cells and the host – depends 
on the strength of the statin. The stronger the statin, the smaller 
the dose it takes to block DNA and cell replication: 

 “Super-statin" Baycol (cerivastatin) by Bayer was recalled in 
2001 after a series of rapid deaths. Bayer boasted that Baycol was 
the most potent statin on the market and never warned that it was 
therefore the most potent blocker of cell cycles.  
 
The more potent the statin, the faster cells, tissues, organs and 
the organism die. 

 
Most doctors never heard about the Baycol deaths and recall.  



 19 

Chapter 4:  Mevalonate’s Captain Marvel 
 
After Siperstein left Dallas in 1973, work on the mevalonate 
pathway continued by two of his junior colleagues: Michael 
Brown and Joseph Goldstein. They 
would later turn a blind eye to 
Siperstein’s work on mevalonate by 
consulting for Merck and hiding the 
deadly effects of statins. 
 
Because compactin killed human cells, U.K.’s Beecham stopped 
statin development in 1976. Merck, on the other hand, obtained a 
statin sample from Sankyo in Japan, found the same toxin from a 
different fungus, called it “lovastatin” (“love a statin”), patented 
it and continued on with the serial killing of cells. Statins, after 
all, lowered blood levels of cholesterol in lab animals by a yet 
unknown mechanism that blocked the mevalonate pathway in 
cells. Dallas was key to unlocking the mystery. 
 
From 1976 to 1984, Roy Vagelos directed statin research at 
Merck and by 1985 he was CEO. Vagelos had strong ties with 
Dallas; he and Brown had graduated from Pennsylvania 
University. Both had studied under Earl Stadtman at the NIH.  
 
Discoveries on the mevalonate pathway came out of Dallas and 
NIH funds flowed in; Merck benefitted from the NIH taxpayer 
monies that supported Siperstein’s former Dallas-based lab. 
Brown and Goldstein's work on the regulation of mevalonate 
would help develop Merck’s lovastatin. Brown and Goldstein 
would eventually consult for Merck. Marvin Siperstein and his 
marvelous work on mevalonate would be buried. 
 
Brown and Goldstein furthered Siperstein’s research on the 
mevalonate pathway of life by unlocking some of the mysteries 
of the enzyme that turned mevalonate on and off in cells. It was 
this enzyme, they learned, that statins disabled. It is called 
“reductase” (coined by Siperstein). 
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The enzyme “reductase” is “Captain Marvel” of the mevalonate 
pathway. Reductase is what turns mevalonate production on and 
off inside cells. Reductase therefore controls cell cycles: LIFE. 

Space stations provide a platform for 
spaceships to link together. Similarly, 
enzymes provide a dock to bring 
molecules together so they can link. 
Without enzymes, some chemical 
reactions never take place or only 
happen very slowly.  
 
Reductase provides the site for cells to link food molecules 
together and make mevalonate.  Cells make mevalonate from a 
molecule called “HMG-CoA” – made mostly from nutritious 
carbohydrates such as fresh grains and raw fruits and vegetables.   
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Some fungal toxins like statins are “reductase inhibitors.” The 
statin blocks the active site of reductase, where mevalonate is 
normally made in cells:  

In 1970, Siperstein discovered that reductase was located in 
specialized structures inside cells called  “endoplasmic 
reticulum” – or “ER” for short. The ER is the cell factory where 
reductase is made. The ER connects with the nucleus.  

 
To make more mevalonate, a cell first makes more reductase 
(and, if needed, may even make more ER – the reductase 
factories). The “order” to make reductase (and ER) comes from 
the nucleus that houses the genetic code. 
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Like a long thread, reductase weaves 
in-and-out of ER membranes. Part of it 
is made of lipid (fat), part of it is 
protein – hence reductase is a 
“lipoprotein.” The part that is made of 
lipid weaves through and anchors 
seven times within ER membranes. 
The part that is protein and water-
soluble sticks out into the watery cell; 
this is where mevalonate is made. 
 
Less is known about reductase than known. Reductase is 
somehow under higher-order control from the nucleus through 
the network of membranes that connect the ER to the nucleus. 
Many questions are still asked about reductase by Brown and 
Goldstein, who, from their early work with Siperstein, probably 
know more about reductase than anyone else (reference 1).  
 
Controlling cell growth, communication, DNA replication and 
cellular division, reductase is tightly regulated. Much more 
remains to be discovered about how it all works. What we do 
know is that cells need reductase to replicate (to live).  

The full name of reductase is as complex as its function: 
“Hydroxy-3-Methyl-Glutaryl Coenzyme-A reductase”, also 
known as “HMG-CoA reductase”. Reductase is “Captain 
Marvel” of the marvelous mevalonate pathway of life. 
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Japan’s statin inventor reasoned that fungi would make toxins 
that blocked reductase, because it would be lethal to cells. He 
was farming for such a toxin, because he knew it would also 
lower cholesterol – which was his goal: 

When asked why he wouldn’t take statins for his own high 
cholesterol, Endo quoted a strange Japanese proverb: "The indigo 
dyer wears white trousers."  

Indigo dye is extremely toxic to human cells. Endo was, rather 
circuitously, sending out a warning. Like the indigo dyer who 
knows the same, he knew statins were poison. Smart indigo dyers 
don’t wear indigo pants. Smart statin inventors don’t ingest 
statins. 
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In 1980, Siperstein’s junior colleagues, Michael Brown and 
Joseph Goldstein, openly reported that compactin killed cells: 

After 1982 (and working for Merck), Brown and Goldstein 
would no longer mention the lethal affects of blocking the 
mevalonate pathway. Neither would they discuss their 
collaborative work with Siperstein from 1972-73, when they 
discovered that the mevalonate pathway is broken in various 
types of cancer cells by a toxin from a similar fungus used to 
make Merck’s lovastatin (chapter 10). 

Brown and Goldstein knew from Siperstein’s work that a fungal 
toxin from Aspergillus could cause cancer and lower blood 
cholesterol. They helped to develop Merck’s Aspergillus-derived 
statin anyway. 
 
Do NOT block reductase (mevalonate) if you want normal cell 
cycles – no matter how much your doctor says it’s a “good” idea. 
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Chapter 5:  From Citrinin to Statins 
 
Citrinin, a mycotoxin first isolated in 1961 from the poisonous 
fungus Penicillium citrinum, was a long-proven kidney toxin in 
every species of animal tested to date when Endo toyed with the 
idea of experimenting with it as a cholesterol-lowering drug.  
 
Endo extracted it anyway.  He had extracted thousands of fungal 
toxins that were too toxic or didn’t work; he was tired of coming 
up empty-handed. It worked. Citrinin lowered blood cholesterol. 

Statins are mycotoxins like citrinin. Most mycotoxins come from 
four species of fungi: Aspergillus, Penicillium, Proteus and 
Monascus. These are the same four fungal species used to make 
statins. 
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Citrinin is kidney-toxic, so Endo didn’t report on his rats' 
kidneys. He instead reported on the short-term lack of bad effects 
of citrinin on rat liver. A true drug company scientist, Endo 
accentuated the positive and minimized the negative. 
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Endo confirmed that citrinin lowered blood cholesterol by 
inhibiting reductase. But he admittedly had to give up on citrinin. 
Like cyanide's effect on cellular respiration, citrinin's action on 
reductase was irreversible. It also blocked respiration. Cells 
could not breathe. Citrinin was simply too toxic.  

Citrinin, like statins, is an antibiotic (antibiotic means anti-life) 
albeit a kidney-toxic one. He abandoned citrinin and next 
extracted ML-236B from Penicillium citrinum. Like citrinin, 
ML-236B also lowered blood cholesterol by blocking reductase.  
 
After discovering ML-236B and having collaborated in an 
experiment in Dallas with Brown and Goldstein, Endo began to 
use Brown and Goldstein’s euphemisms like “fungal metabolite” 
instead of “mycotoxin”. He also learned to relegate reductase to 
the “rate-limiting enzyme in cholesterol synthesis” rather than 
“master-regulator of cell cycles”. 
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During the next three years of testing ML-236B, it became clear 
to Endo that reductase was more than just the “rate limiting step” 
in cholesterol metabolism. In 1981, he admittedly reported that 
reductase was central to cell growth and division: 

Again, the same toxin as ML-236B was discovered by Beecham 
from a different fungus and named “compactin”. Except for use 
in research, compactin was abandoned as a pharmaceutical drug 
because it blocked cell cycles; this was toxic – deadly to cells.  
 
In his series, “An Interpretive History of the Cholesterol 
Controversy”, former Merck consultant Daniel Steinberg claims 
that Beecham abandoned compactin's development in 1980 
because it was a weak antibiotic and they didn't know “what a 
treasure they had in their hands.”  
 
The truth of the matter is that Beecham stopped developing 
compactin because they knew it was lethal to cells. Aware of the 
importance of the isoprenoids (“non-sterol intermediates”) that 
are so needed for normal cell function, Beecham had reservations 
about interrupting “the (mevalonate) pathway”: 
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Sankyo’s Akira Endo, on the other hand, fearlessly continued to 
develop ML-236B, even after watching cells fizz-out and “round 
up” after day one (cells deprived of the isoprenoid dolichol take 
on an abnormal round shape like some cancer cells) and stop 
growing after day two. 

Endo pressed on anyway. So did Merck. A race to the finish (of 
us all) was on.  
 
Mycotoxins are toxic – poison. Do not be fooled like the FDA 
who was told by Merck scientists that lovastatin was a 
“secondary fungal metabolite”.  
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Chapter 6:  Weird Science 
 
All cells die; that is why they replicate.  
 
Siperstein discovered that Beecham’s statin quickly stopped cell 
cycles and killed cells. Beecham, upon learning of the killing 
effect of statins, never brought statins to market.  
 
Isoprenoids from mevalonate are indisputably vital for cells to 
reproduce. This is uncontested scientific fact that has been 
repeatedly demonstrated in living tissues and in living animals.  
 
Statins block the mevalonate pathway. Statin-fed cells stop 
growing and stop reproducing.  
 
Cells die.  

With Beecham having departed the statin scene, 
Brown and Goldstein collaborated with Endo, 
Sankyo’s inventor of the first Japanese statin. In 
1977 they discovered that some cells (“fibroblasts”) 
fed a statin make more reductase rather than die: 
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Twenty-three months later, Siperstein (now in San Francisco) 
obtained his own statin samples and reproduced Dallas' results. 
His experiment provided an explanation for the increase in 
reductase found by Brown, Goldstein and Endo. By blocking 
mevalonate, statins killed cells unless reductase increased 
enough to re-open the blocked mevalonate pathway. 

Life-preserving reflexes are hard-wired at the cellular level. 
Because reductase is the “master regulator” of cell cycles, 
blocking reductase with a statin stimulates a reflexive increase in 
reductase to re-open the mevalonate pathway. Otherwise, cells 
die. This hard-wired “reflex” is similar to a person breathing 
faster when exercising and running low on oxygen inside cells. 
 
Statins block mevalonate's products from being made; but 
cholesterol, like ALL isoprenoids from mevalonate, are vital to 
cell life! This life-saving reflex by cells to make more reductase 
is a failsafe response to restore a crashed central computer on a 
captain's bridge. How the cells make more reductase remains a 
mystery.  
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In 1982, Brown and Goldstein used the reductase-stimulating 
property of statins to make a line of mutant cells that produced 
500 times the normal amount of reductase. These cells overcame 
statin-induced death. Because the cells made massive amounts of 
reductase, Brown and Goldstein were able to isolate a large 
enough sample to further their research on this elusive and 
VITAL enzyme: the master regulator of cell life cycles. 
 
Here's their reductase-cloning recipe: “Add enough statin to 
living, growing cells until 90% die. Add another dose of statin to 
the 10% surviving cells until 90% die again. Repeat until a statin-
resistant reductase-producing mutant strain of cells is produced. 
Scan cells with an electron microscope; be amazed.”  

Ah, mutations; they remind us of the old sci-fi movies where a 
dose of radiation could make giant insects that took over the 
world in a single generation. These guys actually figured out how 
to mutate cells into reductase-producing factories. They didn't 
prove much at that time other than statins are mutagenic but that 
was not the goal so no grand announcements. 
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But what they did get from these mutant cells was MASSIVE 
amounts of crystal-shaped ER filled with MASSIVE amounts of 
reductase. ER are the cell “factories” where reductase is made 
(page 21). Reductase is so well regulated that if a cell needs more 
reductase then the cell can even make more reductase-factories 
(ER). Life is wired “to be”. 
  
Using fluorescent dye, Brown and Goldstein found 500 times the 
normal amount of reductase in the copious and abnormally-
shaped ER crystals – all made in effort by cells that had mutated 
to escape the lethal effect of a statin. 

They gathered up the massive amount of reductase, and in a 
collaborative work with San Francisco they successfully mapped 
out reductase – ahem, “Captain Marvel” of the cell: 
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Finally, the reductase molecule was unveiled to mankind! 
What a molecule! That looks more like a complex wiring 
diagram than an enzyme. And statins inhibit that (that can’t be 
good – right)? Right. 

 
The cell-killing property of statins 
helped Brown and Goldstein to crack 
the reductase “code” and unravel how it 
regulates the mevalonate pathway. They 
discovered that reductase is so 
important to normal cell life that if 
blocked with a statin, cells will mutate 
(make more ER and reductase) – or die.  
 

That is what Brown and Goldstein discovered when cells were 
fed a statin to the brink of death. It was worthy of a Nobel 
Prize…but their Nobel Prize would instead serve to bury the 
small detail that statins kill cells. This helped statins receive FDA 
approval for human consumption instead.  
 
So far, no one has figured out how to save statin-fed dying cells 
except by adding back mevalonate (no surprise there): 

Reductase is 655 times heavier than mevalonate; it is a HUGE 
molecule. When a cell needs more mevalonate, it makes more 
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reductase. This takes time. Reductase is therefore called the rate-
limiting (slowest) step of the mevalonate pathway.  
 
After 1982, reporting by Brown and Goldstein on statin-induced 
cell death went “mum”. Human experimentation began in Dallas 
with a green light from the FDA. No more talk about how statins 
block DNA replication and kill cells. Not a word on how 
blocking reductase – and therefore the mevalonate pathway – 
killed cells – human cells. 
 
After 1982, Brown and Goldstein would reduce reductase to “the 
rate-limiting step of cholesterol synthesis” rather than the rate-
limiting step to a captain's bridge where nothing happens at all in 
the mini-universe of a cell until reductase, mevalonate’s Captain 
Marvel, shouts,” ENGAGE!”  

In 1980, Sankyo followed Beecham’s suit and stopped 
development of ML-236B after half of their lab dogs developed a 
rare cancer of the gut. Nevertheless, Sankyo’s ML-236B and 
Beecham’s compactin were used as experimental statins by 
Brown and Goldstein in Dallas to further investigate the lethal 
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effects of blocking mevalonate. In due season, Brown and 
Goldstein would report on the benefit on how blocking the “rate- 
limiting step of cholesterol synthesis” (rather than the master 
regulator of isoprenoid synthesis and cell cycles) yielded the 
wonderful benefit of lowering blood cholesterol. THIS, instead, 
would be what they would receive a Nobel Prize for (rather than 
for unlocking reductase’s importance as the master regulator of 
cell life and thus the focus of cancer research). THIS, instead, is 
how their pockets would be lined and their names go down in 
history. THIS, instead, would be the topic of their hailed 1985 
Nobel Prize speech (reference 2). 
 
Lovastatin, the first statin to be approved by the FDA, is more 
potent than compactin/ML-236B. Lovastatin looks exactly like 
compactin with the exception of one (CH3) group.  

Sankyo’s ML-236B was the exact same toxin as Beecham’s 
compactin, but extracted from a different disease-causing fungus. 
Merck got hold of a sample of Sankyo’s ML-236B after having 
entered into a written agreement with Sankyo, patented it and 
then continued testing in 
Dallas. Sankyo got wind of 
the double-crossing, fired 
Endo and set the stage for the 
statin race between Endo in 
the East and Merck in the 
West.  
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In animal testing, monkeys like the marmoset are used because 
they are genetically close to humans. Committed to the statin 
race, Merck's toxicologist James MacDonald told the FDA 
advisory committee that lovastatin caused “no (negative) effect in 
the monkey” (reference 3). This is the opposite of Glaxo's results 
from testing their statin on the marmoset: 

Feeding Glaxo’s statin to primates resulted in weight loss, heart 
disease, muscle problems, balance difficulty, head shaking and 
intestinal problems – at only ten times the FDA-approved 
human dose. The marmoset is one of the most reliable animal 
models for human toxicity studies. 
  
The marmosets that did not die were killed for humane reasons. 
 

Glaxo, like Beecham and Sankyo, then 
stopped all statin experimentation. 

 
Do NOT disrupt Captain Marvel – for your life. 
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Chapter 7:  How Statins Lower Cholesterol 
 
Just as a person who is continuously hungry eats more and more 
food until he no longer resembles his former self, cells starved of 
reductase with a statin produce more and more reductase until 
they no longer resemble normal cells. And because statins block 
isoprenoids such as dolichol that are needed to make normal ER 
membranes, the ER are abnormal (crystal shaped – page 33). 
Even so, cells manage to make more ER anyway. Cells don't die 
easy – not without a good fight; better to mutate than die. 
 
Statins are reductase inhibitors-stimulators. By disabling 
reductase, statins induce normal cells to mutate into isoprenoid-
starved reductase-making factories. If cells don't increase 
reductase, they die from blocked cell cycles. Statins are marketed 
as “reductase inhibitors” – a half-truth – a lie of omission.  
 

