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Cholesterol, Statins and the Truth about Cardiovascular Health and 
Disease 

By Donald R. Yance 

Learn to do a full risk assessment of cardiovascular health and set up an effective treatment protocol using 
herbs and nutrition. 

 
Cardiovascular disease (CVD), principally heart disease and stroke, is the nation's leading killer for both men and 
women among all racial and ethnic groups.   Almost 1 million Americans die of CVD each year, which adds up to 
42% of all deaths.  
 
Heart disease doesn't just kill the elderly -- it is the leading cause of death for ALL Americans age 35 and older. 
Heart disease is the leading cause of death in women worldwide, killing around 8 million each year - more than 18 
times the rate caused by breast cancer. CVD is the leading cause of death in the world, killing nearly 17 million 
people annually. 1 
 
The death toll alone is only part of the picture.  The rest is filled with individuals who daily struggle with the 
complications of CVD. One out of every four Americans has CVD, about 57 million Americans.  Heart disease and 
stroke account for almost 6 million hospitalizations each year and cause disability for almost 10 million Americans 
age 65 years and older.  
 
The effectiveness of conventional medicine for early detection, treatment and preventing heart attacks is 
questionable according to a recent study published in the journal Circulation, the journal of the American Heart 
Association. In this study, the medical records were of 326 individuals who had received medical examinations 
within the six month period before they died from a sudden heart attack were analyzed.  Eighty-six of the 326 
examinations were done within the seven-day period prior to death from heart attack.  The physicians had not 
predicted a single one of the 326 heart attacks. 2 
 
The Allopathic approach is medication and surgery. Angiograms, bypass surgery, and angioplasty are a big business, 
costing billions annually, but based upon extensive analysis, it appears that most of the money is wasted.   Case 
histories show surgery to be five to ten times more deadly than the disease and in many instances unnecessary! 3 
 
Along with geographical risks (i.e. environmental pollution, lifestyle behaviors) a number of health-related 
behaviors practiced by people every day contribute markedly to CVD.  These include:  
 
Stress (elevated stress hormones): “Mental stress” that may not even be noticed, is a stronger indicator of heart 
attack or other severe heart event than other known risk factors including smoking, high cholesterol, diabetes or 
being a man. The Mayo Clinic reported that psychological stress is the strongest risk factor for predictive future 
cardiac events, including myocardial infarction and cardiac death, among individuals with an existing coronary 
artery disease.  Anger, anxiety and chronic worrying are all associated with coronary heart disease.  People whose 
blood pressure rises during periods of “mental stress” are six times more likely to have a coronary heart disease 
event within six years than those who remain calm under the stress. Conscious stress and biological stress may be 
two different things. People's capacity, particularly men, to tell you that they are stressed is worth about nothing. 4  

Research published in Circulation suggests that mental stress can trigger a potentially deadly slowdown in blood 
flow to the heart and increase the risk of death by as much as three times for people with cardiovascular concerns.  
Stress in those people causes the walls of blood vessels to thicken, resulting in a narrowed flow of blood to the 
coronary arteries. This increased pressure within the blood vessels forces the heart to work harder and causes certain 
portions to contract more vigorously or to bulge. Furthermore, the vascular resistance and coronary artery 
constriction that occur during mental stress increase blood pressure, while at the same time decreasing the amount of 
blood available to the heart. This results in the heart being deprived of essential nutrients and increases its demand 
for oxygen. 168 
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Anxiety Characteristics, Depression, Type D behavior and heart disease 
 Type A go-getters aren't the only ones stressing their hearts.  Nervous Nelsons seem to be, too. Recent research 
reported that chronic anxiety and anger can significantly increase the risk of a heart attack.  Dr. Nieca Goldberg of 
the New York University School of Medicine stated that "This is very important research because we really are 
focused very much on prescribing medicine for cholesterol and lowering blood pressure and treating diabetes, but 
we don't look at the psychological aspect of a patient's care." 300 

Many studies have demonstrated the role of psychosocial and behavioral risk factors in the etiology and 
pathogenesis of cardiovascular disorders. Recently, a new personality construct, the type D or 'distressed' 
personality, has been proposed. Type D behavior is characterized by the joint tendency to experience negative 
emotions and to inhibit these emotions while avoiding social contacts with others. The observation that cardiac 
patients with type D personality are at increased risk for cardiovascular morbidity and mortality underlines the 
importance of examining both acute (e.g. major depression) and chronic (e.g. certain personality features) factors in 
patients at risk for coronary events. Both type D dimensions (negative affectivity and social inhibition) are 
associated with greater cortisol reactivity to stress. Elevated cortisol may be a mediating factor in the association 
between type D personality and the increased risk for coronary heart disease and, possibly, other medical disorders. 
242 

 
A bidirectional relationship exists between depression and cardiovascular disease. Patients with major depression 
are more likely to develop cardiac events, and patients with myocardial infarction and heart failure are more likely to 
develop depression. A feature common to both clinical syndromes is activation of proinflammatory cytokines and 
stress hormones, including the hypothalamic-pituitary-adrenal axis and the renin-angiotensin-aldosterone system, 
that are detrimental to the heart and vascular system. 242 
 
Diet - Poor Nutrition (elevated glucose and insulin – obesity):  Between 30% - 40% of the nation’s adults are obese 
and thus have a higher risk for heart disease, high blood pressure, high cholesterol, and other chronic diseases and 
conditions such as diabetes. Only 27% of women and 19% of men report eating the recommended five servings of 
fruits and vegetables each day.   I recommend 7-10 serving of vegetables and 4-5 servings of fruit.  Just by 
increasing your vegetable, fruit and “wholegrain” intake, serum lipids can greatly improve.4 If, as we have been told, 
heart disease results from the consumption of saturated fats, one would expect to find a corresponding increase in 
animal fat in the American diet. In actuality, the reverse is true. During the sixty-year period from 1910 to 1970, the 
proportion of traditional animal fat in the American diet declined from 83% to 62%, and butter consumption 
plummeted from eighteen pounds per person per year to four.  During the past eighty years, dietary cholesterol 
intake has increased only 1%. During the same period the percentage of dietary vegetable oils in the form of 
margarine, shortening and refined oils increased about 400% while the consumption of sugar and processed foods 
increased about 60%. 6 
 
Lowering cholesterol by dietary means does not improve health. There isn’t little support from trials; there is none at 
all.  
 
