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Only a few years ago I was just like most of the doctors in the United States in

that I considered cholesterol one of the greatest problems faced in public health.

In response to a mandate from our national leadership, I lectured to service clubs

and my sometimes skeptical patients about the evils of whole milk, eggs and

butter. I raised my family on margarine instead of butter, skim milk made from

milk powder, and we ate no eggs. Such was my enthusiasm for cholesterol

control, that I must have written 10,000 prescriptions for whatever cholesterol

buster was available at the time. So, during my astronaut physicals at Johnson

Space Center back in 2000, when my NASA doctors prescribed Lipitor® 10 mg

daily for my cholesterol of 280, I took it without reservation.[1]

When six weeks later I had my first episode of transient global amnesia, I

suspected a reaction to my new and only medicine, Lipitor – but my doctors

dismissed it. “Statin drugs don’t do that” was the prevailing opinion.

Nevertheless I stopped the drug on my own, resolving to ask a few more

questions. The following year, due to strong pressure from my NASA doctors, I

decided to continue the drug at one-half the previous dose as “insurance,”

despite the consistently negative reports from doctors and pharmacists. Despite

their opinions I lacked faith in them – after all, I already had experienced 23 years

of family medicine. Eight weeks later I had my second attack of transient global

amnesia. This time I was certain there was something about the statins we were

not being told, but my doctors still felt it was an amazing coincidence.



Transient global amnesia is the abrupt onset, within seconds, of the complete

inability to formulate new memory and is usually associated with retrograde loss

of memory for months, years or decades into the past. In my first episode, the

amnesia lasted for six hours with retrograde loss for some 10 years into the past.

I did not know my new wife, nor did I know my new home. I came to my senses

in the emergency room listening to my wife tell me how her day and mine had

gone. I was naturally amazed and quite anxious. The following year, my episode

of transient global amnesia lasted for 12 hours, during which time I was a 13-year-

old high school student with full recall for that particular day of assignments,

teachers, books, classmates, etc., but I laughed hysterically when told that I was

married with children and also a family doctor. I could not have doctored a

mouse and knew nothing of marriage. I was 13 years old!

All the drug companies ever really told us about the mechanism of action of

statins was that they were reductase (a type of enzyme) inhibitors. Not believing

that we were being told only half-truths that might have serious repercussions,

we doctors took this information at face value. After all, doctors and drug

companies were supposed to be on the same team. Had we reviewed our dusty

biochemistry textbooks for but a few moments we would have learned the truth.

This reductase step that was so interesting to drug company researchers just

happened to be at the very beginning of the mevalonate pathway, responsible for

the synthesis of not only cholesterol (our target at that time) but also such vital

substances as CoQ10, dolichols, and selenoproteins. The same pathway is also

involved in normal phosphorylation. Every first semester student of biochemistry

knows you cannot inhibit this pathway without risk of very serious side effects.

That is what this report is all about. Our priority for cholesterol reduction was so

high, and driven by the promise of such shameful profits, that the drug

companies went ahead with their mevalonate blockers. This was no mistake.

Their researchers, as competent scientists, clearly understood this basic

biochemistry but the drug was released regardless.



At the time of writing this article in 2009, over 1,000 cases of transient global

amnesia have been reported to the FDA via the MedWatch reporting mechanism

just from the statin drug, Lipitor, alone.[2] Yet, not one word of this has been

transmitted to the medical community. When Frank Pfrieger reported in Science

in 2001 on the extreme importance of brain cholesterol to memory,[3] the

reaction of the drug industry and FDA was, “no comment.” Not a word was said

about a side effect of major importance linked to cholesterol reduction – that of

cognition impairment. Amnesia was just the tip of the iceberg. Most of the people

reporting in MedWatch experienced confusion, disorientation, extreme

forgetfulness, and dementia-like manifestations.[4] It seems that our brains are so

dependent on cholesterol for the formation and function of memory synapses

that special cells in the brain, our glial cells, synthesize it as needed. Because it

uses the mevalonate pathway, this glial cell process is inhibited by statin drugs.

From this came an obvious conclusion: Cognitive dysfunction represented a

group of symptoms caused by excess cholesterol inhibition resulting from statin

use. Most of the other problems we see with statin use represent collateral

damage to other participants in the mevalonate pathway: CoQ10, dolichols, and

other substances critical for body function.