STATINS INCREASE REDUCTASE. 
 
How many people would take a statin if they were warned that 
their cells would mutate – or die – or both? How many doctors 
would prescribe a statin if they were informed that their patients’ 
cells would mutate – or die – or both? How many people would 
pop a statin in their mouths if they knew it was made from one of 
at least four disease-causing food molds? 
 
How many people would take or prescribe a statin if they knew 
that blocking cell cycles might induce broken, runaway cell 
cycles due to a runaway increase in reductase (cancer)? 
 
How many people would take or prescribe a statin if they knew 
that an increase in reductase is found in various types of cancer 
cells? 
 
Not too many, we reckon. 
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The cell is a nucleus-powered complex mini-universe. Like a 
nuclear-power plant, reductase is wired with multiple failsafe 
measures to ensure it remains operational. Despite Brown and 
Goldstein’s excellent work in identifying the structure of 
reductase, its complete function remains unknown. What we do 
know about reductase is: 
 

• It is vital to life. 
 

• It is required to make many isoprenoids and not just 
cholesterol. 

 
• Once increased with a statin, reductase cannot be turned 

back to normal baseline levels except with mevalonate. 
 

• It weighs 655 times more than mevalonate (a 20-ton 
whale weighs 230 times more than a man). 

 
• It has seven arms that interweave through membranes that 

are involved in its yet-unknown control. 
 

• It is made in the ER and linked to the nucleus. 
 

• It is so vital to life that if it begins to fail, the nucleus 
signals the cell to make more reductase – and more ER. 

 
• The entire cell will mutate to keep reductase on board.  

 
It is common sense to not block reductase. 

 
What we know about reductase is yet in its infancy. Granting 
license to tamper with reductase, in ignorance, is like turning a 
bunch of six-year-olds loose in a nuclear-power plant – and then  
trusting that the computers’ redundant systems will somehow 
compensate for whatever controls they push or turn.  
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With a bit of back-engineering and human experimentation, 
Brown and Goldstein found that elevated reductase – the cells' 
response to extermination – also lowered blood cholesterol.  
 
The human body is an incredibly-complex biological machine, 
designed with innumerable redundancies so as to suffer insult 
and function normally: we have two eyes, two ears, two arms, 
two legs, two kidneys, ten fingers, ten toes; you can lose any one 
of them and still see, hear and function.  
 
Redundant life-preserving mechanisms are also intricately 
“wired” throughout organ-to-cell communication pathways. The 
hunger reflex serves as an example: the mid-brain detects low 
blood sugar and sends multiple signals to the stomach (hunger 
pangs), olfactory nerve (food smells better) and salivary glands 
(the mouth “waters”). When blood sugar levels returns to normal, 
feedback signals sent to the mid-brain turn off the hunger reflex. 
 
When Brown and Goldstein worked with Endo in 1977, they had 
uncovered such a redundant system within cells – but didn't 
know it at the time. When cells need cholesterol to meet growth 
requirements, the central command station of the cell (nucleus) 
makes more reductase and LDL cholesterol receptors. In 1977, 
they detected the elevated reductase, but not the increase in 
cholesterol receptors. 
 
Cholesterol provides support for cell membranes and is converted 
by cells into life-essential hormones such as testosterone, 
progesterone, aldosterone, cortisol and vitamin D. When it's 
needed, there must be an instant supply. 
 
Cholesterol is so vital that cells quickly obtain it in two ways:  
 

1.) Cells “make it” from scratch from mevalonate. 
 

2.) Cells “take it” from the blood in ready-made form (made 
and released to the blood from the liver).  
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When cells are hungry for cholesterol, reductase turns on the 
mevalonate pathway. At the same time, the nucleus that houses 
the genetic code sends the order to make more LDL cholesterol 
receptors. Cholesterol synthesis and LDL cholesterol receptor 
synthesis are co-regulated – at the level of the nucleus. 
 
Most of the cholesterol in the blood is made by the liver and 
provides all cells a ready-made supply of LDL cholesterol. 
Cholesterol is not soluble in blood. When combined with LDL 
protein, LDL cholesterol dissolves and travels in the blood. LDL 
cholesterol receptors are like catcher's mitts sitting on top of cell 
membranes that “catch” dissolved LDL cholesterol in the blood. 
The “caught” LDL cholesterol is then pulled into a cell.  

 
The net result is that cholesterol in the blood is lowered.  

 
The liver will later replace the removed blood cholesterol, but for 
immediate use cells grab up what is needed from the blood. Peter 
(blood LDL cholesterol) is robbed to immediately pay Paul 
(cellular needs for LDL cholesterol in tissues and organs).  
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When statins are ingested, the liver absorbs the bulk of it because 
all digested matter is filtered through the liver. Mevalonate 
synthesis in liver cells is then blocked. Liver cells make more 
reductase to try to reopen the blocked mevalonate pathway.  
 
Because reductase is elevated, the nucleus makes more LDL 
receptors. (What cells really need is more mevalonate.) More 
LDL receptors are made anyway that snatch up cholesterol from 
the blood and pull it into the liver cells. Reductase is then 
decreased (some) and so LDL receptor synthesis is decreased. 
 
But...and here's the big BUT! “Wait a minute!” exclaims a liver 
cell as it detects that cholesterol has been increased through the 
LDL receptors. “Where are my isoprenoids? What the...?”  

Cells respond as hard-wired. Reductase is turned back up to try to 
make isoprenoids. LDL receptor synthesis is also turned up again 
(hard-wired). More blood cholesterol is lowered as cholesterol is 
SHOVED into liver cells via the LDL receptors – whether the 
cell needs more cholesterol or not.  
 
Brown and Goldstein, in their 1985 Nobel speech, call this a 
“new steady state” of cholesterol synthesis in cells (reference 2). 
What they don’t say is that normal (feedback) control of 
isoprenoid synthesis is completely and utterly BROKEN. 
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Seen: Blood cholesterol lowers.  
Unseen: Blood cholesterol is shoved into cells 
of organs via the LDL cholesterol receptors. 

 
In 1977, Sankyo toxicologists found “cholesterol crystals” in 
statin-fed animal cells of various organs (reference 4). The 
toxicologists insisted that it was toxic. Endo, with his ego and 
reputation tightly wrapped around his statin invention, insisted it 
was just “nontoxic cholesterol”. Later fired by Sankyo, he would 
find another statin from a different disease-causing food mold 
and press forward with clandestine testing on humans. 

For the record, there is no such thing as “nontoxic cholesterol” in 
cells – especially when saturated cholesterol begins to crystallize. 
Too much cholesterol in cells is potentially deadly to cells; the 
nucleus literally falls apart at the seams by a process called 
“apoptosis”. The same is seen in the progressive muscle wasting 
of metastatic cancer; muscle become mush. That is, after all, 
what fungal toxins do: make mush out of cells. 
 
Furthermore, Siperstein had already published multiple papers 
from 1970 to 1976 on how elevated cholesterol is found inside 
various cancer cells (see chapter 10 and references 8-10). 
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Cells with LDL receptors are vulnerable to cholesterol poisoning 
by statins, because cholesterol shifts from the blood to the 
receptors and then is pulled into the cell. Cells with low turnover 
rates are particularly at risk. The beta cells of the pancreas that 
make insulin (defective in type 2 diabetes) have a VERY LOW 
turnover rate and are destroyed by too much cholesterol.  
 
Studies have now shown statins can cause type 2 diabetes.  

Shifting cholesterol from the blood into cells is 
one way to destroy cells by apoptosis. 

Another way is to block cell cycles because 
cells die without making progeny. 

 
While Merck would have you believe that statins only affect liver 
cells, statins reach all cells. Intestinal cells take the “first hit.” 
Sankyo reportedly stopped developing their statin because of 
intestinal cancer (“lymphoma”) in half of their dogs.  
 
White blood cells called “lymphocytes” have LDL cholesterol 
receptors. These cells, then, would be the first exposed and most 
vulnerable to apoptosis by cholesterol poisoning. 
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Some types of cells do not make LDL receptors and therefore can 
only make cholesterol from mevalonate; with statins on board, 
these cells are starved of cholesterol. Harder hit are cells without 
LDL cholesterol receptors and with fast turnover rates – these 
cells are likely targets for broken cell cycles (cancer) with 
uncontrolled growth without apoptosis. Cells without LDL 
receptors and elevated reductase could, predictably, have 
runaway turnover rates and growth – because they are not 
vulnerable to poisoning by cholesterol. 
 
Cell death and cell cycle malfunction by fungal toxins similar to 
statins happens in multiple ways. Beecham, Sankyo and Glaxo 
got it.  
 
Merck didn’t care. 
 
After experimenting with statins on humans from 1982 to 1984, 
the data began to make sense. Dallas finally figured out how 
“reductase inhibitors” both raise reductase and lower blood 
cholesterol. It was the increased LDL receptors!  
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Brown and Goldstein’s 1985 Nobel Prize speech is a pattern of 
what the FDA was told two years later by Brown on how statins 
lower blood LDL cholesterol. Not a word was said about the 
mevalonate blockade of cell cycles (reference 2). 
 
By shifting cholesterol from the blood to organ and tissue cells 
with LDL receptors, cells get overstuffed with cholesterol 
because control of reductase is broken (blocked by the statin). 
Blood cholesterol is lowered; your lab report looks great.  Your 
doctor, uninformed of the details, is happy. But that is only half 
the story. Cells get cholesterol by the LDL cholesterol receptors 
– but isoprenoid synthesis remains blocked. Reductase stays 
elevated – because the mevalonate pathway remains blocked 
and cells are starving for the rest of the isoprenoids normally 
made from mevalonate. That cannot be good, right? 
 
That depends on who you are.  

 
For Merck and those who line their 
pockets with the hat trick, it's good. As 
long as cells remain forever blocked 
from making isoprenoids, reductase 
remains elevated. And as long as 
reductase remains elevated – LDL 
receptors are made. And as long as LDL 
receptors are made, blood cholesterol is 
shifted onto LDL receptors and lowered 

in the blood at the expense of poisoning cells with cholesterol. 
And as long as cells are destroyed more illnesses are created and 
drug companies cash in more than ever. 
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Brown and Goldstein’s 1985 Nobel speech (available on line for 
the public record) tells half the story on how statins work. Statin 
prescriber information sheets tell half the story too.  
 
Merck and Dallas spared consumers and prescribers from 
confusing “details” – that statins block all isoprenoids of which 
cholesterol is only one – and that isoprenoids are needed for 
cells to replicate. Most physicians have never even heard of 
isoprenoids. They are only taught that mevalonate makes 
cholesterol. They do not know that mevalonate is required for 
cell cycles. They do know that cell cycles are broken in cancer 
cells and that there is supposedly no cure for cancer.  
 
Science and money never mix. 

Using half-truths, Merck kept us all from confusing details. 
Statins would be called “reductase inhibitors” and marketed as 
drugs that block “the rate-limiting enzyme of cholesterol 
synthesis” (not mevalonate synthesis). Not a word about the 
reflexive increase in reductase and low blood cholesterol levels 
that are seen in most if not all types of cancer (chapter 7).  
 
Brown and Goldstein's 1985 Nobel speech would become the 
“standard” taught in medical school on how statins work. 
Telling half-truths would yield two hundred million consumers 
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(and growing). That’s enough to support a whole army of 
ghostwriters to publish bogus claims, bury absolute science with 
relative statistics, keep all the players silent about the science that 
proves the harmful effects and pay off any injury claims that 
manage to sift through the obfuscations.  
 
So, voila! Take statins, choke off the life cycle of 
liver cells so that reductase kicks into overdrive 
to “trick” liver cells into mass-producing 
cholesterol receptors that soak up supposedly-bad 
blood cholesterol – most of which is normally 
made by the liver via the mevalonate pathway in 
the first place. Get blood tested and “WOW!” – 
just like magic – LDL “bad” cholesterol is lower.  
 
WAIT A MINUTE!! STOP!!! 
Like the magic trick with the disappearing-dove, lowering blood 
LDL cholesterol with a statin comes with a death sentence. The 
bird didn't disappear. As the cage was crushed, it was shoved into 
a secret box in the bottom of the cage. It happened so fast, and 
you were so distracted, you didn't hear the dove cry, the bones 
crunch or see the blood splatter. 
 
Watch again. Closer. Did you see it this time?  
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Chapter 8:  Elevated Reductase and Cancer 
 
Statins are like a six-chambered pistol loaded with one bullet 
that, when held to the head and fired, might or might not fire. 
That is essentially the bill of goods that Merck sold to the FDA. 
 
Statins are fungal toxins extracted from disease-causing fungi. 
They are loaded guns.  
 
Statins cause cells to rot because that is what 

fungal toxins do. 
 
Fungal toxins interrupt normal fat, protein and carbohydrate 
metabolism. That is because fungal toxins cause biological 
matter – made up of fat, protein and carbohydrates – to decay. 

 
Some fungal toxins are so potent that 
they cause cells to fall apart – all in 
keeping with the function of fungi. 
Predictably, many mycotoxins 
(“myco” means “fungus”; 
“mycotoxin” means “fungal toxin”) 
interrupt normal cell function of the 
nucleus and cause cancer. This 
should be no surprise, because the 
nucleus controls reductase, which 
controls cell cycles. Predictably, 
these cancer-causing toxins cause an 

elevation in reductase, which in turn can induce runaway cell 
cycles. When cell cycles are out of control (elevated reductase) 
we have a setup for CANCER. 
 
Now you know why Sankyo abandoned statin development after 
discovering cancer in half their dogs during long-term tests. 
Merck, on the other hand, would have you believe that statins 
should be used as anti-cancer therapy. 
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Do drug companies know that some fungal toxins block cell 
cycles for the short term and cause cancer in the long run? Of 
course they do! Do they tell the FDA that some of their drugs, 
like statins, are fungal toxins? No, they don’t! Instead, they 
promote these drugs as “secondary fungal metabolites”. Doctors 
don’t know what that means and, perhaps, neither does the FDA. 
 
Siperstein and others have repeatedly demonstrated a connection 
between disruption of the mevalonate pathway by a mycotoxin, 
an increase in reductase and cancer (reference 5). Elevated 
reductase in cancer cells has been widely reported for 50 years: 
 

• Siperstein and Fagan (1964) 
• Goldstein et al. (1973) 
• Brown et al. (1974) 
• Chen, Kandutsch, Heineiger (1978) 
• George and Goldfarb (1980) 
• Gregg et al. (1982) 
• Yachnin, Toub, Mannickarottu (1984) 
• Bruscalalupi, Leoni, Mangiantini et al. (1985) 
• Engstrom and Schofield (1987) 
• Erickson et al. (1988) 
• Azrolan and Coleman (1989) 
• Kawata et al. (1990) 
• Bennis, Favre, LeGuillard, Soula (1993) 
• Parker et al. (1993, 1994) 
• Elson and Yu (1994) 
• Elson (1995) 
• Elson, Peffley, Hentosh, Mo (1999) 
• Hentosh et al. (2001) 
• Peffley and Gayen (2003) 

 
Elevated reductase and runaway cell 

replication (with cancer) are connected. 
Elevated reductase and low blood cholesterol 

(with cancer) are connected. 
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Some mycotoxins like aflatoxin are so potent that they can cause 
cancer within weeks. The nucleus, by a yet unknown mechanism, 
controls reductase which controls mevalonate (and cholesterol), 
which controls cells cycles, which is broken in cancer cells. 
Because reductase is disabled by some mycotoxins, out-of-
control cell cycles can result. Cells replicate uncontrollably – in a 
word, cancer. 
 
Aflatoxin, a toxin made by a fungus that grows on grains and 
nuts, was discovered by Siperstein to disrupt the mevalonate 
pathway, increase reductase, lower cholesterol and cause cancer 
in liver cells and white blood cells (references 6-10). Sankyo 
reportedly stopped statin development after white blood cell 
cancer (lymphoma) developed in the intestines of half their dogs. 
Similarly, citrinin (a mycotoxin similar to statins) disrupts the 
mevalonate pathway, increases reductase, lowers cholesterol and 
induces cancer (reference 11).  

Statins (a mycotoxin) disrupt the mevalonate pathway, increase 
reductase, lower cholesterol and increase cancer risk.  
Mycotoxins like statins block the site on reductase where food 
molecules normally react to make mevalonate. The cell makes 
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MORE reductase to fix the problem. If the hard-wired controls 
break, and cells replicate out of control; you have CANCER. 

Mycotoxins are only one of various poisons that can block 
reductase. Endo did a thorough study of some of these toxins 
before discovering statins (which he cited in his report on citrinin 
on page 25). He knew he was playing with fire – but he had a 
reason to proceed anyway: he (and Sankyo) had been double-
crossed by Merck (reference 12). 
 
Mycotoxins are commonly found on cereal grains and all foods 
that are exposed to moisture and stored long term. Damage to 
grains by harvesting methods and improper drying and storage all 
further increase the risk of mycotoxin contamination.  
 
Veterinarians diagnose mycotoxin poisoning; physicians, on the 
other hand, prescribe it. Physician confidence is propped by FDA 
approval and “double-blind” evidence-based studies engineered 
by competing drug companies. Money and science do not mix. 
 
Some mold toxins are extremely poisonous – hence there is 
ancient wisdom in the biblical injunction to destroy homes and 
clothing defiled by mold (Leviticus 14:33-48; 13:47-59).  
 