Simply lowering the percentage of energy from total fat in the diets is unlikely to improve lipid profile or reduce 
coronary heart disease (CHD) incidence. The same applies for treating obesity by diet; long-term clinical trials have 
provided no good evidence that reducing dietary fat per se leads to weight loss. There is much evidence to suggest 
that omega-3 fatty acids have a beneficial influence on cardiovascular disease. 176-179 
 
Analysis from France found that the risk of CHD conditions that cause of 20% of deaths in the US and 17% of 
deaths in Europe, was cut by 4% for each additional fruit and vegetable portion consumed, and by 7% for fruit 
portion intake.  The link between the risk of CHD and vegetable intake, however, was mixed with a more beneficial 
relationship observed for general cardiovascular mortality (26% risk reduction) than for the more specific fatal and 
nonfatal heart attacks (myocardial infarction) (5%). This meta-analysis of cohort studies shows that fruit and 
vegetable consumption is inversely associated with the risk of CHD. 270 
 
Fruit, vegetables, and olive oil reduce risk of coronary heart disease in Italian women: the EPICOR Study 
The present study aimed to investigate the association between consumption of fruit, vegetables, and olive oil and 
the incidence of coronary heart disease (CHD) in 29,689 women enrolled between 1993 and 1998 in 5 European 
Prospective Investigation into Cancer and Nutrition (EPIC) cohorts in northern (Turin and Varese), central 
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(Florence), and southern (Naples and Ragusa) Italy. CONCLUSION: An inverse association between increasing 
consumption of leafy vegetables and olive oil and CHD risk emerged in this large cohort of Italian women.388 

 
Lack of Physical Activity:  People who are sedentary have twice the risk of heart disease as those who are physically 
active. Despite these risks, America remains a predominantly sedentary society. Surveys show that more than half of 
American adults do not practice the recommended level of physical activity, and more than one-fourth are 
completely sedentary.  After a 17-year study on almost 9,800 Americans, the researchers concluded that expending 
energy through physical activity might be the key to cutting the risks of heart disease.7 In another study scientists 
found that increasing exercise, not reducing calories, may be the best way to ward off heart disease.8 
 
Tobacco Use:  Smokers have twice the risk of heart attack as nonsmokers.  
 
Periodontal disease 
Periodontal disease is common among adults in the US and is a potential source of chronic inflammation. Recent 
data points to an important role for chronic inflammation in the development of CHD. A recent review of all the 
existing data found that several studies demonstrated periodontal disease to be independently associated with 
increased risk of CHD and is independent of traditional CHD risk factors, including socioeconomic status. 345 

 
Let’s dispel some popular myths regarding statin drugs, cholesterol and heart disease: 
 
MYTH 1 
“High cholesterol {and LDL} is the number-one cause of heart disease in this country.” Dead wrong. High 
cholesterol is among the risk factors for heart disease, but is not the leading risk factor. The most prevalent risk 
factor is high CRP, low HDL, along with small LDL particles, which commonly occur together. In fact, of every 
100 people with coronary heart disease, 60-70 will have low HDL and small LDL particles, but fewer than 30 will 
have high LDL. If this is the case, why do we not hear more about low HDL and small LDL particles? The answer is 
simple: because treating these is not as profitable for drug companies. But just wait—when a profitable drug 
becomes available to treat this more prevalent risk factor for heart disease, we can expect to hear about an 
“epidemic” that will justify billions of dollars in new drug expenditures.182-185 
 
 What qualifies as low HDL? National guidelines say it is a level of less than 40 mg/dL for men and less than 45 
mg/dL for women.186 In fact, a level of less than 60 mg/dL is probably very significant. 187 HDL is already a 
standard measure in everyday cholesterol panels. Small LDL particles, on the other hand, need to be measured 
specifically. The medical world focuses on statin therapy for LDL, while the most prevalent risk factor for heart 
disease goes untreated in the great majority of cases. 
 
MYTH 2  
“If I take a statin agent, I won’t have a heart attack.” This is simply untrue. Lowering cholesterol (even to rock-
bottom levels) reduces, but does not eliminate, the risk of heart attacks. Many heart attacks still occur in people with 
low cholesterol levels, whether or not they take cholesterol-lowering drugs.188 We must consider that there are other 
risk factors for heart disease besides cholesterol, such as small LDL particles, low HDL, lipoprotein(a), 
homocysteine, and high insulin levels. 189 
 
MYTH 3 
“I feel fine and my stress test was normal. My doctor says I don’t have heart disease.” This is among the most 
widely propagated fallacies spread by many primary care physicians and even cardiologists. First, lack of symptoms 
should not be reassuring, as most heart disease is silent—without symptoms and undetectable by conventional 
means such as electrocardiograms and cholesterol testing. Second, stress testing is a miserable failure for screening 
asymptomatic people. This is why you will hear about your neighbor passing a stress test on Tuesday, only to drop 
dead from a heart attack on Thursday. Most future heart-attack victims are walking around feeling fine and unaware 
of their risk.190 Cholesterol can be high, low, or in between, but all too frequently fails to shed light on this murky 
situation. 
 
Cholesterol: the lipid with a bad reputation 
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Hyperlipidemia refers to elevated blood levels of lipids (fats), including cholesterol and triglycerides. Most people 
with hyperlipidemia have no symptoms. However, hyperlipidemia is associated with an increased risk of CHD and 
can result in angina pectoris (chest pain), a heart attack, or both.  It is one of many risk factors.  What actually causes 
hyperlipidemia is a debatable issue.  It is not as simple as foods that contain cholesterol elevate lipids.    
 
An important risk factor is the oxidation of low-density lipoprotein (LDL) cholesterol caused from a lack of 
antioxidant-rich foods, herbs, and nutrients and/or a large intake of foods and chemicals that contains damaging free 
radicals.  Chronic inflammation also contributes to oxidative stress and an increase in CHD.  When LDL cholesterol 
oxidizes, it promotes atherosclerosis, particularly in the presence of stressors, like cortisol and insulin, which 
together cause all kinds of disruptions including an increased oxidative and inflammatory state.  These are the real 
underlying causes to chronic disease. 205-207, 264 

 
The production of high levels of C-reactive protein (CRP) reflects the level of inflammatory activity deep within the 
body. It appears that certain conditions create a state of excessive inflammation within the circulatory system. 9-12 
 
Multiple risk markers for atherosclerosis and CVD have a pro-inflammatory component, which stimulates the 
release of a number of active molecules such as inflammatory mediators, nitric oxide, and immune cells in response 
to injury, among others. Nitric oxide plays a pivotal role in preventing the progression of atherosclerosis through its 
ability to induce vasodilation, suppress vascular smooth muscle proliferation, and reduce vascular lesion formation. 
Nutrients such as arginine, antioxidants (OPCs, vitamins C and E, lipoic acid, selenium, glutathione), and enzyme 
cofactors (vitamins B2, B3, B6, B12, folate, zinc) help to elevate nitric oxide levels and may play an important role 
in the management of cardiovascular disease. Other dietary components such as DHA/EPA from fish oil, 
tocotrienols, vitamins B6 and B12, and quercetin contribute further to mitigating the inflammatory process.13 
 
Within the broad range of cholesterol levels from 180 to 240 there is little to no evidence that this alone correlates 
with heart disease. Below 180 there is increased risk of hemorrhagic stroke, depression, and suicide,24,25   a link to 
violence,26  a high risk of decline and death in elderly people,27  and an association between low serum cholesterol 
and cancer. 163,164  Above 240 there is increased risk of CVD and ischemic stroke. Over age 70, elevated cholesterol 
and cardiovascular events no longer correlate. Total serum cholesterol alone is a poor indicator of CVD. Half of all 
heart attack patients have normal total cholesterol levels.   
 
