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An Important Objective in the Prevention of Cardiovascular Disease

James Meschino, DC, MS, practices in Toronto, Ontario. He can be contacted via his Web site: www.renaisante.com. For more information, including a brief biography, a printable version of this article and a link to previous articles, please visit his columnist page online: www.chiroweb.com/columnist/meschino.

In recent years, medical practitioners have increasingly relied on statin drugs (HMG CoA reductase inhibitors), such as atorvastatin, lovastatin, fluvastatin, pravastatin, and rosuvastin, as a primary method to reduce high cholesterol. Statin drugs primarily work by blocking the production of cholesterol within the liver. These drugs have been shown to reduce total cholesterol levels by approximately 20 percent to 40 percent and reduce LDL cholesterol by a reported 27 percent to 55 percent. Statin drugs also have a modest effect on raising HDL and lowering triglyceride blood levels.7 Overall, clinical studies have suggested that statin drugs reduce the risk of heart attack by approximately 30 percent over five years of treatment.3,10,14,15,19,22,23
Drug companies indicate that the incidence of significant side effects associated with statin drugs is low: approximately 1 percent to 2 percent for serious muscle damage and liver dysfunction (usually represented as an increase in liver enzyme laboratory tests).7 However, some physicians who prescribe these drugs indicate that side effects are much more common. A survey by a prominent American cardiologist suggests muscle aches and weakness occur in approximately 30 percent of patients who take statins. The survey further suggested patients who take a statin drug often develop annoying, sometimes incapacitating muscle aches and weakness that abruptly stop when they discontinue use of the drug, and return when drug use is resumed.4
In addition to risk of liver damage and muscle pain, rare cases of life threatening rhabdomyolysis with acute renal failure secondary to myoglobinuria have occurred with statin use. Rhabdomyolysis is a condition in which large numbers of skeletal muscle cells die, causing massive amounts of muscle proteins, myoglobin, to enter the bloodstream. The muscle proteins become trapped in the kidneys where they interfere with the normal filtering process, leading to potential fatal kidney damage and renal failure.

Symptoms of rhabdomyolysis include:

· muscle pain (in specific muscles or throughout the body); 

· weakness; 

· tenderness; 

· fever; 

· nausea or vomiting; and 

· dark urine. 

As such, patients taking these drugs are instructed to report unexplained muscle pain, fever, tenderness or weakness immediately.7
Some researchers and clinicians suggest statin drugs also increase the risk of congestive heart failure, as statin drugs reduce the body’s synthesis of coenzyme Q10, which is required for energy production within cardiac muscle.26 Some human studies also show a higher incidence of breast cancer in female statin drug users compared to non-users.17,25 A large Danish study indicated that statin users have a higher risk for the development of polyneuropathy, with the risk increasing the longer the patient uses the drug.9 From the available evidence, it appears that the safety profile of statin drugs has not been fully established and that many questions remain unanswered regarding health problems which may arise from their long-term use. Moreover, some of these side effects are very serious and life-threatening and, by some counts, occur in an alarmingly high percentage of patients. As such, some physicians encourage patients to use more natural interventions (diet, soluble fiber and natural supplements, other than red yeast rice), as their first efforts to lower cholesterol; and to use statin drugs as a last resort and/or use them only in very high-risk patients.4
A review of the available research suggests that in regard to benefit-to-risk analysis, the first intervention to lower cholesterol should be aggressive dietary therapy (and in most cases, endurance exercise) for the majority of cases of hypercholesterolemia; followed, if necessary, by supplementation with gum guggul and/or policosanol (natural cholesterol-lowering health products), then bile acid sequestrant drugs, and finally a statin drug, in this sequence. Persistent elevation of triglyceride and/or low HDL levels in conjunction with hypercholesterolemia may require the judicious concurrent use of niacin and/or a fibric acid derivative medication. However, it should be noted that aerobic exercise is a highly useful means to lower triglycerides and raise HDL cholesterol,16,24 which in some cases can eliminate the need for high-dose niacin and fibric-acid-derivative drugs. (Both of these drugs carry risk of liver damage.)