Do NOT ingest, wear or breathe mold. 
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Chapter 9:  Apoptosis – Pop Goes the Cell! 
 
Statins are mycotoxins – and fungal toxins cause biological 
matter to decay (rot). We should expect to see holes in any type 
of cell poisoned by a fungal toxin. We should therefore expect to 
see holes in cells of people ingesting statins. 
 
Cell death occurs in two ways: necrosis (normal cell death) and 
apoptosis (death triggered by DNA damage).   
 
Statins block DNA replication and cell replication. If a cell 
cannot replicate, it dies a normal cell death without making 
progeny. This is the “first death” of statins.  

 
The first type of cell death by mycotoxins  

like statins that block reductase is necrosis. 
 
Statins also kill cells by apoptosis. Too much cholesterol in cells 
(due to reductase elevation which increases LDL cholesterol 
receptors) can be toxic to cells. This is the “second death” of 
statins by apoptosis (“pop” goes the cell). 
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The second type of cell death by mycotoxins  
 that increase reductase is apoptosis. 

We would expect cells with LDL receptors like muscle cells and 
pancreas cells to be affected by the “second death” of apoptosis. 

The resultant injury to muscle and pancreas B cells would be 
“myopathy” and type 2 diabetes:
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Another type of cell that 
makes lots of LDL receptors 
are “glial cells”. Like plastic 
that wraps around and 
prevents electrical wires from 
misfiring, glial cells literally 
wrap around nerves cells and 
prevent the nerves from 
misfiring. This protective 
wrap formed by glial cells is 
called “myelin”, is made 
largely of cholesterol, makes 
up to 90 percent of the brain 
and provides support to the entire nervous system. In other 
words, glial cells are the myelin that forms the protective sheath 
of nerves. If glial cells die by apoptosis, nerves are left with 
multiple “scars”. This is seen in multiple sclerosis (“sclerosis” 
means “scars”) and Lou Gehrig’s disease (Antero-Lateral 
Sclerosis or ALS) – both caused by statins (reference 13). 

In apoptosis, the normally compact DNA begins to fall apart 
inside the nucleus that houses the DNA (and controls reductase). 
Within 24 hours after lovastatin treatment, glial cells use up 
mevalonate. Like disintegrating twin towers, DNA falls apart.  
 
Here is a cross section of a glioma cell poisoned by lovastatin; 
the cell is full of fatty deposits (likely cholesterol) and the 
nucleus and DNA appear as if they have been “exploded”: 
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Left above: Normal twin-strands of condensed DNA before 
lovastatin. Right above: “Ground-zero” after lovastatin. 
 
DNA contains genes. Lovastatin is clearly genotoxic. Toxins that 
are genotoxic can cause cancer. A tiny dose of 0.1-µM lovastatin 
induces apoptosis in a glioma nerve cell (above). The DNA falls 
apart and leaves the nucleus looking as if hit by an atomic bomb. 
That, of course, is in keeping with what fungal toxins do: degrade 
cells. 
 
Cancer cells, despite runaway cycles, also die by apoptosis, 
which accounts for the muscle-wasting syndrome often seen in 
cancer patients. Statin injured wasting muscle has been described 
as “mush”.  
 
Again, fungal toxins are supposed to turn cells to mush – so why 
should any of this be a big mystery to any of us? 
 
Let’s make some sense of all this, shall we? We know, without a 
doubt, that statins are a chemical “hat trick” that blocks and 
increases reductase in cells – which causes cells that have LDL 
receptors to make more receptors and “sponge up” the LDL 
cholesterol from the blood. Too much cholesterol can kill cells 
by apoptosis (cholesterol poisoning). 
 
What about cells without LDL receptors? 
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We should anticipate that cells without LDL receptors to be more 
susceptible to runaway cell cycles and runaway growth…because 
they are not vulnerable to apoptosis by cholesterol poisoning. 
 
This is exactly what we find with cancer. Some cancer cells keep 
cycling and seem resistant to apoptosis. The cells quickly 
replicate, progress and spread (metastasize). Conversely, other 
cancer cells promote apoptosis: 

We should expect to see cancer cells with 
elevated reductase but without LDL receptors 
to have runaway growth without apoptosis by 

cholesterol poisoning. 
 
Cancer research should be pulled out of the weeds and focused 
on the mevalonate pathway until all of this is sorted out. Marvin 
Siperstein’s work on the cholesterol cancer connection should be 
“Cancer 101” for every researcher: 
 
1970: Cholesterol and Cancer 
1971: The of Cholesterol Biosynthesis to Cancer 
1971: Loss of Feedback Control of Hydroxymethylglutaryl 
Coenzyme A Reductase in Hepatomas 
1973: 3-Hydroxy-3-Methylglutaryl Coenzyme A Reductase 
1974: Properties of 3-Hydroxy-3-Methylglutaryl Coenzyme A 
Reductase Solubilized from Rat Liver and Hepatoma 
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1981: Isopentenyladenine as a Mediator of Mevalonate-
Regulated DNA Replication 
1983: Dual Role of Mevalonate in the Cell Cycle 
1984: Role of Cholesterogenesis and Isoprenoid Synthesis in 
DNA Replication and Cell Growth 
 
Because we all want to be strong and healthy, one of the most 
discouraging things we experience is becoming weaker with age. 
No one would take a pill that made him or her weak, at the 
expense of losing quality of life and becoming an invalid – even 
if it did lengthen life.  
 
Merck released the statin Zocor on the market after lovastatin’s 
patent ran out. As of April 2010, over 10,000 Zocor-induced 
Adverse Drug Reactions (ADRs) had been reported to the FDA; 
a remarkable 42% of injuries involved skeletal and heart muscle.  
 
The skeletal muscle injuries were two forms: general myopathy 
(muscle pain and weakness) and rhabdomyolysis. In 
rhabdomyolysis, muscles cells break down (apoptosis) and can 
block the kidney. This can result in permanent kidney damage 
and death from kidney failure. 
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Rhabdomyolysis was the 
cause of multiple deaths 
from Bayer's “powerful” 
statin Baycol. Ads boasted 
that Baycol was so strong 
that users could pull 
tugboats. Bayer voluntarily 
recalled their super-statin 
after people quickly died 

from kidney failure after taking Baycol. Injury suits have not 
been very successful, as the mechanism for rhabdomyolysis 
(apoptosis or “Pop go the muscle cells!”) has remained 
undisclosed. 
 
Glaxo discontinued development of their statin after marmosets, 
given 10 times the human dose for one month, showed shrunken 
muscle filled with tiny “moth-eaten” holes (apoptosis): 

In 2009, a study published in the Canadian Medical Association 
Journal reported muscle damage in statin users. Muscle injury 
was defined as 2% or more damaged muscle fibers per tissue 
sample. What they found in damaged muscle cells were tiny 
holes (pop go the cells):  
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The moth-eaten holes seen above are similar to the holes in 
muscle cells found by Glaxo in their marmoset experiment that 
gave them cause to abandon statins:  
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Muscle and other organ wasting in cancer (called “cachexia”) is 
also caused by apoptosis: 

Why should any of this be a surprise to anybody? Fungal toxins 
are made by fungi to make holes in matter – to rot things. We 
should expect to be able to see this with an electron microscope 
before the damage is extensive enough to see it with our eyes. 
 
Mycotoxins make holes and cause rot. Statins prove that some 
mycotoxins do this by blocking and increasing reductase, causing 
a cascade of events that sponge cholesterol from the blood into 
cells with LDL cholesterol receptors. Blood cholesterol drops, 
but cells can die by cholesterol poisoning: apoptosis. Siperstein 
and others found the same in cancer cells: elevated reductase, 
low blood cholesterol and high cholesterol inside cancer cells. 
 
Moses got the “big picture” on all of this 4,000 years ago: 
 

"If the defiling mold reappears in the house after the stones 
have been torn out and the house scraped and plastered, the 

priest is to go and examine it and, if the mold has spread in the 
house, it is a persistent defiling mold; the house is unclean. It 

must be torn down—its stones, timbers and all the plaster--and 
taken out of the town to an unclean place. Anyone who goes 

into the house while it is closed up will be unclean till evening. 
Anyone who sleeps or eats in the house must wash their 

clothes” (Leviticus 14:43-47). 
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Chapter 10: The Cholesterol Cancer 
Connection 

 
In 1960, outbreaks of liver 
cancer almost decimated the 
farm-raised rainbow trout 
population in the U.S. and farm-
raised turkey population in the 
U.K. A toxin from the fungus 
Aspergillus flavus was found in 
commercial feed and given the 
name “aflatoxin” (named after 
the fungus that makes the 
toxin). Like lovastatin, aflatoxin is a polyketide secondary 
metabolite from Aspergillus with a lactone ring. Like statins, 
aflatoxins are antibiotics that lower cholesterol. 
 
Nothing good ever came from Aspergillus terreus, a common 
disease-causing food mold, including Merck’s lovastatin. It is a 
pathogenic fungus causing aspergillosis, otomycosis, 
onchomycosis, abscesses of the aorta and various skin infections. 
Ingestion causes death in rodents and abortions in cattle. Single-
celled organisms are simple-fare: it is antibiotic, antifungal and 
even antiviral against herpes. 
 
Aspergillus terreus makes a dozen 
toxins – all of which are antibiotic or 
anti-life. This includes monacolin-K 
(Merck’s lovastatin) as follows: 
 

• Citreoviridin (antibiotic) 
• Citrinin (antibiotic) 
• Clavacin (antibiotic) 
• Ferrichrysin (antibiotic) 
• Geodin (antibiotic) 
• Monacolin-K (antibiotic) 
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• Patulin (antibiotic) 
• Terrecine (antibiotic) 
• Terreine (antibiotic) 
• Terretonine (antibiotic) 
• Territrem-A (antibiotic) 
• Territrem-B (antibiotic) 

 
Territrem A and B are so named because of the terrible “tremors” 
they cause. They are lactone polyketides with structural 
similarities to lovastatin/monacolin-K. They are potent inhibitors, 
not of reductase, but of an enzyme called acetylcholinesterase 
that is essential for normal neuromuscular function:  

Most physicians would diagnose territrem-induced spasms and 
shakes as myasthenia gravis, multiple sclerosis or a 
neurodegenerative disease such as Parkinson’s or Lou Gehrig’s 
disease. The disease would be attributed to a “genetic proclivity” 
rather than possible food poisoning by a common grain mold.  
 
Citreoviridin and lovastatin, both made by Aspergillus terreus, 
have almost identical molecular weights and formulas. Like 
lovastatin, citreoviridin weakens heart muscle and lowers blood 
pressure (some prescribers use statins to lower blood pressure). 
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Aspergillus terreus mycotoxins are also toxic to the kidneys, liver 
and nervous systems and cause birth defects and cancer. 

Our story of cancer-causing cholesterol-lowering toxic food 
molds inevitably returns to Dallas and the marvelous work of 
Marvin Siperstein. 
 
Siperstein found that cholesterol is a moving target. Because it is 
so vital to life, cells need an instant source – a sure “bulls-eye”. 
LDL receptors provide cells with a means to quickly absorb 
cholesterol from the blood. If blood cholesterol drops, then 
cholesterol production inside cells revs up. If blood cholesterol 
increases, then cholesterol production inside cells decreases.  
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To support this, Siperstein showed that dietary blood cholesterol 
actually decreases cholesterol synthesis inside cells. Cholesterol 
in the diet lowers cholesterol produced in cells from mevalonate.  

Siperstein also discovered a connection between low blood 
cholesterol, elevated cholesterol in cells and cancer. In every type 
of cancer cell he studied, the mevalonate pathway that controls 
cell cycles was out-of-control. Predictably, reductase was 
elevated. As a result, cells replicated at an escalated rate. Adding 
cholesterol to the diet did not decrease cholesterol synthesis in 
cancer cells like normal cells. 
 

• Normal cells: Increased cholesterol in diet, decreased 
reductase and decreased cholesterol synthesis in cells 
 

• Cancer cells: Increased cholesterol in diet, increased 
reductase and increased cholesterol in cells 

With reductase abnormally elevated, cancer 
cells turn on the mevalonate pathway, 

increase LDL receptors and, in time, lower 
the supply in the blood. 



 69 

Brown, working at Siperstein’s side, knew of the connection 
between elevated reductase, low blood cholesterol and cancer:  

No longer Siperstein’s right-hand man, 24 years later Brown was 
Merck’s hired hand. Fully knowing that statins, aflatoxin and 
cancer cells all elevate reductase, he unscrupulously suggested 
that the FDA approve lovastatin for anyone with “sluggish” 
cholesterol receptors” – a phrase he coined from thin air as part 
of the sales pitch. There is no evidence to support that anything 
like “sluggish cholesterol receptors” even exists. Furthermore, he 
knew there was a connection between low cholesterol and cancer. 
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Statins increase reductase – which mimics the condition of out-
of-control cell cycles in cancer cells. It was a simple matter of 
time that the link between statins and cancer would surface. 

Merck knew that cancer cells and elevated reductase were 
connected. Dallas did too. In time, independent studies showed 
that statin-treated patients had higher rates of cancer.  
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Siperstein found that the mechanism that normally regulates 
reductase was broken in all the cancer cells he studied. In some  
cancer cells, the “off” button for reductase was so broken that 
more cholesterol rather than less was made when dietary blood 
cholesterol was elevated: 

The “off” button of reductase is broken by 
statins and other common food mycotoxins 

like citrinin. 
 

These findings were reported in two of Siperstein's papers 
entitled “Cholesterol and Cancer” and “The Relationship of 
Cholesterol Biosynthesis to Cancer”. Both Nobel-worthy papers 
are available in the electronic public record and remain largely 
ignored with the rest of his marvelous work. 

Brown and Goldstein joined him in 1972 in his work on the 
cholesterol and cancer connection. A method was developed to 
measure reductase – the on/off and increase/decrease “switch” of 
the mevalonate pathway. They reported on how the normal 
controls of the mevalonate pathway were broken in ALL the liver 
cancer cells and leukemia cells they studied.  
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In every cancer cell Siperstein studied from 1968 to 1972, and 
then studied with Brown and Goldstein from 1972 to 1973, the 
mevalonate pathway and thus cholesterol regulation was broken. 
This included white blood cells that have a high demand for 
cholesterol. The predictable cancer in Sankyo’s dogs was a 
cancer of white blood cells in the organ first exposed to an 
ingested statin (small intestinal lymphomas). The mevalonate 
pathway controls went haywire; cells replicated uncontrollably. 
 
Siperstein wanted to know for sure if a broken mevalonate 
pathway was at the root of cancer. If so, a known cancer-
causing agent would disrupt the mevalonate pathway before 
any sign of cancer.  
 
He recalled the rapid cancer outbreak in 1960 when a mycotoxin 
from the food mold Aspergillus flavus was discovered as the 
cancer cause and given the name “aflatoxin” (“a” for Aspergillus 
and “fla” for flavus). Siperstein fed aflatoxin to normal cells to 
see if the mevalonate pathway would show signs of trouble 
before the cells became malignant.  
 
Within one week of giving aflatoxin to normal liver cells, the 
mevalonate pathway was disrupted, demonstrating that this was 
not an incidental finding in cancer cells.  

What proved to connect cancer and cholesterol was the 
mevalonate pathway that controls cell cycles. Mevalonate is 
required to make cholesterol and other isoprenoids for cell 
growth and replication. In some types of cancer cells, the cell 
growth and replication rate is out-of-control. Reductase is 
elevated. 
 
Because statins block cell cycles, early statin investigators 
thought statins might have clinical use as anti-cancer agents: 
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While blocking cell reproduction of cancer cells with a statin 
might seem like a good short term idea, blocking isoprenoid 
production with a statin can induce cancer in the long run. To 
understand this requires a short visit to the “ras” family. 
 

“Ras” is a famous family of proteins in 
human cells. They are famous because 
they are implicated in cancer.  
 
The Ras proteins are molecular switches 
that activate and deactivate other cell 
proteins that control communication, 
growth and replication. 

 
For ras proteins to function, isoprenoids (made from 
mevalonate) are added to them. This is called “prenylation”. 
Mutations that inhibit ras prenylation cause death or defective 
growth of cells that can become cancer. 
 
Statins obviously block prenylation of ras (also called p21ras) 
proteins. Endo tells the truth when a lie would serve him better. 
He explains clearly how blocking ras prenylation with a statin 
can cause “uncontrolled cell division” – in a word, “cancer”. 
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Endo reports that both “overproduction of p21ras proteins” or  
“mutations that abolish their (GTPase) activity” lead to cancer.  

  
An increase reductase by statins and other 

toxins can cause overproduction of ras 
proteins – leading to cancer. On the other 

hand, blockade of prenylation of ras proteins 
(by blocking mevalonate) can abolish their 

activity – again, causing cancer. 
 
Statins are not anti-cancer drugs. They are a very bad idea no 
matter how you look at them.  
 
Furthermore, all of the cancer-causing mycotoxins, including 
statins, have lactone rings. They all “inhibit” reductase and 
induce a reflexive increase in reductase (chapter 11). 
 
Could there be a connection between mycotoxins – common food 
mold contaminants – and some types of cancer? That there is 
indeed a connection has been known for over 50 years with 
aflatoxin alone. 
 
Perhaps Tullio Simoncini, MD, who cures some cancers with 
baking soda (same remedy to kill common mold on house 
plants), knows it’s that simple. He routinely records his 
successful results with laparoscopic video. 
 