In the case of an elevated cholesterol level, normalizing it without drugs is one of the easiest things to do with 
nutritional and botanical medicine. 
 
Diet, Cholesterol and CHD 

Cholesterol has unjustly received most of the blame for CVD.  There is much confusion and many misconceptions 
about what foods are good to eat versus what foods are bad to eat.  Foods like eggs and butter are thought to be 
major contributors to heart disease because of their cholesterol content, but in fact studies have shown that with a 
balanced diet, eggs do not increase plasma blood cholesterol. Eggs from free-range chickens that have eaten natural 
organic grains contain high amounts of lecithin, a phospholipid that emulsifies other fats and improves the liver’s 
ability to break down and absorb fat properly.  A Korean study found that daily consumption of  3 eggs per day, 
enriched with DHA reduced platelet aggregation, total cholesterol, LDL cholesterol and triglycerides.  Another new 
study found eating an egg a day does not impact the cholesterol particles in the blood most likely to cause heart 
disease, debunking myths surrounding the role of eggs in the diet. 14-18 

 

An extensive study of diet and disease patterns in China found that the region in which the populace consumes large 
amounts of whole milk had half the rate of heart disease as several districts in which only small amounts of animal 
products are consumed.  Butter, although a saturated fat, does not oxidize in the body nor generate free radical 
damage as hydrogenated polyunsaturated fats do.19 A survey of South Carolina adults found that men eating butter 
ran half the risk of developing heart disease as those using margarine.20 

Mother's milk provides a higher proportion of cholesterol than almost any other food. It also contains over 50% of 
its calories as fat, much of it saturated fat. Both cholesterol and saturated fat are essential for growth in babies and 
children, especially the development of the brain.21 
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The ingestion of rancid fats, refined sugars, and refined starches will cause an over-oxidation of lipids, including 
cholesterol, and elevation of insulin levels, leading to serious damage of cardiac function, atherosclerosis, and 
damage to the liver, spleen and other organs.  Replacing fat with refined sugar and starch can cause hyper-
insulinism, adrenal exhaustion, and obesity. Eating a diet rich in refined sugars and refined starch has shown to 
decrease the “good” HDL cholesterol.22 The fat-free diet that many people believed to be the way to go presented 
many health problems including low energy, difficulty in concentration, depression, weight gain and mineral 
deficiencies. 23 

 

Recently, some refreshingly non-brainwashed researchers from the Norwegian University of Science and 
Technology (NTNU) noted that “the predictive properties of cholesterol might not be as straightforward as widely 
assumed.  Among women, serum cholesterol had an inverse association with all-cause mortality. Meaning that, 
as cholesterol went up, the risk of visiting that big Zara outlet in the sky went down. Compared with women whose 
cholesterol was under 5.0 mmol/l (193 mg/dl), those with a reading over 7.0 mmol/l (270 mg/dl) enjoyed a 28% 
relative risk reduction of dying. This risk was determined after adjusting for age, smoking and systolic blood 
pressure. An almost identical relationship with cardiovascular disease (ie, CHD, heart failure, stroke) was observed. 
As cholesterol went up, risk of dying from cardiac arrest and stroke declined. 
 
When coronary heart disease mortality was examined in isolation, the association with cholesterol appeared to 
follow a U-shaped curve. The lowest CHD risk was seen between 5.0-6.9 mmol/l, which hardly supports the simple-
minded “lower is better” mentality that has come to dominate the CHD prevention arena. And, at the end of the day, 
the most important figure of all is overall mortality. No matter what the cause of death, if you’re the last one left 
standing, then you achieved the best result. And among this sample of over 27,000 Norwegian women, the higher 
the cholesterol level, the more likely this result.471 

 

Abdominal obesity, a great risk factor for heart disease 
Body mass index (BMI) is far more important than lipid scores in lowering CVD risks.254, 255  Yet according to the 
results of a new study, belly fat is a better measure than BMI, and abdominal obesity could be a greater risk factor 
than overall obesity.  Sagittal abdominal diameter (SAD) is the distance from the back to the upper abdomen 
midway between the top of the pelvis and the bottom of the ribs. SAD is a more standardized measurement than 
waist circumference, and therefore less subject to error.  Men with the largest SAD were 42% more likely to develop 
heart disease, and a large SAD similarly increased heart disease risk by 44% for women. Heart disease risk also rose 
with SAD within BMI categories, even among men of normal weight. 
 
The relationship between SAD and heart disease risk was strongest among the youngest men and women, indicating 
that people who develop central obesity earlier in life are more likely to have more serious problems.295 Obesity is 
associated with low HDL cholesterol, high triglycerides, and elevated CRP. 256 

What should the diet be? 
 
Also just as bad is the high fat and protein diet.  The diet I preach is rich in organic undenatured vitalizing foods, 
with an emphasis on vegetables, fruits, whole grains, a balanced intake of organic protein-rich foods as well as a 
variety of foods providing a balance of Omega 9, 6 and 3 fatty acids.  This can include organic free-range meat but 
doesn’t have to.  It should take into account the energetic nature of the person as well as the geographical location 
and the time of year.  For example the diet during the hot summer months should have a larger intake of summer 
fruits, mono and saturated fat, and in the winter more root vegetables and n’3- and 6-rich foods such as walnuts, and 
flax seeds.  Not only is this typically more convenient, it is what your body wants and needs for optimal health and 
adaptation.  Just by increasing vegetable and fruit intake, in particularly berries, research has concluded that serum 
levels of lipids normalize to a healthy range.28 
 
The Mediterranean diet has been shown in epidemiological trials to be associated with reduced risk of heart disease.  
Adherence to the 11 components of the Mediterranean pyramid, specifically, increases in servings of fruits and 
vegetables were associated with decreased LDL concentrations. 239 

 
A recent study showed that a modified Mediterranean-style, low glycemic load diet with soy protein and 
phytosterols had a more favorable impact than the American Heart Association Step 1 diet on CVD risk factors.  
The results demonstrate that specific phytochemical supplementation increased the effectiveness of the modified 
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Mediterranean-style low glycemic load dietary program on variables associated with metabolic syndrome and CVD. 
311 

 
Adopting a Mediterranean diet after a heart attack is almost three times as powerful in reducing mortality as 
taking a statin. The recently published PREDIMED randomized controlled trial was stopped early after it showed 
that in high risk people the Mediterranean diet achieved a 30% improvement over a “low fat” diet in terms of 
cardiovascular events.489 

 
A new meta-analysis of scientific evidence for nuts’ ability to lower cholesterol levels confirms that almonds, 
peanuts, walnuts and pecans could be useful as part of an overall heart-healthy diet. 253 

 
Walnuts - Walnut consumption lowers total cholesterol levels as well as LDL or “bad” cholesterol. This may be due 
to the walnuts rich source of alpha-linolenic acid (ALA), which can also improve vascular function, aiding the 
prevention of heart disease and stroke.29 Walnuts are great in salads with apples or pears and some goat cheese. 
 