Many patients consulting chiropractors and other alternative practitioners ask our advice about the safety of cholesterol-lowering medications (particularly statin drugs) prescribed by their physicians. This article highlights the dietary approach practitioners should encourage patients to follow in order to lower cholesterol levels. Aggressive dietary therapy and exercise represent the primary measures to lower cholesterol unless hypercholesterolemia is due to genetic factors (only 5 percent to 10 percent of hypercholesterolemic cases result primarily from genetic influences); there has been a previous cardiovascular event; or hypercholesterolemia is secondary to another health problem (Cushing’s syndrome, hypothyroidism, anorexia nervosa, nephritic syndrome, primary biliary cirrhosis), or induced by thiazide drugs, progestins, anabolic steroids or retinoid drugs.7,11
Dietary Measures to Lower Cholesterol
In light of recent recommendations from Adult Treatment Panel III (in regard to hypercholesterolemia) and the overall findings from the Framingham Heart Study, the evidence suggests that achieving a fasting blood cholesterol level below 150 mg/dL confers the greatest degree of prevention against heart disease. As Dr. W.P. Castelli points out, in 40 years of the Framingham study, there has not been one single heart attack in anyone with total cholesterol under 150 mg/dL. The Framingham Heart Study also reveals that approximately 90 percent of all coronary deaths could be prevented if total cholesterol were kept below 182 mg/dL, systolic blood pressure were kept under 120 mmHg, and no smoking or diabetes were present. The Framingham Heart Study began in 1948 under the jurisdiction of the National Heart, Lung and Blood Institute. Every two years, the study monitors 5,000 volunteers for a host of risk factors for heart disease.12
In regard to achieving a fasting blood cholesterol below 150 mg/dL, Dr. Castelli contends that all people, with the exception of 5 percent to 10 percent of hypercholesterolemic patients who have familial hypercholesterolemia (genetic cases), could achieve this desirable blood cholesterol level upon adopting a vegetarian diet. However, most people are able to achieve levels below 180 mg/dL, and often below 150 mg/dL, with adoption of a low-fat diet (no more than 7-15 grams of saturated fat and no more than 150-200 mg of cholesterol ingestion per day). Dr. Castelli himself was able to reduce his total blood cholesterol from 270 to 190 mg/dL, and raised his HDL cholesterol from 49 to 63 mg/dL, simply through the adoption of a low-fat diet (as presented above), along with daily exercise. Most physicians would recommend drug therapy for patients with total fasting cholesterol of 270 mg/dL.12
Other researchers have arrived at similar conclusions. Dr. Dean Ornish showed that the combination of daily exercise, daily stress reduction and a strict diet (with less than 10 percent of calorie intake from fat) was sufficient to lower LDL cholesterol by an average of 37.4 percent within two months. This group of high-risk patients also experienced a 90 percent reduction in frequency of angina episodes.18
More recently, a small, but significant clinical trial by Dr. Caldwell Esselstyn Jr., of the Cleveland Clinic Foundation, showed that a plant-based diet in conjunction with cholesterol-reducing medication eliminated progression of coronary artery disease over a 12-year period in patients with triple-vessel disease. Most of the 18 patients had experienced an earlier failed intervention of bypass surgery or angioplasty. All patients who maintained the diet achieved the cholesterol goal of less than 150 mg/dL and had no recurrent coronary events during the 12 years. At five years, angiography was repeated in most cases. By analysis of the stenosis percentage, none had any progression of the disease and 70 percent had selective regression. This data is compelling when one considers that the same group had experienced more than 49 coronary events during the eight years before this study.21
The evidence strongly suggests that attaining a fasting blood cholesterol level below 150 mg/dL is the desirable goal for both the primary and secondary prevention of coronary heart disease. The problem is that health officials have not provided the public with accurate information about the ideal blood level of cholesterol or the dietary program that will achieve optimal protection against the number-one cause of death in America. The basic diet favored by the National Cholesterol Education Program and other government agencies contains not only grains, legumes, vegetables and fruit, but also oil, dairy products, poultry, lean meat and fish. It allows for up to 30 percent of calories to be provided by fat. Unfortunately, there is no evidence that by eating such a diet, one can achieve a cholesterol level of 150 mg/dL or avoid coronary artery disease.8
There is emerging evidence that government agencies which issue dietary recommendations to the public have been influenced by lobbying groups, and have not based their recommendations upon the best available scientific information. Any group promoting dietary guidelines for the public should base its decisions on science, not politics or economics. However, the USDA has been subjected to intensive industry lobbying, which compromises its capacity to be fair and objective.