Simoncini practices medicine in Italy. His work is shunned in the 
U.S. where state authorities revoke physicians’ licenses for 
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treating cancer with anything other than FDA-approved and 
financially lucrative noxious regimes. 
 
In 2009, a group of anonymous FDA scientists appealed to 
President Obama by letter and asked him to investigate rampant 
FDA corruption. This letter, coined “The FDA Corruption 
Letter”, exposes how a federal court found that a drug had been 
approved because CDER's top personnel "didn't have a choice" 
and had to "ignore the science and the law" to approve it or they 
would "be removed from their positions of authority". As if 
written for a mafiosa-movie script, the following excerpt from 
page two implies the FDA is now acting according to higher-
level direction outside the public interest:  

In spite of FDA’s approval, the public record on statins unveils 
some solid dots that connect glowing molds to low blood 
cholesterol and cancer. 	  
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Chapter 11: Lactone Rings and Cancer 
 
The liver converts all digested carbohydrates (grains, fruits, nuts 
and vegetables) into a simple sugar called glucose for release to 
the blood. Blood glucose is used by cells throughout the body 
and metabolized (broken down) into “acetyl-CoA” which makes 
MANY things – only one of which is cholesterol. 

If a cell needs cholesterol or any other isoprenoid from 
mevalonate, two acetyl-CoA molecules will react together to 
make HMG-CoA. HMG-CoA then reacts with reductase to make 
mevalonate. HMG-CoA and mevalonate have a lactone “ring”.  
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Statins have a lactone ring that matches up with reductase like a 
key in a lock even better than HMG-CoA – so the toxin takes the 
place of HMG-CoA on reductase and mevalonate is not made. 
 
The food molds Aspergillus and Penicillium make lactone ring 
mycotoxins; Merck’s lovastatin is extracted from Aspergillus and 
Endo’s ML-236B/mevastatin is made from Penicillium.  

Lactone ring mycotoxins like statins can block reductase because 
the “lactone” ring looks like the food molecule (HMG-CoA) that 
normally reacts with reductase to make mevalonate. This is 
called “mimicry” – a tactic widely used in nature to kill by 
making a poison that looks or tastes like good food.  
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NORMAL REACTION: 

REACTION BLOCKED BY TOXIN:  

Endo discovered that statins are ten thousand times more reactive 
with reductase than the normal HMG-CoA molecule from 
metabolized food. Now that’s a powerful poison.  
 
The extent that a poison can block reductase, and whether or not 
that blockade is reversible, determines both its deadly and cancer 
causing potential. Statins are reversible; citrinin is not. Endo had 
to abandon citrinin – too toxic. Baycol (cerivastatin) was 
reversible but had to be removed from the market because it 
blocked reductase too well; too many people died too quickly 
after taking the statin so that the connection of drug-induced 
death was irrefutable. 
 
There are many ways to lower cholesterol. There are a few 
poisonous food mold toxins (and snake venoms) that will do the 
trick if you’re willing to take the risk. Like acetyl-CoA, all of 
these toxins have a “lactone” ring that blocks reductase and 
which fluoresces under a UV light (mold that glows): 
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• Aflatoxin (lactone/UV-fluorescent) 
• Citrinin (inverted lactone/UV-fluorescent) 
• Fumonisins (lactone/UV-fluorescent) 
• Luteoskyrin (lactone/UV-fluorescent) 
• Monocolin-K/Statin (lactone/UV-fluorescent)  
• Ochratoxin-A (lactone/UV-fluorescent) 
• Patulin (lactone/UV-fluorescent) 
• Rubratoxin-B (lactone/UV-fluorescent) 
• Zearalenone (lactone/UV-fluorescent) 

 
All of the above fluorescent lactone ring 

mycotoxins from Aspergillus and Penicillium 
fungi lower blood cholesterol and cause 

cancer in lab animals. 
 
Mimicry is pretending to be something that you are not. The 
lactone ring in statins is an example of lethal fungal “mimicry” – 
so as to kill and rot an organism one cell at a time or to rot the 
cells of an organism that’s already dead.  
 
Merck consultant Daniel Steinberg claims that Beecham dropped 
out of the statin race in 1980 not because compactin killed cells – 
but because they failed to recognize what a “treasure” they had! 
He would have you believe that Beecham missed the golden egg 
because they didn’t understand that the “lactone” portion of their 
statin (compactin) was what interrupted reductase's function.  
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It is the lactone ring of statins that makes them poisons – and 
that is why Beecham abandoned statins. Reductase confuses this 
lactone ring with “good food” to make mevalonate. It is a deadly 
mistake for both single-celled and multi-celled organisms.  
 
Fungi make primary metabolites to live and replicate – hence the 
word “primary”. Mycotoxins are secondary metabolites made by 
poisonous molds to kill, decay and eat cells. Endo reasoned fungi 
might make lethal reductase poisons; isoprenoids are, after all, 
life-essential for every cell of any organism.  

Endo again tells the truth when a lie would sound much better. 
Isoprenoids give membranes strength (dolichol), make energy 
(CoQ10), promote cell cycles (isopentenyl adenine) and control 
cell cycles (messenger proteins such as Ras). By blocking 
isoprenoid synthesis, statins cause cells to:  
 

• Lose their shape and “round up” (i.e., loss of dolichol)  
• Stop replicating (i.e., loss of isopentenyl adenine) 
• Run out of energy to function (i.e., loss of CoQ10) 
• Replicate out of control (i.e., loss of messenger proteins) 

 
There is imminent danger to any cell when a lactone ring disables 
“Captain Marvel” reductase – the master regulator of cell cycles 
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Adding cholesterol does not rescue cells from statin toxicity (and 
from poisoning by similar mycotoxins that block reductase).  
 
Again, adding mevalonate – but not cholesterol – can rescue cells 
poisoned with a mycotoxin that blocks reductase. This proves it 
is not the blocking of cholesterol that destroys cells but the 
blocking of mevalonate (isoprenoids) from being made.  

Steinberg is correct. In the callous world of statin-making fungi, 
it is indeed the lactone ring of statins that stuffs up reductase and 
kills cells – dead. Or, if you're a human and ingest a statin, you, 
too, experience the toxic effects of reductase blockade and 
mevalonate deprivation – albeit slowly (except the Baycol 
victims who died rather quickly).  
 
What mycotoxins like statins all have in common is a lactone 
ring – thank you Dr. Steinberg. It's easy to find lactone rings 
under UV light because they fluoresce and cause cancer. Statins 
(fluorescent molds) are like an alien contaminant engineered by 
sci-fi movie antagonists to destroy an entire race. 
 
Even more outlandish is how drug companies can manage to 
persuade people to gladly pay for a fungal toxin that creates a 
slew of diseases to sell them even more drugs, escalate medical 
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costs, destroy whole nations and collapse world economies. And 
so it goes until “poof!” it all implodes. Black screen, rolling 
credits, “The End”.  
 
“Man, could you believe that story? Terrifying!” 
 
It is, indeed, the lactone ring that attaches to and disables 
reductase – and can induce cancer. Beecham got it. Glaxo got it. 
Moses got it. Merck didn’t care. 
 
Many lactone ring-bearing toxins induce cancer, destroy organs, 
disable nerves and cause muscles to tremble. 
 
More specifically, statins are “polyketide” mycotoxins with a 
lactone ring – polyketide lactone mycotoxins. The Aspergillus, 
Penicillium, Monascus and Proteus fungi make them. These are 
the same fungi from which statins are made. 
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Polyketide lactone mycotoxins are carcinogenic, mutagenic 
(mutate the genes) and teratogenic (cause birth defects).  
 
Aflatoxin, from Aspergillus flavus, is a cancer-causing polyketide 
lactone mycotoxin and food contaminant. Merck’s lovastatin, 
from Aspergillus terreus, is also a polyketide lactone mycotoxin 
food contaminant. Aflatoxin, like lovastatin, lowers cholesterol.  

The lactone ring of polyketide mycotoxins is seen with UV light 
because it has a FGP (Fluorescent Green Protein). Aflatoxin's 
cancer-causing effect is decreased 450-fold when the lactone ring 
is broken (and made no longer fluorescent):  

Similarly, and predictably, lactones are associated with statin 
toxicity.  
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Lactone ring-containing statins partially react with water into 
acid forms (some remains in lactone form). Statin-induced 
muscle damage (myopathy) is associated with the lactone form. 

Contrary to Steinberg’s claim, Beecham 
abandoned statins because glowing lactone 
ring polyketide fungal toxins are not edible. 

 
Dr. Daniel Steinberg is an American Cancer Society fellow. 
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Chapter 12: More on Molds and Cancer 
 
An enormous body of science connects mycotoxins to breast 
cancer (reported decades before statin approval by the FDA): 
 

• Dickens and Jones (1965, 1967) used patulin to produce 
breast adenomas in mice and rats. 

 
• Saito (1971) and Corrado (1971) both induced breast 

cancer in mice with moldy rice extracts. (Endo extracted 
his first statin from moldy rice.) 
 

• Schoental et al. (1979) reported that breast cancers were 
induced in rats dosed with T-2 toxin. 

 
• Boorman found breast fibroadenomas in over 50% of 

ochratoxin-fed female mice (1988). Fibroadenomas 
increase risk for breast cancer in humans (Dupont, 1994). 

 
There are other connections that have been made with human 
cancers and mycotoxins.  

Many mycotoxins, including statins, suppress the immune 
system. The drug cyclosporine, a fungal mycotoxin-antibiotic, is 
prescribed long-term to suppress the immune system in organ 
transplant patients. In 1986, First and Penn reported that cancer 
developed in 87 out of 88 patients given cyclosporine after an 
organ transplant; most of the malignant cancers were breast, 
ovarian and testicular. (These tissues are highly dependent upon a 
balance of hormones made from cholesterol.) 
 
Cyclosporine-induced cancer, including breast cancer, has been 
reported by Vogt (1990) and Escribano-Patino (1995). Harrison 
and his team (1993) found aflatoxin DNA in a sampling of breast 
cancer tissue. A 1986 French study by Lé found an association 
between breast cancer and mold-fermented (“blue cheese”) 
cheese consumption. 
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Again, do NOT eat mold – no matter how 
good it tastes! 

 
Taylor and Georgian-Smith (1994) found a regression of breast 
cancer malignancy and calcifications with the antifungal drug 
Tamoxifen. 
 
Cancer clusters in mold-contaminated buildings have also been 
reported. In 2006, 28 of 102 staff members and two students at a 
New Richmond, Wisconsin elementary school were diagnosed 
with cancer (contaminated air filters were found). In 2004, 20 
teachers at a Swedish high school, where toxic black mold was 
found, developed cancer.  
 
The relationship between aflatoxin from Aspergillus flavus and 
hepatocellular carcinoma is now well known. Nevertheless, 
throughout the Far East, Aspergillus flavus is still used instead of 
yeast to ferment beverages. Saki and soy sauce are both made, 
respectively, by fermenting rice and soybeans in the presence of 
Aspergillus flavus. Hepatocellular carcinoma remains the 
leading cancer in Asia. 

The EPA web site posts information on mycotoxin-related 
diseases and cancer:  

Siperstein found low blood cholesterol in eight different types of 
cancer. He suggested cholesterol testing might be used for early 
diagnosis of cancer. Some mycotoxins, like statins, lower blood 
cholesterol by moving cholesterol into cells with LDL receptors. 
Again, this is the pattern that Siperstein found in cancer cells; it 
is the opposite of normal cells:  
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• Normal cells: Ingestion of dietary cholesterol leads to 
decreased reductase and decreased cholesterol synthesis 
in cells. 
 

• Cancer cells: Ingestion of dietary cholesterol leads to 
increased reductase and increased cholesterol inside cells 
(leading to below-normal blood cholesterol). 
 

• Statin-fed cells: Ingestion of dietary cholesterol leads to 
increased reductase and increased cholesterol inside cells 
(leading to below-normal blood cholesterol). 

 
These studies link an increase in cancer with statin use: 
 

• PROSPER 
• SEAS 
• Chang et al. 2011 (Taiwan prostate cancer study) 
• CARE (breast cancer) 

 
In the PROSPER trial, there was a 25% increase in newly 
diagnosed cancers in older people after four years of statin use. 
In the CARE trial, 12 women in the statin group developed breast 
cancer, compared to only one in the placebo group. A 2011 study 
in Taiwan found more prostate cancer in male statin users. 
 
Again, two mechanisms account for statin-induced cancer: 
 

1. Statins indirectly reproduce the state of cancer cells 
by inducing an increase in reductase. 
 

2. Statins directly induce cancer via the same 
mechanism as other cancer-causing mycotoxins (such 
as interrupting normal ras protein function). 

 
The elevated reductase seen in many cancer cells is either a 
symptom or cause of some cancers. Since most cancer cells 
elevated turnover rates, it makes sense that reductase would be 
elevated. Many (if not all) cancer cells have elevated reductase.  
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Again, statins elevate reductase.  
 
Brown, Goldstein, Endo, Merck scientists and others repeatedly 
demonstrated that the reflexive increase in reductase with statins 
is due to isoprenoid starvation. If the reflexive increase in 
reductase lies at the root cause of some cancers and is not just a 
symptom, we would expect that feeding statin-fed cells various 
plant isoprenoids might prevent and reverse cancer. And it does. 

 
Dietary isoprenoids suppress reductase and 

therefore suppress runaway cell cycles. 
 
Statins have been touted to have “anti-cancer” properties. How 
can that be? Remember, statins block cells from cycling, and so 
statins and other mycotoxins that block reductase also stop 
cancer cells from replicating – initially. What drug company 
studies DON’T report is that, in due time (longer than most 
studies bother to investigate) statins can also induce runaway cell 
cycles by causing cells to make MORE reductase and blocking 
messenger Ras proteins (chapter 10). Because statins are 
reversible and less toxic than citrinin or cerivastatin, this may 
take years rather than weeks as in the case of aflatoxin.  
 
Upon short-term first look, statins would block cell cycles of 
cancer cells – and appear to be miracle drugs for cancer. But that 
is not the big picture.  
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Plant-made dietary isoprenoids, on the other hand, decrease 
reductase. 

 
The following table includes the type and amount of plant-based 
isoprenoid that suppresses the respective type of cancer: 

If elevated reductase in cancer cells is due to 
isoprenoid starvation, then plant isoprenoids 

should suppress cancer – and they do. 
 
Plant isoprenoids that reduce cancer risk are a class called 
“phytoalexins” that include plant isoflavanoids. Phytoalexins are 
made by plants to surround, isolate and kill invading fungi. 
 
Siperstein is the father of these discoveries. Sadly it was his work 
that also sent a whole bunch of scientists down the malevolent 
pathway – and into the Dark Age of Medicine. 
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PART TWO: THE DARK AGE OF 
MEDICINE 
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Chapter 13: Mycotoxicosis, the Missing 
Diagnosis 

 
What we know about the direct effects of taking statin drugs is a 
potential boon to medicine and cancer research. A growing body 
of evidence has already surfaced on a swath of chronic diseases 
caused by statins.  
 
Statins are implicated in cancer, Lou Gehrig’s disease, Lupus, 
Multiple Sclerosis, Guillain-Barre Syndrome, various muscle 
disorders including Muscular Dystrophy and Myasthenia Gravis, 
chronic fatigue, Type 2 diabetes and a whole host of disease to 
which there has been no definitive known cause – and therefore 
no known cure – until statins. That is the good news of statins.  
 