Raw almonds - A handful (1/4-1/2 cup) of raw almonds daily not only lowers cholesterol, but also lowers the 
dreaded genetic risk factor for coronary disease, lipoprotein(a). Almonds also blunt abnormal spikes in blood sugar 
after eating and help prevent diabetes. They are tremendously filling and are great for sugar addicts who need to 
snack, since almonds take the edge off your sweet tooth.180,181 
 
Hazel nuts - A study showed that a hazelnut-enriched diet decreased (P<0.05) the concentrations of VLDL 
cholesterol, triacylglycerol, apolipoprotein B by 29.5, 31.8, and 9.2%, respectively, while increasing HDL 
cholesterol concentrations by 12.6%. Total/HDL cholesterol and LDL/HDL cholesterol ratios favorably decreased 
(P<0.05). 351 
 
The flavonoids, as well as the monoterpene, limonene, found in orange and tangerine peels has the potential to lower 
cholesterol more effectively than some prescription drugs, and without side effects.30  I often recommend the use of 
citrus rind in teas, fish dishes, and salad dressings. 
 
Prolonged stress can suppress activity of anti-oxidant systems, increasing lipid peroxidation, and inflammation. 
Besides important lifestyle changes that can prevent and even reverse coronary heart disease, foods rich in 
flavonoids, namely procyanidolic polymers, along with other phenolic compounds, present mostly in berries, 
possess unique pharmacological properties and unique benefits (anti-oxidant, anti-inflammatory, anti-thrombotic, 
vascular-tissue-enhancing etc.).  They can maintain antioxidant function under normal conditions and can raise our 
antioxidant abilities when under stressful conditions. Flavonoids in general act as one-electron donors, which 
eliminate free radicals. The phenolic antioxidants are known to stop lipid peroxidation of cell membranes, a 
prominent free radical chain reaction among unsaturated fatty acids that is carcinogenic by virtue of being both 
mutagenic and mitogenic.31 
 
Carotenoids, such as dietary lycopene, found in tomatoes, pink grapefruits, and water melon, may significantly 
reduce the risk of heart disease, suggests new research, which found that women with the highest levels of the 
antioxidant in their blood had a 34% reduced risk of the disease compared to those with lower levels of the nutrient. 
32 
 
Orange juice boosts HDL cholesterol 
A University of Western Ontario study of  men and women with moderately high cholesterol levels showed that 
HDL cholesterol levels, which are difficult to change through diet, increased by 21% after drinking 3 cups of orange 
juice a day for 4 weeks, improving the LDL"bad"/HDL ratio by 15%. 350 

What’s up with those Statin Drugs?  The good, the bad and the ugly! 
 
Statin drug is believed to be so good for us all that there is a very strong movement that these drugs be added to our 
drinking water.483  With 25% of the adult population taking statins and half the population anticipated to take these 
drugs in the future, it is time that we seriously re-evaluate what we are doing with them.  Just like our weight, there 
is an optimum with cholesterol as well. Some people believe that the lower your cholesterol, the healthier you are. 
Nothing could be further from the truth. If your cholesterol is too low you will have an increased risk of mood 
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disorders, depression, stroke, violence, and even cancer.  
 
Estimates of the number of US adults who would be newly eligible for statin use under the new 
guideline range from 12.8 million to 45 million. Put another way, about 1 in 3 American adults overall, and 
perhaps as many as 1 billion worldwide, would be potential candidates for statin treatment. In an editorial in 
the Journal of the American Medical Association (JAMA), Dr John Ioannidis estimated that the total sales of 
statins may approach $1 trillion worldwide by 2020; the most commercially successful drug in history, 
atorvastatin (Lipitor®), had sales exceeding $120 billion between 1996 and 2011.501,502 

 
The American College of Physicians released a recent report that stated “regardless of cholesterol levels, most 
people with diabetes should be taking cholesterol-lowering medication to cut their risk of having a heart attack.” 37  
 
An estimated 25 million people worldwide are taking drugs known as statins to lower their cholesterol levels and 
according to “experts” 200 million could use them. Now, researchers are claiming that doubling the doses that are 
currently used reduces the risk of heart attack, bypass surgery and chest pains more than “more gentle” doses. This 
advice will most likely put pressure on doctors to use even more aggressive and expensive doses of statin drugs. The 
United States already spends $12.5 billion more on statins than any other medicine. When you consider that a 
starting dose of Lipitor will run you $900 per year, while the 80-milligram dose used in the new study costs 
approximately $1,400 annually, you get a good idea of how much more expensive this will be.  It could mean a huge 
increase in health care costs because in the United States, only 11 million of the 36 million people who experts say 
should be taking cholesterol medication are actually taking them. 38 
 
Suppose that lowering your “bad” (LDL) cholesterol was not actually the key to lowering your risk of heart attack 
and heart disease? Would you still want to risk all of those statin side effects? Not to mention how effective a 
combination of diet, exercise, stress management and a well developed nutritional and botanical supplement regime 
can be.  With this approach, there is really no need for these drugs.  This is what several research studies have found, 
raising the basic question of whether statin drugs even work to lower the risk of heart disease.  
 
A better predictor of heart disease, with respect to cholesterol, is the HDL/total cholesterol ratio, rather than total 
cholesterol, although there are many other risk factors that are either more important or just as important as the 
HDL/total cholesterol ratio.  
 
Statin drugs do, in fact, lower bad cholesterol levels. But they do this by compromising the ability of the liver to 
create all types of cholesterol, including the "good" cholesterol and important hormones that the body manufactures 
from cholesterol. Statins may have one measurable, positive effect according to the medical charts, but they 
simultaneously throw off the body's healthy physiology in a hundred other ways such as blocking your sex drive. 
 