The full range of statin damage extends far beyond cognitive dysfunction to

include behavioral and emotional disorders, chronic nerve and muscle damage

and an ALS-like neuromuscular degenerative process.[5]

Given the hundreds of cases of treatment-resistant peripheral neuropathy

reported to my website forum (www.spacedoc.net/board), it is likely that

thousands of statin users have been afflicted with this condition. We have also

learned that the muscle damage cases are far greater than the original drug

company estimates of less than 2%. The true figure for incidence of muscle

damage has recently been reported by a review paper as at least 10%.[6] Based

upon my repository of over 7500 reports of statin damage (www.spacedoc. net), I



feel the actual figure is much closer to 20%. Far more important than these

figures is the fact that, according to Dr. Beatrice Golomb, director of the UCSD

College of Medicine NIH-funded statin study, some 68% of these myopathies will

become permanent and, like the neuropathies, will prove to be remarkably

resistant to all traditional forms of treatment.[5] The increased numbers of ALS-

like cases seen in statin users worldwide was reported two years ago by Ralph

Edwards,[7] the Director of VigiBase in Uppsala, Sweden, the home of the W.H.O.

(World Health Organization). VigiBase can be considered the counterpart to

MedWatch. The FDA has yet to make a judgment on whether there has been an

increase in the incidence of ALS among statin drug users. Meanwhile, more than

250 cases have been reported to my website and that of the People’s Pharmacy®

(www.peoplespharmacy.com) and they are still coming in daily. All have been

forwarded to the FDA.

It was in searching for why the negative effects of statins are permanent in so

many people that I recently discovered their truly dark side: They hasten our

natural process of mitochondrial DNA mutations.[8] More on that later, but

remember that mitochondrial DNA, not being wrapped up in histone threads, is

particularly vulnerable to external influences.

You have been on one of the statins for a few months and have already noticed a

few aches and pains, and your memory is off a bit. You mention this to your

doctor and he or she tells you, “You have to expect that now; you are getting

older.” This scenario replays again and again as new statin victims first encounter

premature aging. Yes, all of us are undoubtedly getting older and that handy

repartee may get your doctor off the hook, but it is far more likely that your new

symptoms have nothing to do with natural aging. Your failing memory, lack of

stamina, unsteadiness, and weakness are far more likely to be side effects of your

statin drug. The strange thing about this is that your doctor has put his or her

finger on the problem of aging without once suspecting the truth.



In the past few years we have learned much about the aging process, and CoQ10

appears to be right in the middle of it. Few of us realize how vital CoQ10 really is.

Years ago, in my early research on statin drug side effects, I discovered the

primary functions of CoQ10, and I was impressed not only with how important

this biochemical is, but with how rapidly our ability to synthesize it plummets

with age. By the time we reach fifty we are almost completely dependent upon

ingested CoQ10 and, unless you are particularly fond of beef hearts, it is not as

available in the diet as you might think.

I soon discovered the special role of CoQ10 as an antioxidant in our

mitochondria, those energy producing structures vital to all cells. We have

dozens of natural antioxidants, but only CoQ10 – with a free-radical quenching

ability some 50 times greater than that of vitamin E – is bonded directly to our

mitochondria and is vital to both its structure and function. Without adequate

stores of CoQ10 and the protective histone wrap found in nuclear DNA,

irreversible oxidative damage to mitochondrial DNA results from excessive

buildup of superoxide and hydroxyl radicals. Our mitochondria are in immediate

contact with oxygen, and are frontline warriors, so to speak, in the struggle to use

life-giving oxygen without sustaining excessive oxidative damage. The inevitable

result of excessive free radical accumulation is an increase in the rate of

mitochondrial mutations.

The fact that the normal process of converting food into energy causes

thousands of DNA mutations in our bodies daily that must be repaired is not

widely known. Each one of the substitutions and deletions on DNA strands must

first be identified, then excised, and finally replaced with the correct form so that

we continue to function. Each step of our mitochondrial DNA correction requires

a specific glycoproteinderived enzyme, and dolichols orchestrate this entire

process of glycoprotein synthesis. Statins have long been known to inhibit

dolichols.



Even more critical to mitochondrial function is the powerful antioxidant role of

CoQ10. Statins inhibit the functional availability of CoQ10 in complexes I and II

of our mitochondria’s energy producing sequence, resulting in an increase in our

daily oxidative load. Some studies demonstrate as much as a 50% decrease in

CoQ10 availability within a few weeks of starting statins.[9]

The end result is a one-two punch whereby statins inhibit not only dolichols,

corrupting our DNA repair mechanism, but CoQ10 as well, increasing our

damage load. Predictably, the inevitable consequence is increased mitochondrial

DNA damage, considered by most authorities to be the mechanism of our aging

process as well as that of many chronic diseases. Reductase inhibitors (aka

statins) block synthesis of CoQ10 and dolichols, thereby contributing directly to

premature aging along with its common chronic ills. Since this accelerated aging

uses normal physiologic processes, it is insidious―by the time we become aware

of it, it is already far too late and the damage has been done to those susceptible.

This, in my judgment, is the truly dark side of statins.

As if to salt the wound, we now know that cholesterol appears to be irrelevant to

the atherosclerotic process. Inflammation is the true cause.[10,11,12] That is why I

have called this “the misguided war on cholesterol.” It has not been easy to

admit.
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