Before statins there was no known cause for these dreaded 
degenerative, inflammatory and autoimmune diseases – most 
with increased cancer risk – that we now know statins cause: 
 

1. Statins, Neuromuscular Degenerative Disease and an Amyotrophic Lateral 
Sclerosis-Like Syndrome (Lou Gehrig’s Disease): An Analysis of Individual 
Case Safety Reports from Vigibase (2007) 

2. Disorder Resembling Guillain-Barre Syndrome on Initiation of Statin 
Therapy (2004) 

3. Atorvastatin-Induced Reversible Positive Antinuclear Antibodies (Jimnez-
Alonso et al, 2002) 

4. High Antiphospholipid Antibody Levels are Associated With Statin Use 
(Broder et al, 2012) 

5. Drug-Induced, Ro/SSA-Positive Cutaneous Lupus Erythematosus (Srivastava 
et al, 2003) 

6. Statin-induced Ro/SSa-Positive Subacute Cutaneous Lupus Erythematosus 
(Isuchak et al, 2007) 

7. Statins and Lupus Erythematosus (Noel, 2003) 
8. Statin-Induced Lupus: a Case/non-Case Study in a Nationwide 

Pharmacovigilance Database (Moulis, 2012) 
9. Lovastatin-Induced Lupus Erythematosus (Ahmad, 1991) 
10. Autoimmune Hepatitis Triggered by Statins (Alla, 2006) 
11. Association Between Statin Use and Lupus-Like Syndrome Using 

Spontaneous Reports (Hilda et al, 2011) 
12. Simvastatin-Induced Lupus-Like Syndrome (Ahmad et al, 2000) 
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13. Lupus Like Syndrome Associated With Simvastatin (Bannwarth et al, 1992) 
14. Lupus-Like Syndrome Associated With Simvastatin (Hanson, 1998) 
15. Simvastatin-Induced Lupus Erythematosus (Khosla et al, 1998) 
16. Lupus-Like Syndrome Associated with Statin Therapy (Noel, 2004) 
17. Fatal Lupus-Like Syndrome and ARDS Induced by Fluvastatin (Sridhar, 

1998)  
18. Drug-Induced Lupus-Like syndrome Associated With Severe Autoimmune 

Hepatitis (Graziadei et al, 2003) A Comprehensive Description of Muscle 
Symptoms Associated with Lipid-Lowering Drugs (2003) 

19. Cardiopulmonary Function Is Abnormal After Statin-Induced 
Rhabdomyolysis and Myositis (2004) 

20. Association Between Statin-Associated Myopathy and Skeletal Muscle 
Damage (2009) 

21. Clinical Characteristics of 1053 Patients with Statin-Associated Muscle 
Complaints (2004) 

22. Clinical Perspectives of Statin-Induced Rhabdomyolysis (2006) 
23. Decreased Skeletal Muscle Mitochondrial DNA in Patients Treated with 

High-Dose Simvastatin (2007) 
24. Fatal and Widespread Skeletal Myopathy Confirmed Morphologically Years 

After Initiation of Simvastatin Therapy (2007) 
25. FDA Adverse Event Reports on Statin-Associated Rhabdomyolysis (2002) 
26. HMG CoA Reductase-Inhibitor-Related Myopathy and the Influence of Drug 

Interactions (2002) 
27. How Common is Rhabdomyolysis in Patients Receiving Lipid-Lowering 

Therapy? (2005)  
28. Incidence of Hospitalized Rhabdomyolysis in Patients Treated with Lipid-

Lowering Drugs (2004) 
29. Increased Exposure to Statins in Patients Developing Chronic Muscle 

Disease: A 2-Year Retrospective Study (2007) 
30. Increases in Creatine Kinase After Exercise in Patients Treated with HMG 

Co-A Reductase Inhibitors (1990) 
31. In Vivo and in Vitro Characterization of Skeletal Muscle Metabolism in 

Patients with Statin-Induced Adverse Effects (2006) 
32. Lovastatin Increases Exercise-Induced Skeletal Muscle Injury (1997) 
33. Managing Statin-Induced Muscle Toxicity in a Lipid Clinic (2011) 
34. McArdle's Disease Diagnosed Following Statin-Induced Myositis (2004) 
35. Methods and Compositions for the Treatment and Diagnosis for Statin-

Induced Myopathy (2009) 
36. Mild to Moderate Muscular Symptoms with High-Dosage Statin Therapy in 

Hyperlipidemic Patients – The PRIMO Study (2005) 
37. Mitochondrial Alterations in Muscle Biopsies of Patients on Statin Therapy 

(2004) 
38. Muscle Abnormalities in Four Patients Taking Statins to Treat Unfavorable 

Cholesterol Levels (2002) 
39. Muscle Symptoms Associated with Statins: A Series of Twenty Patients 

(2006) 
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40. Observations From a Statin Myopathy Clinic (2006) 
41. Occurrences of Rhabdomyolysis or Myositis Among Statin Users in a 

Veteran Affairs Population (2004) 
42. Outcomes in 45 Patients with Statin-Associated Myopathy (2005) 
43. Polymyositis Induced or Associated with Lipid-Lowering Drugs: Five Cases 

(2004) 
44. Polymyositis Associated with Simvastatin (1997) 
45. Potential Adverse Effects of Statins on Muscle (2005) 
46. Pravastatin-Associated Inflammatory Myopathy (1992) 
47. Professional Athletes Suffering From Familial Hypercholesterolaemia Rarely 

Tolerate Statin Treatment Because of Muscular Problems (2004) 
48. Severe Polymyositis with Simvastatin Use (2003) 
49. Rhabdomyolysis Induced by a Single Dose of a Statin (2004) 
50. Rhabdomyolysis Secondary to Lovastatin Therapy (1990) 
51. Risk for Fatal Statin-Induced Rhabdomyolysis as a Consequence of 

Misinterpretation of ‘Evidence-Based Medicine’ (2005) 
52. Severe Muscle Disorders Associated with Statins: Analysis of Cases Notified 

in France up to the end of February 2002 and Data Concerning the Risk 
Profile of Cerivastatin (2005) 

53. Simvastatin-Induced Rhabdomyolysis in a Patient with Chronic Renal 
Failure (2000) 

54. Simvastatin-Induced Rhabdomyolysis Followed by a MELAS syndrome 
(1993)  

55. Statin-Associated Exacerbation of Myasthenia Gravis (2004) 
56. Statin-Associated Muscle-Related Adverse Effects: A Case Series of 354 

Patients (2010) 
57. Statin-Induced Myositis Migrans (2002) 
58. Statins and Myotoxicity: A Therapeutic Limitation (2006) 
59. Underappreciated Statin-Induced Myopathic Weakness Causes Disability 

(2005)  
60. Association of HMG-CoA reductase inhibitors with neuropathy (2003) 
61. Atorvastatin-Induced Polyneuropathy (2003) 
62. Australian Adverse Drug Reactions Bulletin: Statins and Peripheral 

Neuropathy 
63. Lipid Lowering Drugs Prescription and the Risk of Peripheral Neuropathy: 

An Exploratory Case-Control Study Using Automated Databases (2004) 
64. Inhibition of Cholesterol but not of Nonsterol Isoprenoid Products Induces 

Neuronal Cell Death (1999)  
65. Peripheral Neuropathy Associated with Simvastatin (1995) 
66. Presymptomatic Neuromuscular Disorders Disclosed Following Statin 

Treatment (2006) 
67. Statins and Peripheral Neuropathy (1999) 
68. Statins and Peripheral Neuropathy: Causation or Coincidence? (2011) 
69. Statins and Risk of Polyneuropathy: A Case-Controlled Study (2002) 
70. Statin-Associated Peripheral Neuropathy: A Review of the Literature (2004) 
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71. Statin Therapy and Small Fibre Neuropathy: A Serial Electrophysiological 
Study (2003) 

72. Acute Onset and Worsening of Diabetes Concurrent with Administration of 
Statins (2005) 

73. Acute Pancreatitis Induced by Fluvastatin Therapy (2002) 
74. High-dose atorvastatin Associated with Worse Glycemic Control: A 

PROVE-IT Substudy (2004) 
75. Drug Induced Pancreatitis Might be a Class Effect of Statin Drugs (2005) 

 
Since statins can cause these so-called “incurable” ills, when a 
cause is known the cure can follow. There is a clear connection 
between these debilitating diseases and mycotoxicosis.  
 

The missing diagnosis is: “Mycotoxicosis”. 

There is much to learn from statins as to the cause and effect of 
mycotoxins and disease. Since the discovery of aflatoxin in 1960, 
about 400 mycotoxins have since been identified and more are 
discovered every year – and find their way to our medicine 
cabinets. What is yet known about mycotoxins and their 
mechanisms of action on living cells, including cancer, is still in 
its infancy.  
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Physicians receive little to no training on mycotoxins and 
mycotoxicosis while veterinarians receive entire courses on the 
subject, including diagnosis and treatment. Physicians are not 
even taught that some antibiotics and statins are mycotoxins in 
the first place. If you informed your physician that your statin 
prescription was for a mycotoxin from a disease-causing food 
mold, he or she wouldn’t know how to process that information; 
they have no training on how mycotoxins destroy cells. 
 
Because of what is now known about statins, mycotoxicosis need 
no longer be the forgotten diagnosis for cancer and acute and 
chronic degenerative, inflammatory and autoimmune diseases. 
 
This terrible man-made plague has the potential to unlock many 
diseases heretofore “diagnosed” with only Greek descriptions 
and then “treated” with poisonous drugs that make a killing for 
drug companies and their stockholders. The good of statins is that 
scientists can now remove the blindfolds and back-engineer 
through that knowledge. Real diagnoses can now be established 
so as to save lives with proper remedy rather than continue to 
bilk repeat customers with disease “treatments”. 
 

Mycotoxicoses has plagued 
mankind for as long as grains 
have been a staple. A 16th 
century painting called “The 
Beggars” by Pieter Bruegel 
portrays amputees wearing 
foxtail ponchos (similar to 
lepers’ capes). These beggars are 
the likely victims of foxtail 
poisoning or ergotism, once 

epidemic in the Netherlands and caused by a mycotoxin from a 
fungus that infests cereal grains like foxtail millet. Ergotism 
causes nerve and vascular disease: burning sensations (“St. 
Anthony’s Fire”), tremors (“staggers” in cattle), swollen legs due 
to blood vessel constriction, gangrene and finally below-the-knee 
amputations from reduced blood flow.  
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With medicine upside down and in the Dark Age, ergot is used 
today to make migraine medications (ergotamines) to reduce 
blood flow to the brain that causes head pain. Physicians do NOT 
know that ergot is a fungal toxin that causes vascular disease. 
Predictably, migraine sufferers have three times the risk of stroke 
and heart attack (reference 14). Physicians naturally conclude 
that migraine is the cause – and not the ergot medications. 
Because physicians are not educated in mycotoxicosis and do not 
know that some of the drugs they dispense are mycotoxins, they 
miss the diagnosis of “drug-induced mycotoxicosis”.  
 
Cells are made of the three food groups: fats, protein and 
carbohydrates – and mycotoxins break down cells. Mycotoxins 
do this by disrupting the normal metabolism of fats, protein and 
carbohydrates inside cells. 
 

The nucleus houses the 
“code” (DNA and RNA) 
from which enzymes like 
reductase are made that 
control fat, protein and 
carbohydrate metabolism. 
Mycotoxins disrupt the 
DNA and RNA of cells; 
this in turn disrupts the 
making of fats like 
cholesterol (reference 15).  
 
That statins block an 
enzyme involved in 
cholesterol synthesis is in 
keeping with the action of 
mycotoxins. However, the 
enzyme blocked by statins 
(reductase) is intricately 
connected to the DNA-

containing nucleus – also in keeping with the action of 
mycotoxins. 
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By blocking normal metabolism of carbohydrates, fats and 
proteins, mycotoxins cause cells to malfunction and fall apart. 
That, too, is in keeping with the action of fungi: decomposition, 
decay and degeneration – pick a “de-” word – they all mean the 
same: to de-grade.  
 
That is what fungi do. 
 

Mycotoxins are spread by and released 
from airborne mold spores. Invasion of 
food, particularly grains and nuts, can 
happen during any phase of production: 
growth, harvest and storage. Conditions 
that do not favor one mold can favor 
another. These include the number of 
spores in a field, storms, insect damage, 

temperature and humidity. Mechanical 
damage at harvest makes grains even 
more vulnerable to spores. During 
storage, mold can grow in hot, damp 
and poorly vented silos (reference 16). 
Poisoning of milk and meat can also 
happen when animals eat moldy grains.  
 
Veterinarians are well apprised that animal grains are subject to 
mycotoxin contamination; as a result, mycotoxicosis is routinely 
diagnosed in animal medicine. The same farming techniques, 
however, apply to human feed grains.  
 
Humans are at risk of mycotoxicosis from multiple sources: 
 

1. Meat and dairy. 
2. Grains, nuts, fruits and vegetables. 
3. Mycotoxin-derived animal antibiotics. 
4. Mycotoxin-derived medical drugs (i.e., 

penicillin, griseofulvin, ergotamine, 
streptomycine, cyclosporine and statins). 
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While some mycotoxins such as statins have been approved for 
use as pharmaceuticals, physicians only know that they are made 
from fungi, that they “inhibit” reductase and that reductase is 
needed for cells to make cholesterol. They do not know that 
reductase is needed for cells to make a long list of isoprenoids 
that are involved in cell growth and replication. Neither do they 
know that long-term use of mycotoxin antibiotics such as statins 
and cyclosporine are associated with cancer. Neither are they 
taught that mycotoxins are associated with cancer. 
 
Mycotoxins kill cells by disrupting a life-essential biochemical 
pathway. Cholesterol is vital to life; therefore, some fungi have 
evolved methods to destroy cholesterol. The first FDA-approved 
statin, lovastatin (Mevacor) is a mycotoxin derived from the 
filamentous food mold Aspergillus terreus. 

 
Aspergillus terreus is one of the most 

poisonous molds on earth. Its spores cause 
more deadly infections in humans than any 

other Aspergillus species (reference 17). 
 
Aspergillus terreus is an active mycotoxin 
maker. Many of these lower cholesterol, destroy 
human cells and induce cancer. Some are so 
poisonous they are used to make bioweapons.  
 
These fungal toxins include: 
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• Citreoviridin (Franck and Gehrken, 1980) 
• Patulin (Draughon and Ayres, 1980) 
• Emodin (Fujii et al., 1982) 
• Terretonin (Springer et al., 1979; Li et al., 2005) 
• Geodin (Kiriyama et al, 1977; Ronnest et al., 2011) 
• Territrems (Ling et al., 1979)  
• Gliotoxin (Lewis et al., 2005; Kupfahl et al., 2008) 
• Cytochalasin E (Fujishima et al., 1979) 
• Citrinin (Sankawa et al., 1983) 
• Statin: Compactin/Monacolin-K/ML-236B (Endo, 1978) 

 
It was from a citrinin-making poisonous food mold (Penicillium 
citrinum that the first statin was found. Similar in structure to 
citrinin, it is used today to make pravastatin (Pravachol) for 
lowering cholesterol. Citrinin and statins are similar in size and 
weight, and separating a mycotoxin is not an exact science. A 
recent study found that one-third of naturally fermented statins 
(red yeast rice) was contaminated with citrinin (reference 18). 
 
The poisonous action of citrinin on blocking reductase in cells is 
irreversible (too deadly). Again, that is why Endo abandoned 
citrinin in favor of statins. The poisonous action of statins on the 
enzyme reductase is reportedly reversible. Some studies, 
however, have shown that muscle cell damage continues even 
after stopping the drug. Could this be due to contamination with 
citrinin or other closely related mycotoxins? Who knows? 
 
No one knows for sure. This is, after all, the Dark Age of 
Medicine; a lot of business is transacted on blind trust: The FDA 
trusts the drug companies; doctors trust the FDA; patients trust 
their physicians. Trust and money, however, should not mix. 
 
Despite all that trust, there are no quality assurance tests required 
by the FDA to ensure statins are “contaminant free” from other 
mycotoxins more toxic than statins. It is disconcerting (or telling) 
that methods of mycotoxin separation have been developed to 
protect workers from exposure to citrinin when statins are made.  
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Mycotoxins range in molecular weight from 200 to 500 grams 
per mole. Merck’s lovastatin (C24H36O5), has a molecular weight 
of 404.54 that is almost identical to citreoviridin (C23H30O6) with 
a molecular weight of 402.48.  
 
In humans, citreoviridin concentrates in the central nervous 
system and causes an ascending paralysis, convulsions and 
respiratory arrest (reference 19) – all symptoms of Lou Gehrig’s 
disease or Amyotrophic Lateral Sclerosis (ALS). Statin-induced 
neuropathy (nerve damage) and ALS are now well documented.  
 

• Amyotrophic Lateral Sclerosis-Like Conditions Arising in 
Association with Cholesterol-Lowering Drugs: Hypothesized Role 
for Oxidative Stress and Mitochondrial Injury (2009) 
 

• Assessing the Risk of Drug-Induced Neurological Disorders: Statins 
and Neuropathy (2002) 
 

• Statin Therapy Inhibits Remyelination in the Central Nervous System 
(2009)  

 
• Multiple Mononeuropathy Associated to Treatment with Pravastatin 

(2006) 

Many mycotoxins are neurotoxins – including citrinin. If you 
have ever taken statins, you were ingesting a nerve toxin – and 
who knows how many other nerve toxins may have been mixed 
in the process of statin preparation. The FDA was not even 
apprised that the first approved statin (Merck’s lovastatin) is a 
mycotoxin; there can be no quality control by an agency that has 
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been kept in the dark about what they’ve approved in the first 
place. Upon review of the public record of the lovastatin FDA 
advisory committee meeting, it is apparent that the FDA did not 
know that a “secondary fungal metabolite” is the same as 
“mycotoxin” and that many mycotoxins are nerve toxic 
antibiotics (reference 20). 

There’s a whole lot of shaking going on since the approval of 
statins for lifetime use in humans. In 1979, a new type of 
mycotoxin was isolated from rice mold Aspergillus terreus (used 
to make lovastatin). These mycotoxins, named “territrems”, 
cause tremors in lab rats.  

Like citrinin and statins, territrems are lactone-containing 
polyketides. In lab animals they cause tremors, spasms, twitching 
and loss of muscle (amyotrophy) – all symptoms of ALS – and 
all complications reported with statins. By a process of exclusion, 
most physicians would diagnose territrem-induced shakes as 
Multiple Sclerosis, Parkinson’s or Lou Gehrig’s disease (did 
Michael J. Fox ever take statins – or is he still taking them?). The 
disease would be attributed to a “genetic proclivity” rather than 
mycotoxicosis.  

Tremors are a reported complaint with statin users and cancer 
patients taking various poisonous chemotherapy regimens. 
Unsurprisingly, a 2007 study reported an association with statin 
use and tremors. Like the low cholesterol-cancer connection, they 
found that Parkinson's disease is linked to lower levels of LDL 
cholesterol or to the statins that reduce it. 
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Territrems are potent poisons that bind irreversibly with an 
enzyme called acetylcholinesterase that normally degrades the 
excitatory nerve transmitter acetylcholine. This causes tremors. 

Nerve problems including tremors are a complication of cancer 
chemotherapy. Chemotherapy drugs, like alkaloids, are toxins. 
If you or a loved one is on chemotherapy, do not count on your 
physician having a clue as to whether or not a chemotherapeutic 
toxin blocks reductase or another vital enzyme – or not. Medical 
doctors, for example, are taught that penicillin (a mycotoxin) 
interrupts “cell wall” synthesis. Since bacteria have cell walls and 
human cells do not, microbes are targeted and human cells 
spared. It sounds too good to be true – a miracle drug! And it is 
(too good to be true) and it is not (a miracle drug). Drug 
companies call rapid death by penicillin an “allergy” when 
autopsies reveal mass hemolysis (rupture of red blood cells). 
 