 Clinical trials don't pay much attention to these other effects; they're just looking to prove one particular thing and 
get FDA approval to market the drug as a miracle cholesterol fighter. What other effects the drug has on the human 
body are largely ignored. And when clinical trial participants start showing these severe effects, they are typically 
"dismissed" from the trial in order to ensure that trial results look positive. In this way, extremely toxic drugs are 
actually approved by the FDA as "safe." 
 
A recent published study found that lowering bad cholesterol with statin drugs might not reduce the rate at which 
plaque builds up in the arteries surrounding the heart. This finding flies in the face of the widespread belief that 
lowering LDL cholesterol levels is the best way to reduce arterial plaque. In the study, participants taking varying 
doses of a statin did generally lower their cholesterol. However, all the groups had an average increase in arterial 
plaque of 9.2 percent. 39 
 
Another published study looked at the effect of statin drugs versus usual care (improving diet, exercise, etc.). While 
the statin group did lower their bad cholesterol levels significantly more than the usual care group, both groups had 
the SAME rates of death and heart disease.40 Another study confirmed that a healthy diet, low in fats, refined fats, 
starches and sugars, was just as effective as a statin drug in lowering LDL cholesterol.41  
 
Statin drugs induce myopathy (muscle weakness) 43, 44, 171, 172, 294 and remember that the heart is really a muscle that 
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never stops working. What does that tell you?   
 
Statin-related side effects, including statin cardiomyopathy, are far more common than previously published and are 
reversible with the combination of statin discontinuation and supplemental CoQ 10 and other mitochondrial-
enhancing nutrients and botanicals. 294 

 
Statins have been shown to cause myotoxicity and rhabdomyolysis, whole-scale muscle breakdown.  In most cases 
rhabdomyolysis occurs following the use of these drugs for at least one week. Cases of rhabdomyolysis after just a 
single dose of simvastatin have been reported.44 

 
Rhabdomyolysis with HMG-CoA reductase inhibitors and gemfibrozil combination therapy. 
 Once the fifth of the six most prescribed statins, Baycol was pulled off the market voluntarily after 31 people died 
of complications of severe rhabdomyolysis.  In one third of the cases, the person was on a second cholesterol drug, 
gemfibrozil, known to increase the risk of problems. 
 
Combination use of statins and fibrates—the family to which gemfibrozil belongs—isn’t necessarily a mistake. The 
two types of drugs alter blood fats in different ways, and are sometimes intentionally prescribed to patients with 
severe cholesterol problems despite the rare risk of rhabdomyolysis, which generally reverses itself if the drugs are 
stopped immediately. 251 

Statin drugs are often combined with fibric acid derivatives to lower both cholesterol and triglyceride levels. 
Rhabdomyolysis is a known, rare serious side effect of statin monotherapy and of statin-fibrate combination therapy. 
An examination of the FDA's postmarketing database for cases of rhabdomyolysis in relation to monotherapy and 
combination use calculated and evaluated the number of rhabdomyolysis cases along with outcomes such as renal 
failure, dialysis and death.  Of 866 total reported cases, 482 (56%) were associated with monotherapy and 384 
(44%) related to combination therapy. More than 80% of reported cases for each drug resulted in hospitalization for 
renal failure and dialysis. 80 patients expired from events related directly to rhabdomyolysis. Rhabdomyolysis is a 
serious side effect of statin monotherapy and of statin-fibrate combination therapy. Clinicians need to remain 
cognizant of this potential adverse event and discuss signs and symptoms of muscle toxicity with patients in order 
improve the benefits-to-risks of treating dyslipidemia with statins. 171 

 
Rhabdomyolysis and the cardio-myopathy associated with statins could easily be prevented and/or treated with a 
few mitochondrial anabolic enhancing supplements, namely CO Q 10, Magnesium Creatine, Carnitine, Magnesium 
Gycol Glutamine, and various adaptogens with enhanced anabolic/anti-catabolic actions such as Rhaponticum 
carthamoides.  These can be used even when creatine kinase levels are within normal levels on blood test. 43      
 
It is downright criminal that CO Q 10 is not recommended for every person taking a statin drug.  I think everyone 
with a risk of cardiovascular disease should be taking CO Q 10. 

Statins have been shown to Stimulate the Growth of New Blood Vessels, a possible increase in cancer risk 
Tests in human cell samples and in rabbits show that the cholesterol-lowering drug simvastatin (Zocor) seems to 
activate a molecule called protein kinase Akt/PKB and to produce effects on the growth of new blood vessels, a 
process called angiogenesis.  Statins might increase the growth of blood vessels in cancerous tumors.45  
 
This is not the first time that the cancer-causing potential of cholesterol-lowering medications has been discussed. 
Several studies provide some excellent information on this.46 “If statins act on the same pathway as VEGF (Donnie, 
Write out first time?), it further explains the cancer connection. A just-published study shows that VEGF plays an 
important role in the spread of cancer and found that survival time was diminished in patients whose cancerous 
tumors tested positive for VEGF.” 47 Another study showed that VEGF plays a role in diabetic retinopathy.48 
Therefore, if statins act along the same pathway, this is another potential adverse effect of the drugs. Considering the 
fact that a high percentage of diabetics have heart disease and are probably on these drugs, this is significant. 
 
May causes cognitive decline and even dementia 
Taking statin drugs also has shown to reduce cognitive function.  We report two women who experienced significant 
cognitive impairment temporally related to statin therapy. One woman took atorvastatin, and the other first took 
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atorvastatin, then was rechallenged with simvastatin. Clinicians should be aware of cognitive impairment and 
dementia as potential adverse effects associated with statin therapy. 244 
 
Another study involved 283 people—94 in the placebo group, 96 in the 10-mg simvastatin group, and 93 in the 40-
mg simvastatin group. Compared with placebo, simvastatin was associated with minor negative changes in 
performance on several tests assessing attention, memory, and overall mental efficiency. In the team's earlier trial, 
20 mg of lovastatin given every day for six months produced similar changes on these same tests. 204 
 
A survey by the MedWatch drug surveillance system of the Food and Drug Administration (FDA) from November 
1997-February 2002 for reports of statin-associated memory loss identified 60 patients who had memory loss 
associated with statins.  About 50% of the patients noted cognitive adverse effects within 2 months of therapy. 
Fourteen (56%) of 25 patients noted improvement when the statin was discontinued. There are no available 
prospective studies that show cognitive or antiamyloid benefits for any statin, although some people are actually 
touting statins to be beneficial for the prevention of dementia.245 

 

Lipitor No Better and Often Worse 
According to a German study,252Lipitor, Pfizer's cholesterol-lowering statin drug and the best-selling, most 
commonly prescribed drug in the world, is no more effective than similar cholesterol drugs, and in some cases may 
have worse side effects. 
 