As recently as October 2000, the Physicians Committee for Responsible Medicine successfully litigated against the USDA to ascertain the compensation sources of the U.S. Dietary Guidelines Committee. Six of the 11 members, including the chairman, were found to have relationships with the meat, dairy or egg industry. Ties to industry and politics result in conflict within our private and governmental health institutions, compromising the accuracy of their public message.8
In short, the American people have not been provided with accurate information about how to lower their cholesterol into the optimal range with respect to the prevention of heart disease. As Dr. Esselstyn suggests, even though many people might find a plant-based diet initially difficult to follow, every patient with the diagnosis of coronary artery disease should at least be offered the option of this potentially curative arrest and reversal approach.

At the same time, experts such as Dr. Castelli point out that a vegetarian diet is not required in most cases, as many people are able to achieve a cholesterol level below 150 mg/dL by following a low-fat diet that may include, in addition to plant-based foods, reasonable amounts of low-fat dairy products, chicken breast, turkey breast, Cornish hen and small amounts of soft margarine, olive oil and low-fat treats, such as angel food cake.2
The Mediterranean diet and monounsaturated oils have become unjustifiably popular because of the Lyon Diet Heart Study. No studies of monounsaturated oils have shown them to arrest and reverse coronary disease. The Lyon study did show a slower rate of progression, but this is hardly an acceptable goal. In a study of patients with coronary disease, Blankenhorn, et al., actually showed the reverse – that disease progressed as rapidly in patients on a monounsaturated diet as it did in those on a saturated fat diet.1,5
More recently, the Portfolio Diet, proposed by Dr. David Jenkins and fellow researchers, has taken center stage as a means to lower cholesterol in hypercholesterolemic individuals using therapeutic lifestyle changes (TLC). This diet is essentially a low-fat diet with special focus on foods that contain known agents to lower cholesterol (viscous fiber, soy protein, almonds and plant sterols). This diet has demonstrated a remarkable ability to significantly reduce total cholesterol and LDL cholesterol to a degree comparable to the use of first-generation statin drugs within patients recruited for the same study.13
What If Diet Therapy Fails?
If dietary therapy (and aerobic exercise) fail to reduce blood cholesterol to below 150 mg/dL, the practitioners should consider the addition of psyllium husk fiber (10 gm per day) and/or ground flaxseed (50 gm per day), as well as two natural cholesterol-lowering supplements, gum guggul and policosanol. (To read two of my previous DC articles on these supplements, search online at www.chiroweb.com/columnist/meschino.) If these natural interventions do not achieve the intended outcome for blood cholesterol after a six-month trial (diet and exercise for three months, followed by another three months of diet and exercise, with the addition of psyllium husk fiber, ground flaxseed, gum guggul and policosanol), then the addition of a bile acid sequestrant drug for the ensuing three months deserves consideration as the safest next step to lower cholesterol. If all of these interventions fail to result in fasting blood cholesterol level below 180 mg/dL (in non-smokers, non-diabetics and non-hypertensive patients), a statin drug may be considered.

Unfortunately, many physicians currently use statin drugs as the first resort, not the last resort, in cases of hypercholesterolemia. This appears to be contrary to benefit-to-risk analysis in the majority of cases. As such, alternative health care practitioners should be aware of the efficacy and risks pertaining to cholesterol-lowering interventions, as a means to provide hypercholesterolemic patients with accurate information regarding the use of appropriate dietary modifications, supplements and medications.
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