That is what fungal toxins do. 
 
Mycotoxins, marketed as “natural products”, have too many 
degenerative effects on cells to list. Thanks to statins, however, 
mycotoxicosis can no longer be the forgotten diagnosis for 
degenerative conditions. Since FDA approval of statins, the 
effects of a single mycotoxin has surfaced – and it induces all 
kinds of debilitating diseases like cancer, ALS and Parkinson’s 
that, before statins, there was no known cause. In hindsight, that 
is the good of statins – if medicine ever awakes from the slumber  
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Chapter 14: Blind Guides 
 
Health is a precious possession; once it is lost, little else matters. 
Because it is natural to be anxious to have health restored no 
matter the cost, charlatans and racketeers have always exploited 
medicine. The weak are subject to become prey of the strong. 
 
In the late 1920’s, Royal Raymond Rife 
invented the Universal Microscope. It rivaled 
today’s electron microscopes not only because 
it used all types of light (polarized, white light, 
dark field and infra-red), but, more importantly, 
because it magnified living microbes. In 
electron microscopy, specimens are killed and 
damaged by freezing and cutting preparations. 

With his microscope, Rife 
recorded living microbes that 
changed into all sorts of 
shapes before his eyes. This 
included tiny organisms 
inside cancer cells, so small 
that they passed through 
filters that normally trap 
microbes. He developed a 

method to kill the tiny “cancer virus” using resonance frequency 
sound waves. He documented all of this with video. 

Physicians sent Rife 17 cancer 
patients; all were healed. On 
November 20, 1931, a banquet 
was held at Dr. Milbank 
Johnson’s home in Pasadena to 
celebrate “The End of All 
Disease”. Forty-four physicians 
attended to honor Rife. 
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Rife with controversy, the American Medical Association and 
state authorities set to eliminate the competition; in short time, 
they confiscated Rife’s research and revoked the licenses of 
physicians who refused to turn in their microscopes. In less than 
a decade Rife was broke, his million-dollar microscopes were 
destroyed and a sister lab in New Jersey was burned. 

To this day, not a single fragment of a Rife microscope (made of 
almost 6,000 pieces) can be found. Three of his sound machines 
have been reportedly located, but these are useless without the 
Universal Microscope to observe the target living microbes.  
 
Most medical doctors today have never heard of the Universal 
Microscope or the once-celebrated victory over cancer. They 
remain blindfolded, using instruments with which they cannot 
see and prescribe radiation and toxic drugs to “treat” cancer to 
the tune of $300,000 per patient. 
 
The Dark Age of medicine was preserved at all cost. Without the 
Universal Microscope to open their eyes, the blind (physicians) 
can continue to lead the blind (their patients) and make lots of 
money for the drug trust – especially with “treating” cancer. 
 
What Rife called the “cancer virus” is the tiniest organism that 
resides in all living things – called Mycoplasma, protits or 
somatids. In a wet, acid environment, they change into a flexible, 
fungal-like form (“Myco” in “Mycoplasma” means “fungus” and 
“plasma” means “flexible”) – and death is the ultimate wet, 
acidic environment (a healthy body is alkaline and not acidic).  
 
Unlike fungi, however, these tiny microbes lack a rigid cell wall 
and instead have a fluid membrane that constantly changes shape. 
They are currently classified as bacteria – but since bacteria, too, 
normally have a rigid cell wall they are instead called “Cell Wall 
Deficient bacteria” – or CWDs for short. 
 
As you will see, CWDs are better represented as a separate 
kingdom of life or as part of the kingdom of fungi rather than 
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part of the kingdom of bacteria. Like fungi, they grow a rigid cell 
wall in an abnormally acidic body and turn dust to dust and ashes 
to ashes – from the inside out. Like fungi, they can branch out 
with filament-shaped walls – but again, this is only in the right 
degenerative disease-promoting environment. 
 
CWDs normally look like infinitesimally miniscule globs of lipid 
(fat) and reside in all humans, animals, insects, microbes and 
plants. Most people, including medical doctors, know little to 
nothing about them. This can cost you your life. 
 
Despite they are intimately connected to life, health, disease and 
death, less is known about CWDs than is known. They are 
extremely difficult to culture. It takes a special microscope using 
live fluid and tissue samples to see them, which, since the 
destruction of Rife’s microscope, is no longer used in modern 
medicine. Specimen preparation for the electron microscope kills 
the organisms. This makes it very difficult to identify them, and 
impossible to study their life cycles. 
 

With a somatoscope, on the other hand 
(developed by Gaston Naessens of Canada 
who, like Rife, has been castigated, 
persecuted and kept in the fringes), CWDs 
are magnified with condensed light so that 
they can be viewed alive. Naessens calls 
CWDs “somatids” – hence the term 
“somatoscope”. With this they can easily be 
seen all lit up and bouncing around in tissue 
fluids (blood, lymph, urine or vegetable 
juice) like tiny “dancing” particles of light. 

 
Most medical doctors have also never heard of Gaston Naessens 
or the somatoscope – never mind a CWD microbe. This is all by 
design so the spin of treating disease for dollars continues 
uninterrupted. 
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Almost a century ago, Günther Enderlein observed CWDs in 
blood samples with a dark field microscope; he called them 
“endobionts” and “protits”. He found them in everything – even  
in the dust of mummies. He thought they were indestructible and 
were the source of cell life. 
 
Most physicians do not know that CWDs are 

found in human blood, tissue and fluids. 
 
CWDs cannot be seen with routine bright field microscopes, 
which view only dead cell samples – so doctors remain 
unenlightened. Without this information, medicine remains 
captive to its current Dark Age. (See below/right: CWDs are the 
tiny “specks” of light near the illuminated large red blood cell.) 

CWDs are so small that they slip undetected through urine testing 
machines. When the body becomes too acidic and they over-
multiply and infect the urinary tract system, a urine test might 
prove positive for elevated white blood cells but negative for 
bacteria. Normal urine should have no bacteria and no white 
blood cells. CWDs may over-proliferate in acidic conditions (as 
do fungi) and cause, undetected, as many different disease 
symptoms as there are different organs and tissues that they 
invade. Most physicians, clueless about CWDs, will quickly 
dismiss the slightly “off” results as due to a “dirty catch” and tell 
the patient that nothing is wrong. 
 
Not knowing about CWDs is like building an 

engine blindfolded, missing the rod caps 
and declaring it will work better than ever. 
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Gaston Naessens, and his predecessor Enderlein, repeatedly 
observed that with increasingly acidic body fluids, CWDs change 
into 16 different forms – including various Mycoplasmas found 
with degenerative disease and cancer. The more acidic the body 
fluids, the more toxins are made by CWDs. Acidity mimics 
death; without air, a body quickly becomes acidic. Fungi thrive in 
moist, acid environments – and as you will see, Mycoplasmas 
and other CWDs behave like fungi in the task of cleaning up 
dead and dying acidic tissue. People fall ill and go to the doctor 
for help – and then the evidence is destroyed when it surfaces in 
the lab because it is thought to be an environmental contaminant. 

Lack of knowledge about the CWDs 
stems from Louis Pasteur who thought 
that infectious disease is caused by rigid 
microbes that invade the body from the 
outside in. As a result, disease-causing 
shape-shifting CWDs that originate from 
inside are missed. For example, 
Mycoplasma that grow in 20 percent of 

human lab samples (blood, urine and tissue) are believed to be 
airborne contaminants. Because Mycoplasma are in all living 
things (but lab technicians do not know this) antibiotics are added 
to the lab samples to kill the Mycoplasma, when the CWDs are 
the likely source of a patient’s illness in the first place. 
 
Under certain environmental conditions, CWDs change to a 
fungal-like form with a rigid cell wall. Like typical fungi, within 
the rigid cell wall are spores. Like typical fungi, they transit 
through a life cycle with both sexual reproduction (spore 
formation) and asexual reproduction (budding). 
 
In the entire kingdom of fungi, about 1% are yeast. Yeast are 
single-cell fungi that reproduce asexually by asymmetrical 
division; this is called “budding”. Like yeast, Mycoplasma divide 
by budding; this can be seen in normal blood Mycoplasma with a 
somatoscope (real-time): 
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Physicians are taught that bacteria do not change shape; this, 
again, comes from Pasteur’s influence. Infectious diseases are 
neatly categorized into disease-causing bacteria with rigid cell 
walls that are destroyed by pasteurization or poisons like chlorine 
and antibiotics.  
 
But CWDs are not just shape-
shifters. They can grow rigid 
cell walls like bacteria, behave 
and look like fungi, shift to 
look like oval rod-form 
bacteria, change to round 
shaped bacteria and then bud 
like yeast! 
 
What the bleep…and physicians generally do not know this! To 
not know that CWDs exist is to practice medicine completely 
unequipped to correctly interpret any disease process. It is like 
trying to circumnavigate the universe without a chart, or even 
having a clue in the first place that the universe has a 
circumference to navigate. 
 
A video of CWDs changing into various forms is at the following 
link: http://www.youtube.com/watch?v=Py-hutc5ZNM. 
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Practicing medicine without seeing the CWDs 
is like trying to navigate a chartless universe. 

 
Like CWDs, yeasts are single cells, although some species of 
yeast may become multicellular-like fungi by forming a string of 
budding cells. This is also seen in molds. 
 
Naessens has videographed the life cycle of the Mycoplasma. In 
normal, healthy blood, they do not change much but with 
increasingly acid blood, they cycle through 16 difference forms 
including spores, bacteria, mycobacteria, yeast and fungi. Here 
we see an organism that can live with or without a cell wall like 
bacteria, divide asexually by budding like yeast, has spores like 
yeast and creates complex rigid cell walls (filaments) like fungi.  
 
Here is a simplified version of Naessens' repeated observations of 
these shape-shifters: 

 

This rather complex life cycle of the somatid or Mycoplasma 
leaves no room to “cookie cut” the diseases they may cause 
which are, instead, a spectrum that reflects their wide swath of 
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life forms – on the inside of us (rather than only entering us from 
the outside in – as taught by Pasteur).  
 

The rigid filaments that 
Mycoplasma can form 
are just like a fungus. 
The releasing of spores 
and spore toxins is also 
just like a fungus. 

 
The life cycle of Mycoplasma is similar to that of dimorphic 
yeast – the form of which changes based upon environmental 
conditions (oxygen, pH, temperature and nutrients): 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

Normal blood is alkaline. In acidic blood, Naessens found that 
the Mycoplasma advances into the yeast and fungal forms. Fungi 
thrive in a moist acidic environment. Acidity (degenerative 
disease) mimics death; after death, we degenerate – because of 
the CWDs. Life is not possible without fungi to recycle dying 
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and dead cells. We are born basic and we die acidic. Some of us 
are more acidic (dying) sooner than later and faster than slower. 
 
What turns us to dust when we die – even when sealed in a casket 
or submerged in purified water? We decay from the inside out as 
well as the outside in. In mummification, which prevents this 
process, a body is dehydrated and salted after the internal organs 
have been removed. This removes the moist acidic environment 
that favors fungal growth inside and out. Even so, the CWDs are 
still there in the body – they just don’t have a demolition job to 
do anymore after mummification: the body is alkaline and dry. 
 
Pasteur didn’t get it all wrong; he just didn’t get it all right. 
Infectious diseases can be contracted from pathogens that reside 
outside of us as well as CWDs inside of us. This is more the rule 
than the exception when we eat food and drink fluid that make 
our tissues acidic – mimicking death while we yet live. In this 
light, death is a process and not an isolated event. 
 
We see the same thing with a peach, for example, that becomes 
overly ripe and too acidic: rot (mold and decay) first happens 
from the inside out and the peach begins to shrink like an old 
prune. As the fruit ferments and becomes increasingly acidic and 
moist, mold spores germinate on the surface and accelerate the 
decay process that had already begun on the inside. 

Refrigeration helps keep organic matter dry. Food decays slower. 
Without at least a basic knowledge of CWDs, nothing that we 
observe of living things – including life and death, health and 
disease, preservation and decay – makes a lick of sense. With the 
blinders removed, even the puzzling diseases of autoimmunity 
and cancer are no longer a mystery. All life or lack thereof 
involves a spectrum of CWD activity. 
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Degenerative disease is a sign of death and decay at the cellular 
level. There is no need to say, “I mold” sooner than later! 
Likewise, there is no need to ingest dangerous drugs to ease the 
pain of a slow and painful death. A more sensible answer is to 
maintain your body water in a pH range that makes Mycoplasma 
your friends and not your foes. 
 
Normal blood Mycoplasma viewed with a somatoscope will 
routinely congregate around the membranes of white and red 
blood cells. They behave like “garbage pickers” – cleaning up the 
membranes. Like tiny fish that clean sharks' teeth, the association 
appears symbiotic. Under a regular microscope, these cells are 
called “poikilocytes” –Greek for “lots of little pokey things” on 
the cell – and routinely dismissed of any diagnostic value. 

Are they friend or foe? Your doctor does not know! The most 
sensible answer is: “It depends.” In an acidic environment, it is 
reported that they morph into fungal and yeast-like organisms. In 
an acidic environment that causes cells to degenerate, it appears 
they simply do their job of doing what fungi do best: breaking 
down dying, degenerative material to recycle it.  
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Since the advent of soft drinks, which are 10,000 times more 
acidic than human blood, anemia and leukemia have been on the 
rise. All forms of blood cancers have been associated with 
chronic infections of pathogenic CWDs. It is not humane to 
poison the people you love by serving them phosphoric acid – an 
oxidizing metal cleaner.  
 
Chlorinating our CWDs is also a bad idea. Dead oxidized CWDs 
and cholesterol fill the plaques of diseased heart vessels and 
arteries. Hypochlorous acid (from chlorinated water) is a fat-
soluble weak acid that, like alcohol and caffeine, is quickly 
absorbed through the stomach wall into the bloodstream – a 
direct hit of oxidation (destruction) to the circulating LDL 
cholesterol and CWDs. 
 
Because of the dead oxidized Mycoplasma (and other CWDs, 
such as H. pylori and Chlamydia) “gumming up” CVD plaques, 
some scientists have even wondered if CVD is an infectious 
disease (they just don’t know CWDs are part of normal blood)! 

Chlorine is added to public water supplies because it quickly kills 
microbes by destroying (oxidizing) the outer cell walls and 
membranes. It is obviously poisonous as well to CWDs that are 
part of normal blood.  
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We think we're so smart! And because humans are so resistant to 
change, we may never stop poisoning ourselves with every 
swallow of  “purified” city water. 

Again, above is a single 
Mycoplasma from a human 
blood sample. Compare the 
filament (elongated) form of Mycoplasma on the left and the 
fungal filaments growing on a leaf on the right. The leaf is 
undergoing decay – with a little help from the filamentous fungi. 
Filamentous Mycoplasma in human blood is not a good sign; 
Enderlein observed that this phase preceded the clumping and 
clotting of blood cells together – a “stroke” of genius.  

Your “normal flora” is much more than just the bacteria in your 
gut; it includes the CWDs in your blood and entire being! That 
physicians remain uninformed of CWDs can be deadly to anyone 
unquestionably trusting in modern medicine. 

Like mold, CWDs thrive in low-oxygen (anaerobic) acidic waters 
and can make their own (statin-like) toxins. They look and act 
just like fungi – only circulating in water (tissue fluids) rather 
than dwelling on land. Similar to those attributed to statins, 
various chronic diseases including cancer have attributed to 
CWDs. Remedy must be preceded by cause. 
 
Louis Pasteur remains the father of medical microbiology. When 
CWDs were first discovered over a century ago, they were 
largely ignored in favor of Louis Pasteur’s work that evolved into 
the “germ theory of fermentation”. Pasteur demonstrated that 
microbes were responsible for fermenting beer, wine and milk. 
Beverage contamination naturally led him to the idea that 
external microbes can cause disease – which he demonstrated 
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because there are some external microbes that cause disease.  
This further led him to develop methods of killing external 
microbes with pasteurization, despite that, like snakes, 
mushrooms and molds, most microbes are harmless and only a 
few are dangerous.  
 
Pasteur failed to turn the coin over. He didn’t consider that the 
same fermenting process that breeds a pot-full of microbes in 
milk could also happen inside us. As a result, medical treatment 
of infectious disease remains largely the practice of sleuthing for 
disease-causing microbes all around us rather than inside us. 
 
Because of Pasteur’s half-baked germ theory, we’ve become a 
nation full of germaphobes. We ceremoniously pasteurize, 
sanitize, sterilize and immunize. Even so, cancer and strange 
autoimmune and chronic degenerative diseases continue to rise – 
but not in third world countries. For example, in 2008 the cancer 
rate in Africa was 5% and 27% (and rising) in the U.K. 
 
Pasteurization completely destroys heat-sensitive antioxidants 
like vitamin C. Pasteurization does not destroy common food 
mycotoxins, some of which can be neutralized by vitamin C. 
 
Toxic molds infest grains – both in pastures and in storage. The 
dairy cow eats the vitamin C-rich mycotoxin-laden grains and the 
vitamin C and mycotoxins pass into the milk. Pasteurization 
destroys all of the vitamin C but not the mycotoxins. 
 