The study, which involved a survey of previous studies from around the world, found that: 
 
* Lipitor did not prolong the life of people with chronic coronary heart disease 
* For acute diseases, Lipitor, Zocor, and Pravastin provided similar results 
* Lipitor did not prolong life in people with diabetes mellitus; it doubled their risk of deadly stroke. 
* Some studies on Lipitor had to be stopped because it had more side effects compared with Zocor 
 
Statins cause more health problems than they help 
A recent study published in the British Medical Journal tells a completely different story: For every heart attack 
prevented by the drug, two or more people suffered liver damage, kidney failure, cataracts or extreme muscle 
weakness as a result of taking the drug. 
 
Statin drugs, in other words, harm far more people than they help. Julia Hippisley-Cox and Carol Coupland led 
the study, which examined data from over two million patients, including over 225,000 patients who were new statin 
drug users. N They found that for every 10,000 women being treated with statins, there were only 271 fewer cases of 
heart disease. 
 
And yet, at the same time, the statin drugs caused 74 cases of liver damage, 23 cases of acute kidney failure, 39 
cases of extreme muscle weakness and 307 cases of cataracts.  Statin drugs, in other words, helped 271 people 
but harmed 443 people. This demonstrates how they are wreaking havoc with the health of those who take them, 
causing damage that far outweighs any benefit they might offer.360 

 
To statin or not to statin 
Statins are not the only anti-atherosclerosis treatments available. Years 2–4 of the Lyon trial showed that a 
Mediterranean diet produced Absolute Risk Reduction (ARR) of CAD values greater than 4 statin trials, to date. 273, 

274 Many other studies have demonstrated that the Mediterranean diet produces significant protection from heart 
disease, and cancer, and increases substantially lifespan. 275-278 
 
A recent meta-analysis of cohort studies shows that fruit and vegetable consumption is inversely associated with the 
risk of Cardiovascular disease. 292 Among individuals aged 70 to 90 years, adherence to a Mediterranean diet and 
healthful lifestyle is associated with a more than 50% lower rate of all-causes and cause-specific mortality. 280 

 
Statins linked to eye disorders 
“A new study led by F.W. Fraunfelder, MD, of the Casey Eye Institute of Oregon Health and Science University,  
analyzed reports of double vision (diplopia), drooping of the upper eyelid (ptosis), and loss of full range of motion 
of the eyes (ophthalmoplegia) in people taking statins. Because statins are already known to cause skeletal muscle 
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disorders in some patients, the scientists reasoned that a similar impact of the drugs on eye muscles was most likely 
the reason for the eye problems.” 338 

 
Statins associated with an increase in cataracts 
 
The statin medications that millions of adults take to lower their cholesterol levels may also raise their risk of 
developing cataracts, a new study suggests. This is the latest of several studies looking for a link between statins 
such as Lipitor and Zocor and cataracts, a clouding of the lens of the eye. The results to date have been conflicting 
and inconclusive, the researchers note. "Cataracts are a main cause of poor vision and blindness, specifically for the 
elderly," said lead investigator Dr. Ishak Mansi, of the VA North Texas Health System in Dallas. "This study cannot 
identify that statins cause cataracts; rather, it identifies statin use as associated with a higher risk of being diagnosed 
with cataract," he added. The report, published Sept. 19 in the online edition of JAMA Ophthalmology, involved 
almost 14,000 men and women, 6,972 pairs of statin users and nonusers, who were seen by the military health care 
system from October 2001 to March 2010. 
 
Those taking statins had a 27 percent increased risk of developing cataracts compared with nonusers, the researchers 
found. "We tried to slice the data in different directions and look at our findings from different angles and 
approaches of analyses to ensure its consistency," Mansi said. "Consistently, statin use was associated with higher 
risk of cataract."488 

Statins increase intracerebral hemorrhage volume. 
 
Some studies have suggested an association between hypocholesterolemia and intracerebral hemorrhage (ICH). In a 
recent study, the SPARCL trial, statin use increased ICH risk. Of 303 subjects, 71 were taking a statin at the time of 
the ICH (23%). Statin users were significantly more likely to be younger, to have co-morbidities and take 
anticoagulant or anti-platelet medication. They also had a higher baseline ICH volume than non-statin users (median 
31.2 [10, 82.1] ml vs 16 [4, 43.8] ml; p=0.006). Adjusting for possible confounders, statins remained associated with 
an increased ICH volume (p=0.007). There was a significant mean ICH volume progression between the first and 
second CT scans in statin users (+10.8 vs +0.9 ml; p=0.03; 95% CI: [-1, +22.6] [-2.5, +4.3]).387 

 
Statins lower testosterone, a key hormone to a healthy cardiovascular system 
 
Statin lower cholesterol by blocking the synthesis of cholesterol through a pathway, called HMG Coenzyme A 
reductase, an essential pathways to mitochondrial energy production.  My blocking cholesterol, the building block to 
all hormones produced in the body, you also reduce the production of androgen hormones including testosterone. “A 
prospective, randomized, multicenter trial was conducted involving 98 patients. The patients were randomized into 2 
groups: group-I received 10 mg of atorvastatin plus 10 mg of ezetimibe and group-II 80 mg of atorvastatin for the 
first 3 months. After crossover, the first group received 80 mg of atorvastatin and the second group 10 mg of 
atorvastatin plus 10 mg of ezetimibe for the following 3 months. Cortisol, DHEAS, testosterone, and estradiol levels 
were measured at the enrollment and at the end of the 1st, 2nd, 3rd, and 6th months. RESULTS: Along with a 
decrease in LDL level, the levels of DHEAS, testosterone, and estradiol decreased in both groups (p<0.001). While 
cortisol levels were maintained in the group given 10 mg of atorvastatin plus 10 mg of ezetimibe, it decreased 
significantly after the crossover to 80 mg of atorvastatin (p<0.001).  The group initially given 80 mg of atorvastatin 
measured a lower level of cortisol for the first 3 months and it returned to normal levels after switching to 10 mg of 
atorvastatin plus 10 mg of ezetimibe. Eighty milligrams of atorvastatin decreased all adrenal and gonadal steroids, 
whereas 10 mg of ezetimibe combined with 10 mg of atorvastatin had at least no impact on cortisol levels.”357 
 
Statin drugs cause impotence 
 
The use of statin drugs are also associated with an increase in Erectile Dysfunction (ED) as well. Statins induce an 
overt primary hypogonadism and directly lower testosterone levels, which in turn, causes ED.358 

 
Statin drugs increases risk of Insulin Resistance and Type II diabetes 
 
Accumulating evidence suggests that statins worsen glucose tolerance and possibly cause type 2 diabetes. This 
suggests a parallel with thiazides and β blockers, which are also known to increase plasma glucose, thus creating 
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concerns over the risks of treatment versus benefit.481 

 
Recent large scale meta-analyses of statin trials support the concept of a diabetogenic effect of statins, as do some 
other small trials assessing changes in glycaemia parameters and insulin levels.  The level of evidence has been 
sufficient to lead the FDA to make a change to the labelling of statins.482 

 
Statins Linked to Diabetes and Complications in Healthy Adults. 
 
