IS CHOLESTEROL REALLY THE CULPRIT?

     Since the report in 1957 from a study of 5000 people in Framingham, MA that elevated cholesterol levels were associated with a higher risk of atherosclerosis and coronary heart disease (CHD), doctors have tried lowering cholesterol as a strategy for decreasing heart attacks.  But, as the late Dr. John Lee once said, “Just because you see seagulls on the beach whenever dead fish wash up; it does not mean that the birds killed the fish.”

     Up through the mid-1980’s, the results of cholesterol-lowering studies were disappointing and, for some drugs used, there were even more deaths in the treatment groups.  One of these studies, known as MRFIT, or “Mister Fit,” looked at 300,000 people, and actually showed that too low a cholesterol level, especially below 140, significantly increased risk of non-CHD death from causes such as cancer.  This fact seems to have been forgotten today with the mantra of “lower is better.”  

     Then, in 1984, a study by the Lipid Research Clinic (LRC) finally showed a modest decrease in heart attacks with cholesterol lowering.  Over the next 4 years, this study was cited over 600 times in the medical literature while a study the next year showing increased deaths in the treatment group was completely ignored.  A 30-year follow-up analysis from the Framingham study published in 19871 that showed elevated cholesterol as a risk factor only up to about age 50 and that, after that, lower levels of cholesterol were, again, associated with increased risk of death was likewise ignored.  Also unnoticed was a separate analysis of 26 studies including over 114,000 patients performed in 1992 showing no difference in CHD deaths and a slight increase in total deaths in the treatment group.2 The possible reasons for these lapses may have had more to do with ideological, political and monetary interests that still exist today than they do with science, but that is beyond the scope of this discussion.

      Enter the “statins.”  The first of the currently used cholesterol-lowering drugs, lovastatin (Mevacor), was released in 1987.  These drugs lowered cholesterol, especially the LDL fraction (so-called “bad” cholesterol) by almost twice as much as previous therapies.  The first study on Lovastatin, published in 1991, once again showed increased mortality in the treatment group.  By now, you should be noticing a pattern.

      Over the next 14 years, however, repeated studies using lovastatin or the other statin drugs, i.e. Pravachol, Zocor and Lipitor, have shown decreased rates of heart attacks and death from heart disease but the impression given to the public as to the degree of benefit is deceiving..  While it is statistically accurate to say that statin drugs lower rates of a first heart attack (what is called “primary prevention”) by about 30%; a closer look reveals that what was found was a lowering of heart attacks from 1.6/100 to 1.1/100 in a very high-risk group of men and a decrease in CHD deaths from 1.4/1000 to 1.0/1000 in a moderate risk group. Yes, 1.1 is technically 31% less than 1.6 and 1.0 is 29% less than 1.4 but, as you can see, the absolute numbers are actually quite small.  In addition, the benefits in this second group were countered by an equivalent increase in death from all other causes including cancer, homicide, suicide and accidents.  Using the same arithmetic, the majority of studies show people with already diagnosed CHD can decrease their risk of further heart attacks, known as “secondary prevention,” by 20% to as much as 40% with medication therapy.

     It should be noted that, contrary to the current recommendations, the primary prevention trials give no meaningful data for women.  The secondary prevention trials, while achieving decreased rates of non-fatal heart attacks and strokes in women, once again showed no change in the total overall death rate.  To top it off, the only primary prevention trial in people over 65 showed an insignificant decrease in CHD but a 25% increase in cancer.

     Cholesterol is actually essential for life and only 15% of the body’s cholesterol comes from food.  The rest is made in the body itself.  Cholesterol is the basic building block of all the stress and sex hormones, is the most abundant compound in brain tissue, acts as an anti-oxidant, protects nerve and other tissues from environmental toxins and provides vital structure for cell membranes.  It may just be that artificially lowering cholesterol with medication interferes with these vital functions causing the immune and nervous systems, in particular, to become more susceptible to injury and damage.
     The truth is that, if you examine the above history closely, it has never been sufficiently proven that lowering cholesterol decreases heart attack risk. What has been proven is that statin drugs lower this risk.  It turns out that these drugs have a number of other effects that may explain these results. In particular, Dr. Paul Ridker, an eminent professor at Harvard, has shown that lowering levels of an inflammation marker, known as high-sensitivity CRP, is as effective as lowering LDL levels.  One effect of statin drugs is that they lower CRP.  They also decrease smooth muscle growth, have anti-clotting properties, and act as anti-oxidants; all properties that would decrease the formation of atherosclerosis.
     Dr. Ridker has just completed a study where patients with low LDL and high CRP were given statin medication.  While the study was underway he said, “It’s a critical study because if it shows that statin therapy in the low-LDL, high-CRP group really does work as primary prevention of heart attack, stroke, and cardiovascular death, we’ll have to rewrite the entire ATP III (current cholesterol treatment) guidelines3 to reflect this biology of inflammation. On the other hand, if the trial doesn’t work, I would think there’s much better ways to spend our healthcare dollars than giving statins to tens of millions of patients where the evidence is really weak (emphasis mine).”4  Well, it turns out that the study did work but the authorities do not appear to considering re-writing the guidelines.  Instead, they are proclaiming that here is still another group of patients who should be given statins!
       Statin drugs have the potential for serious side effects and numerous studies have shown that proper dietary and lifestyle changes work at least as well, and as much as 2-3 times better, than medication.  In particular, the Lyon Heart Study showed that a Mediterranean-style diet of fish and chicken, whole grains, fruits, vegetables and vegetable oils, specifically olive, lowered risk of a second heart attack by an astounding 72% and overall deaths by 56%.  The Nurse’s Health Study found that proper lifestyle and diet changes decreased the risk of a first heart attack by 83%!  These results were independent of cholesterol levels.  I urge everyone, including physicians, to compare these numbers to the drug approach and decide for themselves as to which approach makes more sense.
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