Got milk? Study health and read up on just how pervasive 
mycotoxins are in the dairy industry. After chewing on some of 
the data, you may want to buy a couple of milk goats. Ten 
minutes is all it takes to make a quart of fresh-squeezed 
mycotoxin-free vitamin-rich milk each day. 
 
Public drinking water is also chemically pasteurized with poison, 
doing untold harm to our bodies. We regularly drink fluids that 
are 10,000 times more acidic than human blood. It has been 
proposed that autoimmune illnesses are skyrocketing in first-
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world countries because of excessive vaccination, pasteurization, 
sterilization and sanitation practices. These diseases, rather, are 
also (and perhaps better) attributed to our first-world practices of 
eating and drinking poisons that turn us into fermenting vessels 
of toxin-producing CWDs.  
 
Autoimmune disease (“autoimmune” means the immune 
system’s white blood cells are “attacking” degenerating cells), 
mycotoxins and toxin-making CWDs go hand-in-hand.  
 
There are four cancer-causing toxins that physicians generally do 
not know about. These are: 
 

1. Common food mycotoxins 
2. Fungal-like CWDs (that make toxins) 
3. Antibiotics (that are mycotoxins) 
4. Statins (mycotoxins)  

These four poisons all have the potential to interfere with normal 
cell function and interrupt normal cell cycles, leading to cancer. 
CWDs make fungal-like toxins that have been implicated in 
every type of autoimmune illness which also brings with it 
increased cancer risk.  
 
There is much more to toxin-making CWDs than meets the eye. 
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Chapter 15: Who Started This Mess? 
 
Cancer rates vary enormously from one region to another: from 
5% in Africa to 27% in the U.K. 
 
In regards to cancer, Africa’s lack of access to Western medicine 
seems to be paying off. 
 
Mycotoxins are the anti-life (antibiotic) toxic wastes that are 
mined like gold for use as human medicines – to kill all those 
disease-causing microbes that, according to the Pasteurian mind, 
invade humans only from the outside in.  
 
Man extracts fungal toxins and calls them “miracle cures” to 
combat infectious disease – without giving second thought to 
how those toxins might cause our own “good” intestinal bacteria 
to mutate so as to survive the chemical deathblow. 
 

Because nothing is more constant than 
change, genetic “crossover” makes it 
possible for offspring to survive a wide 
variety of environmental assaults, like 
mycotoxins, that might otherwise wipe out 
an entire species. In crossover, male and 
female DNA strands crisscross, break and 
are exchanged so that genes can re-shuffle 

into new combinations in the developing embryo(s). Because 
shift happens in life, crossover ensures that shift happens in the 
gene pool too. 
 
Genes cross over, and nature’s hardship selects what survives. 
Because of crossover, the fittest combination of genes survives. 
 
Bacteria reproduce sexually by three different methods. Like all 
other microbes subject to the natural world of poisons, our own 
intestinal bacteria must mutate, crossover new gene combinations 
or die when exposed to antibiotic mycotoxins. For over 80 years, 
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man has been attacking his own “good” vitamin-producing gut 
bacteria with mycotoxins. Genetic crossover ensures the fittest of 
man's normal microbes survive; once-friendly gut bacteria can 
turn into warring enemies. It is the law of the jungle for even 
single-celled organisms living in us. 
 
Since penicillin was first discovered by accident in 1928, disease-
causing bacteria have mutated that can resist these poisons. Five 
years after widespread use of penicillin, CWDs were discovered. 
 
We’ve made much to-do about antibiotic resistance by 
pathogenic microbes that have mutated into flesh-eaters. But 
what happens in nature outside of us also happens inside of us. 
“Oh, just take some probiotics with your antibiotics to replace 
your good bacteria!” is not sound advice, doctor.  
 
Mycotoxins like penicillin are a good idea for 
killing disease causing microbes – but are not 
a good idea when normal gut bacteria mutate. 
 
Since nature is hard-wired to recombine genes to survive 
environmental poisons, natural selection favors that our normal 
friendly bacteria change (or mutate) to combat poisons that are 
regularly employed against them via our medicines – such as 
statins, mycotoxin antibiotics (given to children like bubble-gum 
flavored candy) and antibiotic-laden dairy and meats products. 
 
Mutated CWDs can be man-made by growing classical bacteria 
(with rigid cell walls) in a culture dish infused with penicillin. 
Under a microscope, these “normal” bacteria can be seen to shed 
their rigid cell wall “coat” and yet survive in their membranous 
amoeba-like “skin”. Wow – a new type of Mycoplasma – made 
in a petri dish! When the antibiotic is removed, they remake their 
protein coat – and then take it off again when the antibiotic is 
reintroduced – and on again – and off again. 
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These man-made CWDs are called L-forms. They are, naturally, 
implicated in a long list of chronic diseases – including cancer.  
 
Whether all CWDs are L-forms that developed as a result of 
widespread antibiotic use remains up for debate. Because CWDs 
are found in all living things, some are obviously normal – but 
others clearly cause disease. 
 
CWDs like Ureaplasma and Mycoplasma look like tiny globules 
of lipid (fat) that are about 1/100th the size of a human cell.  They 
have cholesterol and lipid rich jellyfish-like plasma cell 
membranes that constantly change shape. Some make toxins like 
fungi. Also like fungi, they cannot make their own food. They 
invade every type of cell to rob vital nutrients, including the 
urogenital tract (Ureaplasma is a urogenital Mycoplasma).  

Most bacteria, fungi and viruses have rigid cell walls that do not 
change shape. Antibiotics of the penicillin class kill bacteria by 
blocking cell wall synthesis; other antibiotics block bacteria from 
making life essential proteins or isoprenoid fats. Some CWDs are 
able to evade antibiotics like penicillin that destroy the cell wall 
– by living without a cell wall. This strategy not only allows 
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them to escape certain death by penicillin and other toxins; they 
also escape detection by the immune system’s white blood cells 
that normally identify bacteria by their cell wall proteins. 
 
These CWD microbes seem to say, “Na, na, na, na, na, na; now 
you see me, now you don't!” (What a mess.) 
 
Some non-penicillin antibiotics work by blocking protein and fat 
synthesis in bacteria (rather than destroy the cell wall). In 
response, some CWDs have lost their genes for protein and fat 
synthesis BUT have “overcome” the loss by entering into human 
cells and stealing proteins and fats from their host! 
 
Again, these CWD microbes seem to say, “Na, na, na, na, na, na; 
your so-called miracle drugs can't kill us! But we’ll kill YOU as 
long as you keep hammering at US!”  
 
For a century, man has been warring with microbes and 
tampering with the “territorial imperative” of fungi. It we don't 
end the mycotoxin war it might just end us. 
 
The most common CWDs that evade antibiosis and hide from the 
immune system are Mycoplasma. There are various species, the 
most common of which is Mycoplasma pneumoniae that may 
start as a respiratory tract infection like bronchitis and then travel 
to other parts of the body.  
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Toxin-making Mycoplasmas have been linked to disorders of 
nerves, liver, muscle, blood vessels, blood cells, heart, kidneys 
and cancer. THIS IS SIMILAR TO THE LIST OF DISEASES 
LINKED TO STATINS (95-7).  Mycoplasma pneumoniae alone 
has been identified in most every chronic disease and cancer 
(references 21-40): 
 

1. High Prevalence of Mycoplasma Pneumoniae in Intestinal Mucosal 
Biopsies from Patients with Inflammatory Bowel Disease and 
Controls (2001) 

2. A Role For Intestinal Mycoplasmas in the Etiology of Crohn's 
Disease (2002) 

3. Restless Legs Syndrome: Association With Streptococcal or 
Mycoplasma Infection (2004) 

4. Mycoplasma and Other Infections as Predictors for Myocardial 
Infarction (2002) 

5. Cranial Neuropathy, Myeloradiculopathy, and Myositis: 
Complications of Mycoplasma (1979) 

6. Detection of Mycoplasmal Infections in Blood of Patients With 
Rheumatoid Arthritis (1999) 

7. Isolation of Mycoplasma Pneumoniae from Synovial Fluid Samples 
in a Patient With Pneumonia and Polyarthritis (1988) 

8. Causes of Chronic Inflammatory Diseases and Cancer (1998) 
9. Mycoplasma Infections and Different Human Carcinomas (2001) 
10. Carditis Associated With Mycoplasma Pneumoniae Infection (1986) 
11. Nervous System Complications of Mycoplasma Pneumoniae (1980) 
12. Neurological Symptoms in Patients Whose Cerebrospinal Fluid is 

Culture Negative and/or PCR Positive for M. Pneumoniae (2001) 
13. Stroke in a Young Adult with Mycoplasma Pneumoniae Infection 

Complicated by Intravascular Coagulation (1987) 
14. Severe Axonal Polyradiculoneuritis and Brainstem Encephalitis Due 

to Mycoplasma Pneumoniae Infection (2002) 
15. Mycoplasma Pneumoniae Infection as a Treatable Cause of 

Brainstem Encephalitis (2003) 
16. Mycoplasma Pneumoniae as a Cause of the 'Fever of Unknown 

Origin' Syndrome (1982) 
17. Acute Mycoplasma Pneumoniae Infection Presenting as Cholestatic 

Hepatitis (2003) 
18. Immunologic Mechanisms Suggested in the Association of 

Mycoplasma Pneumoniae Infection and Extrapulmonary Disease: A 
Review (1983) 

19. Rhabdomyolysis Associated With Infection by Mycoplasma 
Pneumoniae: A Case Report (2000) 

20. Mycoplasma Pneumoniae-Associated Nephritis in Children (1999) 
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If you asked a physician what diseases are caused by 
Mycoplasma pneumoniae, he or she will say, “Atypical 
pneumonia and sinusitis” – and little else. Notably, all of the 
above diseases are also recurrent complications (“flare ups”) seen 
in various autoimmune diseases. 
 
CWDs are like criminals on a serial cell-killing spree in disguise 
from the police (immune system). Without a cell wall they are 
essentially invisible. Even the blood-brain barrier can be crossed, 
causing nerve and muscle disorders in the host: 

In the past two decades, advanced lab techniques have paved the 
way for identification of new strains of Mycoplasmas that can 
penetrate any type of human cell. Mycoplasmas look and behave 
much like fungi. Compare the photos on the following page of 
filamentous fungi on a leaf (below) to the filamentous 
Mycoplasma above (both photos were taken with a scanning 
electron microscope): 
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The connection of Mycoplasmas to various chronic diseases and 
cancer is not unlike the connection ultimately made between 
Helicobacter pylori and stomach ulcers. Helicobacter pylori are 
not easy to eradicate because it, too, sheds its coat and takes on a 
CWD form.  
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Whether or not man-engineered mycotoxin antibiotics and statins 
are the source of these new strains of CWDs, the fact remains 
that these CWDs have engineered their own mycotoxins against 
man. 
 
Sounds like germ warfare. Smells like germ warfare. Looks like 
germ warfare. Must be germ warfare. Of course we started it.  
 
In 1982, Drs. Marshall and Warren of Perth, Australia presented 
evidence that there was a connection between over-proliferation 
of acid-loving spiral shaped “H. pylori” bacteria in the stomach. 
They are found in the stomach of many healthy people, but 
Marshall and Warren believed that too many of these bacteria 
could cause gastritis, ulcers and stomach cancer. Skeptics turned 
a deaf ear and insisted the microbes were innocent bystanders. 
 
Marshall grew tired of the naysaying and by 1985 he decided to 
put an end to it. He drank a flask of cultured H. pylori and gave 
himself a bad case of gastritis. He recovered, and within a few 
short years physicians were finally eradicating ulcers with 
antibiotics and bismuth. 
 
H. pylori is difficult to both detect and treat because it can 
convert to a round fungal-like toxin-producing CWD form (“Na, 
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na, na, na, na, na...”). As a result, combination antibiotics only 
achieve 75 to 90% eradication rates – not bad, but not a cure. 
 
Like statins and other mycotoxins, CWD H. pylori toxins kill 
cells that line the stomach and duodenum by apoptosis. This 
leaves behind inflamed and then scarred holes called ulcers: 

CWD toxin-producing bacteria have been found in cerebrospinal 
fluid (CSF) of people diagnosed with MS or “Multiple Sclerosis” 
– Greek, for “multiple scars” (on nerves). Just as the H. pylori 
apoptosis-causing toxins make pitted scars in the stomach, toxins 
in MS patients (called gliotoxins) cause apoptosis of the gliocytes 
(also called astrocytes) that make up the myelin protective wrap 
around nerves; this leaves behind “multiple scars” in the 
protective myelin nerve sheaths: 

Predictably, statins have been repeatedly implicated in statin-
induced MS. Statin-induced apoptosis of muscle cells also leaves 
behind “holes” (ulcers) in muscle.   
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Toxins from CWD microbes and mycotoxins cause apoptosis 
(seen in cancer cells) – and “pop” go the cells by demolition of 
the twin-stranded DNA; this kills cells of various types, leaving 
behind moth-eaten holes, ulcers and scars. Statins cause nerve 
and muscle apoptosis: 

A medical doctor will render the likely diagnosis for the above 
three conditions as: multiple sclerosis, gastric ulceration, and 
statin myopathy. The missing diagnosis for all three is: 
mycotoxicosis (with toxin-induced cellular apoptosis). 

This isn’t rocket science. It’s time to stop scratching our heads 
and wasting untold resources on all of this. Making enzymes, 
toxins and holes is what fungi do. What we need are discoveries 
for making fungal toxin antidotes – not more fungal toxin drugs.  
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Chapter 16: Miracle Drugs – Oh Really? 
 
One of the disastrous effects of mycotoxins is apoptosis to 
various types of cells such as muscle and nerve cells. This is seen 
as muscle wasting in cancer patients. Destruction of DNA by 
apoptosis is a direct effect of many mycotoxins like statins – and 
not a side effect. 

When cells die by apoptosis, the immune system (army of white 
blood cells) is activated to clean up the debris. Some white blood 
cells make Y-shaped proteins called antibodies that “flag” the 
damaged goods for other white blood (macrophages) to eradicate. 

Antibodies are named by the type of damaged tissue that they 
flag. For example, anti-dsDNA antibodies identify damaged 
double-stranded (ds) DNA. Similarly, antinuclear antibodies 
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(ANA) flag a damaged nucleus. In apoptosis, both the nucleus 
(command center) of a cell and the double-stranded genetic code 
are damaged. Anti-dsDNA antibodies and antinuclear antibodies 
mark the wreckage for destruction by macrophages. 

 
Macrophages do not really use 
machine guns. But they do deploy 
multiple “tentacles” that reach out 
and pull the antibody-flagged 
damaged goods inside them where 
they are digested. 

 
CWD bacteria are much better classified as either part of the 
kingdom of fungi. CWDs behave much more like fungi than 
bacteria as follows:  
 

• CWDs make spores. 
• Some CWDs make and release cell-destroying toxins. 
• CWDs thrive (become more virulent) in acidic water. 
• Many CWDs cannot make their own nutrients and take 

them from the host (toxins that degenerate the host’s cells 
further serves this purpose).  

 
That is what fungi do. 
 
To further support this, it is now widely reported that BOTH 
toxin-producing disease-causing CWDs and statins induce 
autoimmune disease such as Lupus and MS. Both pathogenic 
CWDs and statins are associated with elevated levels (called 
“titers”) of autoimmune antibodies such as anti-dsDNA and ANA 
antibodies.  
 
Furthermore, both statins and autoimmune-inducing CWD toxins 
cause apoptosis, which accounts for high levels of anti-dsDNA, 
ANA and other “anti-body” (autoimmune) antibodies in some 
statin users. 
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“Autoimmune” means that white blood cells make antibodies that 
destroy human cells rather than foreign microbes (doctors don’t 
know that CWDs are INSIDE the cells because they don’t have 
Rife’s Universal Microscope to see what Rife called the “cancer 
virus”!). Again, autoimmune disease brings an increased risk of 
cancer. 
 
Over 20 million Americans have been diagnosed with some type 
of autoimmune disease in which various organs are inflamed, 
degenerating, and laden with white blood cells and antibodies 
that target damaged “self” tissues for further destruction.  
 
Because no microbes can be identified (doctors are uninformed 
about them and/or diagnostic equipment does not detect them), 
physicians think that the immune system is malfunctioning and 
attacking “normal tissue”. The current standard of care is to use 
toxic drugs (more poison) to suppress the immune system. 
 
Without Rife’s Universal Microscope or Naessen’s somatoscope, 
the current system of medicine keeps us all in the dark with blind 
(physicians) leading the blind (patients). 
 
Because CWDs can invade every type of cell, autoimmune 
diseases involve most every type of cell. Different CWDs and 
their different toxins – and now also statins – account for the 
wide array of autoimmune diseases. For example, Mycoplasma 
hominis and Ureaplasma urealyticum (a type of Mycoplasma) are 
the CWDs most frequently implicated in Lupus:  
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These toxin making CWDs have been linked to cancer: 

Mycoplasma can cross the blood-brain barrier into the brain and 
spinal cord. They are so tiny that hundreds to thousands of them 
can grow outside and inside human cells. Human cells are a host 
for them because they cannot make life-essential fatty molecules 
like cholesterol and other isoprenoids that they need to maintain 
their fluid cell membranes. They then steal them from host cells. 
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An activated immune system in the 
face of an undetected infection, 
damaged cells by apoptosis and 
anti-body antibodies is NOT an 
abnormal “autoimmune” 
response! Elevated white blood 
cells and elevated antibodies are a 
sign that the immune system is 
simply trying to do its job.  
 