Statin use for primary prevention of cardiovascular disease among healthy adults has been linked to an increased 
risk for diabetes, diabetes complications, and overweight/obesity in a new retrospective cohort study that tracked 
individuals in a database for an average of 6.5 years. 
"Whereas the increased risk of diabetes with statins is well-known, the increased risk of diabetic complications has 
not been previously described," write the authors, led by Ishak Mansi, MD, from the department of medicine, 
Veterans Affairs (VA) North Texas Health System, Dallas. 
They report their findings in the Journal of General Internal Medicine and note that these are among the first data to 
show a connection between statins and diabetes in a relatively healthy group of people. 
"The risk of diabetes with statins has been known, but until now it was thought that this might be due to the fact that 
people who were prescribed statins had greater medical risks to begin with," said Dr Mansi in a VA statement. But 
this current work cannot be used to determine this risk/benefit because of missing information relating to various 
cardiovascular parameters, he and his colleagues say. Hence further research — including randomized controlled 
studies for prolonged periods and larger-scale prospective studies — are needed to develop a more complete 
risk/benefit assessment of statin treatment for primary prevention, they stress. 
 
Asked to comment, Alvin C Powers, MD, director, division of diabetes, endocrinology and metabolism, at 
Vanderbilt University School of Medicine, Nashville, Tennessee, said: "I think the risk/benefit ratio in people with 
diabetes and statins remains the same as it was before, and the recommendations per the American Diabetes 
Association still are relevant."  
 
"[The study] confirmed [an] increased risk for diabetes, and in this case, there were more complications of diabetes 
in the group taking statins, but it's not clear if that is a result of the statins or just the patient population," he told 
Medscape 
 
However, the author of another recent study, which reported the largest risk yet seen for diabetes with statins, 
Markku Laakso, MD, from the University of Eastern Finland and Kuopio University, has urged caution when 
considering statin use in primary prevention. "Statins are not meant to be a treatment for everybody. Especially in 
women, who are at a lower risk of getting cardiovascular disease, maybe we should be more careful when we start 
statin treatment?" he said in March, when his work was published. 
Dose-Response Relationship Observed 
 
Statin use has long been associated with increased incidence of diabetes, but doctors have always maintained that 
the benefits of statin use outweigh this risk, particularly in a secondary-prevention population, given the powerful 
effects of statins in reducing cardiovascular risk. But data on the long-term effects of these associations in a primary-
prevention population are very limited, say Dr Mansi 
and colleagues. And the relationship between statin use and diabetic complications has not been adequately studied 
in such individuals, they note. 
 
They identified Tricare beneficiaries who were evaluated between October 1, 2003 and March 1, 2012 and divided 
individuals into a group of statin users and a group of nonusers; about 75% of the statin prescriptions were for 
simvastatin. The researchers excluded those who had preexisting cardiovascular disease, diabetes, or any life-
limiting chronic diseases at baseline and used 42 baseline characteristics to generate a propensity score to match 
statin users and nonusers. 
Of a total of 25,970 healthy adults at baseline, the researchers' propensity score matched 3351 statin users and 3351 
nonusers. 
The overall proportion of patients who developed diabetes during the follow-up period was approximately 14%, 
which is similar to recent national trends, the researchers say. 
After adjustment for confounding factors — including the fact those who used statins had more visits with 
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healthcare providers than nonusers — those who took statins still had an 85% higher risk of developing new-onset 
diabetes (odds ratio [OR], 1.85) and more than double the risk of diabetes with complications (OR, 2.53), as well as 
in increase in overweight/obesity (OR, 1.12) compared with those who didn't take statins. The results also show that 
high-intensity statin therapy was associated with the highest risk of diabetes, diabetic complications, and 
overweight/obesity (adjusted ORs 2.55, 3.68, and 1.58, respectively), thereby demonstrating a dose–response 
relationship. 
 
First Study to Show Risk of Diabetic Complications Statin use was associated with a "very high risk of diabetes 
complications," says Dr Mansi, adding, "This was never shown before." "Our findings will need to be confirmed by 
other studies, as they may have significant implications," he and his colleagues 
note. "Our results indicate that extrapolating information from carefully selected patients in short-term randomized 
controlled studies to decades of statin use for primary prevention might not be appropriate. 
"Additionally, statin effects on overall comorbidity, not only cardiovascular morbidity, need to become part of the 
risk/benefit assessment," they add. 
 
Besides driving further research, Dr Mansi says he hopes the results will help inform conversations between patients 
and providers about the risks and benefits of statins. "I myself am a firm believer that these medications are very 
valuable for patients when there are clear and strict indications for them," he said. "But knowing the risks may 
motivate a patient to quit smoking, rather than swallow a tablet, or to lose weight and exercise. Ideally, it is better to 
make those lifestyle changes and avoid taking statins if possible."503 

 
Lipid-lowering treatment to the end? A review of observational studies and RCTs on cholesterol and 
mortality in 80+-year olds 
 
People aged 80 or older are the fastest growing population in high-income countries. One of the most common 
causes of death among the elderly is the cardiovascular disease (CVD). Lipid-lowering treatment is common, e.g. 
one-third of 75–84- year-old Swedes are treated with statins. The assumption that hypercholesterolaemia is a risk 
factor at the highest ages seems to be based on extrapolation from younger adults. A review of observational studies 
shows a trend where all-cause was highest when total cholesterol (TC) was lowest (‘a reverse J-shaped’ association 
between TC and all-cause mortality). Low TC (<5.5 mmol/l) is associated with the highest mortality rate in 80+-
year olds. No clear optimal level of TC was identified. A review of the few randomised controlled trials including 
80+-year olds did not provide evidence of an effect of lipid-lowering treatment on total mortality in 80+-year-old 
people. There is not sufficient data to recommend anything regarding initiation or continuation of lipid-
lowering treatment for the population aged 80+, with known CVD, and it is even possible that statins may 
increase all-cause mortality in this group of elderly individuals without CVD.500 

 
New gene test can help identify those who are at increased risk (20-fold) of developing statin-related 
myopathy 
 
A 20 gene panel can identify patients with one or two copies of a variant of SLCO1B1, a gene involved in the 
regulation of statin uptake in the liver and associated with increased myopathy risk. Patients with two copies of the 
variant have an almost 20- fold increased risk of statin-related myopathy. The SLCO1B1 variant was identified in a 
genomewide association study as predictive of myopathy in patients taking Statin but may have a similar effect in 
some other statins.473,474 

 
While there are likely to be some people who benefit from taking statins, it is perhaps far less than five percent of 
the people who currently take them. Some people (about one in 500) with impaired LDL receptors (familial 
hypercholesterolemia) do require these drugs and they should be on Coenzyme Q10, as this important nutrient is 
blocked by many cholesterol-lowering drugs.  However, one in 500 people is significantly different than the 1 in 2 
that are being predicted to take these drugs. The Mediterranean diet with a basic supplemental protocol is what 
I recommend.  Compared to statins this diet alone is more effective, offers the most important stat, a healthy and  
long life, and has no side effects. 
 