CWDs found in Lupus patients make toxins that, like statins, 
cause apoptosis. This further demonstrates how CWDs are more 
like fungi than bacteria:  

When CWD toxins destroy cells by apoptosis, the cell nucleus 
and double-stranded (ds) DNA literally fall apart. Anti-nuclear 
and anti-dsDNA antibodies (types of antibodies found in Lupus 
patients) flag the debris for the white blood cell cleanup crew. 
 
Similarly, when CWD toxins destroy membrane phospholipids, 
anti-phospholipid antibodies are attached to the damaged lipids; 
clotting problems and stroke can result. One or all three of these 
antibodies are positive in Lupus patients – and statin users. 
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Mycotoxin antibiotics such as penicillin induce mutations in 
bacteria that change into CWDs. Penicillin can induce Lupus. 
CWDs have been implicated in every autoimmune illness. It 
should be no surprise, then, that statins are also reported to 
cause drug-induced autoimmune diseases like Lupus. 
 
Predictably, other antibiotic and antifungal drugs (many derived 
from fungal toxins) induce Lupus and Lupus-related antibodies: 
 

• Penicillin (antibiotic) 
• Docycycline (antibiotic) 
• Griseofulvin (antifungal) 
• Isoniazid (antibiotic) 
• Minocycline (antibiotic) 
• Pyrazinamide (antibiotic) 
• Quinidine (antibiotic) 
• Streptomycin (antibiotic) 
• Sulfonamides (antibiotic) 
• Voriconazole (antifungal) 
• Statins (antibiotic) 
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Penicillin was not, is not and never will be a miracle drug. 
Like statins, penicillin is a literal poison – and should only be 
used with most judicious of care when used for internal infection. 
Antibiotics are, for good reason, prescribed for as short a term as 
possible. Statins are prescribed for a lifetime – what should be 
malpractice is instead now standard of care. 
 
Cancer, too, is marked by antibodies that flag damaged cells: 

The vicious cycle of mycotoxins, CWD bacteria toxins, 
apoptosis, anti-body antibodies, autoimmune disease and cancer 
is preventable by avoiding prescription drugs that are mycotoxins 
and foods made made from toxic molds such as soy sauce, saki 
and blue cheese. Eating organic foods does not equate to 
eliminating risk of mycotoxin exposure. Eliminating acid-making 
soft drinks and acid-making foods serves to control the vicious 
cycle. 
 

In the finaly analysis, a 
well-mineralized and 
nutrient-rich body is 
nature’s best “antibiotic” 
against CWDs and 
mycotoxins. 
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Chapter 17: Mevalonate, the Statin Antidote 
 
Statins do not reduce or block cholesterol. They cause the 
transfer of cholesterol from the bloodstream into cells. The blood 
cholesterol lowers. Cells die because mevalonate, blocked by 
statins, is essential to cell life and replication. Cells also die 
because too much cholesterol shoved into cells kills is toxic 
(chapter 9). Slow death begins immediately.  
 
Statin poisoning is a direct and predictable effect of blocking 
mevalonate by blocking the enzyme, reductase, which makes it. 
Statin poisoning is a sign that certain cells cannot mutate by 
increasing reductase and overcome the direct cytotoxic effect of 
mevalonate blockade. 

Every statin user is a victim of this process. Some people have 
immediate symptoms after one dose; others report symptoms 
only after months or years of statin use. Most people never make 
the connection between statins and failing health and cancer.  
The good news of statins, nevertheless, is that they have given us 
some insight into how some fungal toxins cause disease. 
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Rather than stop their use altogether, the modality of physicians 
is to simply change statins when dangerous symptoms such as 
muscle pain are reported. The most common and immediate 
effect of mycotoxicity is muscle pain and weakness (called 
“staggers” in veterinary medicine). Other effects of statin use 
include: 
 
Arthritis 
Rhabdomyolysis 
Type 2 diabetes 
Acute renal failure and death 
Myopathy with potentially permanent muscle damage 
Cardiomyopathy resulting in low blood pressure and death 
Cancer – especially breast and prostate cancers 
Multiple Sclerosis (MS) 
Lou Gehrig’s disease (ALS) 
Lupus (SLE) 
Hepatitis 
Diverticulosis 
Premature aging 
Memory loss including global amnesia 
Mental disorders to include depression and rage 
Dementia 
Cataracts 
Tendonitis 
Hair loss 
Dermatitis 
Pancreatitis 
Peripheral neuropathy 
Gynecomastia (enlarged breasts) in men 
Weight gain 
Birth defects 
Hearing loss  
Balance loss 
Loss of libido in both men and women 
Erectile dysfunction 
Chronic fatigue 
Interstitial lung disease 
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Now we know how a single mycotoxin can 
induce a long list of diseases with supposedly 

no known cause or cure such as cancer. 
 
Our food supply is heavily contaminated with mycotoxins – and 
yet the missing diagnosis in medicine is mycotoxicosis or 
mycotoxicity (mycotoxin poisoning). It is inevitable that 
everyone taking statins long term will develop some type of 
mycotoxicosis. Despite all the hype of the drug company studies 
on the so-called benefits of statins, the hard truth – the hard 
science – proves otherwise.  
 
Hard science always trumps statistics. Liars use statistics but 
proven science doesn’t lie. Fungal toxins that interfere with 
mevalonate are never safe to ingest, especially long-term. 
 
All of the isoprenoids made inside cells from mevalonate are 
required for normal cell function. None are expendable. 
 
There is a known cure for statin poisoning: MEVALONATE.  
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Is mevalonate the antidote for statin toxicity – and some types of 
cancer? Reductase is elevated in many types of cancer cells 
(chapter 8). According to Merck’s James MacDonald and Alfred 
Alberts, the antidote for mycotoxicosis when reductase is 
blocked by Merck’s lovastatin is mevalonate. 

From the earliest days of development, Merck’s MacDonald even 
anticipated statin-induced birth defects: 

Depletion of mevalonate is the underlying cause of statin-induced 
cell injury and not depletion of cholesterol. Merck knew that 
mevalonate deprivation is what quickly killed their lab rabbits 
because mevalonate saved the dying animals. 
 
Do statins lower blood cholesterol? Yes, they do! Do nuclear 
power plants make power? Yes, they do – as well as tons of toxic 
nuclear waste.  
 
Do NOT disrupt cholesterol metabolism; your life depends on it.  
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Chapter 18: Big Fat Lies 

Let’s review some basic facts about fats – more specifically, 
about the life-essential fats called “isoprenoids” that cells make 
from mevalonate. 
 
Isoprenoids are made in all human cells from mevalonate. What 
turns the mevalonate pathway up (increases reductase) is a cell’s 
need for isoprenoids. Isoprenoids from mevalonate turn the 
mevalonate pathway down (decrease in reductase). 
 
Because mevalonate controls cell cycles, to prevent cancer we 
want to turn reductase DOWN…not up as with statins! 
 
On the other hand, because we want to keep our cells looking and 
feeling young, we want the mevalonate pathway to be OPEN and 
doing its job making new, young cells without hindrance. 
 
Of all things in life worth keeping in balance, 

the mevalonate pathway reigns supreme. 
 
The discovery of the mycotoxin aflatoxin in 1960 led Marvin 
Siperstein to the low blood cholesterol and high cell cholesterol 
cancer revelation. He published his reproducible results 
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throughout the following decades, while drug companies 
scrambled to find new drugs from mycotoxins, as if mining for 
buried gold. The hailed discoverer of statins, Akira Endo, was 
one of the mycotoxin prospectors; he extracted statins from 
moldy rice that he picked up from a Tokyo street vendor on his 
way to work.  
 
Post 1960, coined the “mycotoxin gold rush” era, has resulted in 
mycotoxins (sold as “natural products”) finding their way into 
our medicine cabinets, weed killing products, insect sprays and 
chemical weapons (agents white, yellow, green, brown and every 
color of fungus under sun). Since 1960, cancer has skyrocketed – 
and continues to rise. Cancer now rivals heart disease as the 
leading cause of death in the U.S. and U.K. 
 
Despite some mycotoxins like statins block cell replication, they 
are anything BUT potential remedies for cancer. This is because, 
again, cells override the reductase blockade by making more and 
more and MORE AND MORE reductase to try to keep the 
mevalonate pathway open. 
 
Even so, few if any doctors and research scientists have been 
informed that statins INCREASE reductase. Neither do they 
know that reductase is the master regulator of cells cycles. 
 
Marvin Siperstein’s work was buried and his colleagues were 
instead instrumental in FDA’s approval of statins (reference 41).  
  
We should expect to see holes in cells when fungal toxins are 
involved. Likewise, we should expect to see holes in science 
when money is involved. 
 
Statins – as treatment for cancer – oh really? Just as there are as 
many independent studies that connect statins to every chronic 
disease known to man one can find just as many drug company 
funded studies that claim the opposite: that statins are the remedy 
for cancer, MS, ALS, Alzheimer’s, autoimmune diseases, etc. 
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Sound science always trumps drug company 
funded study claims. 

 
It is sound science to SUPPRESS reductase to treat or prevent 
cancer – not stimulate it – no matter how good the results may 
seem. Blocking the cell cycle of cancer cells with a mycotoxin 
may look “good” for a short while if cell cycles are blocked – but 
this is not the long-term picture when reductase is elevated. 
 

Medicine is upside down and completely 
derailed by drug company greed. 

 
Isoprenoid fats SUPPRESS mevalonate and DECREASE 
reductase – and therefore prevent cancer. THAT is sound 
science. Calling statins “reductase inhibitors”, on the other hand, 
is a BIG FAT LIE. 
 
Isoprenoids such as tocotrienols (a form of vitamin E) in rice 
bran oil and flax seed oil can prevent cancer and even reverse 
signs of aging in all major organs. These healthy fats SUPPRESS 
mevalonate and DECREASE reductase:  
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Imagine one cell somewhere deep in your body. It is sick and 
dying. You want it to survive. You do not have any cells to spare 
unnecessarily. You want to restore that cell to impeccable health.  
 
How would you do that? 
 
First you must protect it from further harm. Then you must feed 
and nourish it.  
 
It is a matter of life or death. What is wrong with it? Has it been 
poisoned? Is there a toxin-making CWD attacking it? How can 
you help? 
 
The only way to save it is by analyzing the problem and then 
implementing the remedy. Is that possible? Yes; that cell has an 
incredible capacity to survive. It is replete with redundant 
systems and survival mechanisms.  
 
Support those and the cell will live. You must muster an army of 
curative support to that cell and at the same time prevent further 
damage. Ingesting exactly the right nutrition in sufficient 
amounts to save it and avoiding anything that might harm it can 
do just that. 
 
What happens to the rest of your body while you are engaged in 
saving that one cell? 
 
Here you begin the journey to save a life. 
 
Current cancer “treatments” are poison to ALL cells. This is 
shotgun medicine at the level of the cell at its worst. We can do – 
and should do – much better than that. 
 
What we know about mycotoxins and fungal-like CWD toxins is 
that they degrade cells, muster an antibody response to clean up 
the cell parts, interrupt the mevalonate pathway and cause cancer. 
They are everywhere and in everything. 
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We know they make “moth-eaten” holes in cells and cause 
normal and cancer cells to fall apart at the seams by apoptosis. 
With known cause of anything, including cancer, we can find 
remedy. Of course not all toxins work the same way, but at least 
with statins we know how one mycotoxin can interrupt normal 
cell cycles, lower cholesterol and cause cancer. 
 
For example, we now know that apoptosis of stomach cells is 
caused by a toxin from H. pylori in its fungal-like CWD form; 
this causes ulcers and if left untreated leads to an increased risk 
of cancer of the stomach and esophagus (a bit of common sense 
should also point us to H. pylori toxins as the cancer source). 
 
From 1949 to 1952, Cheney cured more than a hundred cases of 
gastric and duodenal ulcers with raw cabbage juice – in only six 
to nine days when the average healing time is one to two months. 
He called the healing property in cabbage juice “vitamin U” (“U” 
for “ulcer”):  

“Vitamin U”, a fatty sulfur-based molecule like sulforaphane in 
broccoli sprouts, has antibiotic and toxin neutralizing effects 
against H. pylori. H. pylori toxins cause apoptosis of cells as do 
statins. Raw cabbage juice (one green cabbage per day) should 
therefore be first-line therapy to reverse acid reflux and ulcer 
symptoms. 
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Fungal spores and CWDs are EVERYWHERE inside us – just 
waiting to turn us from dust to dust and ashes to ashes should the 
right conditions permit. What then is the remedy? How does one 
live life long without fungal, mold and CWD toxins rotting one’s 
cells? 
 
Living life long without degenerating sooner than later begins, 
first, with eliminating poisons. Poisons here are defined as 
foreign chemicals, poisonous drugs, CWD and fungal toxins, 
genetically modified organisms and food without enough 
nutrition to burn properly, which slows or stops the cells’ energy 
cycle and thus slows or stops the healing process. 
 
Water is vital to life. Not all water is the same. Distilled water is 
nutritionally dead. Plants watered with microwaved and cooled 
water die. Most municipal water is polluted with chlorine and/or 
fluoride. Both are poison. Mineralized clean well water or bottled 
spring water contribute to cellular health. 
 
After water comes food. Many foods are nutritionally dead and 
contribute to cell death. Some are regularly subject to mycotoxin 
contamination. Others have poisonous additives to prolong shelf 
life. 
 
The major culprit is shelf life. The rule is the longer the shelf life 
the more dangerous the food. 
 
Pasteurization kills nutrients like vitamin C and the B vitamins. 
Most people do not hesitate to eat a fresh apple or orange. Why 
pasteurize fruit juice? Answer: to prolong shelf life. The same is 
true of milk. Raw milk has long been safe to drink or add to 
coffee or food. Pasteurization is now used for only one purpose 
and that is not to keep you healthy. 
 
Here is the list of foods to not eat, to save a life: 
 

• White flour in any food 
• White or processed sugars of any kind in any food 
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• White potatoes 
• White rice 
• Anything with corn syrup or high fructose corn syrup 
• Nitrate-containing meats  
• Anything containing MSG or hydrolyzed protein 
• Anything containing partially-hydrogenated oils 
• Corn or corn products (most corn is genetically modified) 
• Soy or soy products (most soy is genetically modified) 
• Anything with “modified” or “GMO” on the label 
• Anything containing PEG or PPG (antifreeze)  
• Artificial sweeteners 
• Artificial preservatives 
• Artificial dyes 
• Frozen food except meat or fish 
• Farm raised fish 
• Meats that are not raised on certified organic farms 
• Canola oil, vegetable oils and corn oils 
• Hydrogenated (or trans fat) oils of any kind 
• Roasted nuts 
• Blue cheese 
• Alcohol in any amount of any description 
• Recreational drugs 
• Off the shelf snack foods 
• Soda pop 
• Bottled pasteurized juices or juice mixes 

 
By now you are moaning, feeling recalcitrant and wondering, 
“What’s left?” 
 
Everything else is what’s left. All of the above are proven toxic 
substances. Nearly all have good healthy replacements in a 
nutritious diet and most if not all of those taste better.  
 
Foods that are genetically modified are not modified to improve 
nutritional values. These include most all corn and soy products. 
They are modified to increase yields and make them taste better, 
insect resistant, mold resistant and to extend shelf life at the 
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expense of good nutrition. Some countries have outlawed their 
importation. That the NIH and FDA assure us that they are okay 
is enough reason to reject them as edible. Modified cornstarch is 
just that: modified (genetically). Don’t be fooled. 
 
The British banned white bleached flour two decades ago; in 
2011, China banned flour-bleaching agents. There are over 80 
chemicals approved to process and bleach white flour; they 
include poisons such as chlorine, bromates and peroxides.  
When wheat is processed, all edible parts are removed. What 
waste remains is bleached and smoothed with alloxan; this is 
called “bleached white flour”. In animal tests, alloxan destroys 
the insulin-producing cells in the pancreas and induces diabetes. 
Everything made from it is poison. 
 
Eliminating white flour, white sugar and modified corn and soy 
from your diet will eliminate most all shelf foods and snack 
foods. 
 
Meats including farm raised fish and chicken are full of growth 
hormones and antibiotics – more fungal toxins. These are 
outlawed in many countries except the U.S. where the FDA 
insists they are safe. Buy certified organic, wild caught or catch 
and/or raise your own. 
 
What about lotions and toothpaste? Do you really want 
petroleum products, antifreeze and titanium dioxide (floor finish) 
in your mouth and skin? Why not use natural moisturizers like 
coconut oil or rice bran oil to soften your skin? Why not use 
baking soda to clean your teeth? 
 
Why would you eat any FDA-approved food that includes in the 
list of ingredients chemicals that you cannot pronounce and know 
nothing about? Do you think the FDA is interested in protecting 
your interests – or theirs? Many of the scientists that sit on FDA 
advisory panels are former employees or consultants for the food 
and drug industries. Do your homework and protect the ones you 
love; after all, they do! 
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Now you must find your way through another paradigm change 
and discover the joy of shopping for good food and preparing 
food for health. Eat real food; you will not find that in the aisles 
but in the produce sections. Protect the natural fruit and vegetable 
isoprenoids that will preserve your health by eating them raw 
whenever possible. 
 
This is the art and science of “cellular health”.  
 
It is our hope that this book will have served you well on your 
journey to live life long with an open mevalonate pathway. May 
you reach a healthy, productive, happy and ripe old age, free of 
mold, fungi and statins to block you on your way. 
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