Assessment of Lipids:  
1) Lipid panel 

1 (a) HDL/Cholesterol ratio – Optimum goal is to be under 4% 
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1 (b) Total Cholesterol – Although most authorities state that the optimum goal is to be less than 200,  

                                            even 180, it is far less relevant compared to all the other risk factors. 
 

1 (c) Triglycerides – Optimum goal is to be under 140 
 
1 (d)  Lipoprotein A - Lp (a) 

 
1 (d) Apolipoprotein (a & b)  
 
1 (e)  LDL particle number 

 
Lp(a) consists of a particle of low-density lipoprotein cholesterol (LDL-C). Levels above 30 mg/dL are generally 
considered elevated. 49, 50 
 
Apolipoprotein A1 is the major protein component of HDL cholesterol.  The goal is to be above 140. 
 
Apolipoprotein B (b) is the major component of LDL cholesterol. The goal is to be below 135.  
The ratio between Apolipoprotein A1 and Apolipoprotein B should be in the range of .66-1.91.   Elevated 
apolipoprotein-B levels were strongly associated with cardiovascular disease; conclusion: apolipoprotein-B levels 
are a better predictor of vascular risk than are LDL levels. 201 
 
Apolipoprotein B and/or low-density lipoprotein particle number (LDL-P) are more accurate markers of the risk of 
cardiovascular disease than LDL-C or non-high-density lipoprotein cholesterol.493 
 
LDL Particle Number, Not Size, is a significant predictor of CVD risk. 
 
Other important CVD risk markers include C-reactive Protein (CRP), Homocysteine, Fibrinogen, Hemoglobin A1C, 
fasting insulin, DHEA sulfate, Testosterone (total & free) and Thyroid, including a total thyroid panel. 

New automated assay of small dense low-density lipoprotein cholesterol identifies risk of coronary heart 
disease: the Multi-ethnic Study of Atherosclerosis. 
 
The present study evaluates a new automated assay of small dense low-density lipoprotein cholesterol content 
(sdLDL-C) and whether sdLDL-C is a risk factor for CHD compared with LDL-C or small LDL particle 
concentrations derived from nuclear magnetic resonance spectroscopy. sdLDL-C was measured using a new 
automated enzymatic method, and small LDL concentrations were obtained by nuclear magnetic resonance in 4387 
Multi-Ethnic Study of Atherosclerosis participants. Cox regression analysis estimated hazard ratios for developing 
CHD for 8.5 years after adjustments for age, race, sex, systolic blood pressure, hypertension medication use, high-
density lipoprotein cholesterol, and triglycerides. Elevated sdLDL-C was a risk factor for CHD in normoglycemic 
individuals. Those in the top sdLDL-C quartile showed higher risk of incident CHD (hazard ratio, 2.41; P=0.0037) 
compared with those in the bottom quartile and indicated greater CHD risk than the corresponding quartile of LDL-
C (hazard ratio, 1.75; P=0.019). The association of sdLDL-C with CHD risk remained significant when LDL-C 
(<2.57 mmol/L) was included in a multivariate model (hazard ratio, 2.37; P=0.012). Nuclear magnetic resonance-
derived small LDL concentrations did not convey a significant risk of CHD. Those with impaired fasting glucose or 
diabetes mellitus showed higher sdLDL-C and small LDL concentrations but neither was associated with higher 
CHD risk in these individuals. 
 
This new automated method for sdLDL-C identifies risk for CHD that would remain undetected using standard lipid 
measures, but only in normoglycemic, nondiabetic individuals.494 
 
Small Dense Low-Density Lipoprotein-Cholesterol Concentrations Predict Risk for Coronary Heart Disease: 
The Atherosclerosis Risk in Communities (ARIC) 
Study. 
 
To investigate the relationship between plasma levels of small dense low-density lipoprotein-cholesterol (sdLDL-C) 
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and risk for incident coronary heart disease (CHD) in a prospective study among Atherosclerosis Risk in 
Communities (ARIC) study participants. Plasma sdLDL-C was measured in 11!419 men and women of the biracial 
ARIC study using a newly developed homogeneous assay. A proportional hazards model was used to examine the 
relationship among sdLDL-C, vascular risk factors, and risk for CHD events (n=1158) for a period of ≈11 years. 
Plasma sdLDL-C levels were strongly correlated with an atherogenic lipid profile and were higher in patients with 
diabetes mellitus than non-diabetes mellitus (49.6 versus 42.3 mg/dL; P<0.0001). In a model that included 
established risk factors, sdLDL-C was associated with incident CHD with a hazard ratio of 1.51 (95% confidence 
interval, 1.21-1.88) for the highest versus the lowest quartile, respectively. Even in individuals considered to be at 
low cardiovascular risk based on their LDL-C levels, sdLDL-C predicted risk for incident CHD (hazard ratio, 1.61; 
95% confidence interval, 1.04-2.49). Genome-wide association analyses identified genetic variants in 8 loci 
associated with sdLDL-C levels. These loci were in or close to genes previously associated with risk for CHD. We 
discovered 1 novel locus, PCSK7, for which genetic variation was significantly associated with sdLDL-C and other 
lipid factors.  sdLDL-C was associated with incident CHD in ARIC study participants. The novel association of 
genetic variants in PCSK7 with sdLDL-C and other lipid traits may provide new insights into the role of this gene in 
lipid metabolism. 

CVD and stress 
There is now substantial evidence connecting stress as the number one risk factor for heart disease. 
 
Stress causes hormones (cortisol and insulin) to be released, which increase the susceptibility for abnormal blood 
clotting 65 and trigger a low-grade inflammatory state.  They are the two main culprits causing elevated lipids and 
blood pressure.  Cardiovascular disease can often begin with an elevation of blood pressure.  Once physicians make 
the diagnosis they typically proceed by prescribing a drug, or drugs, to lower the high blood pressure (HBP).  These 
drugs, being functional, will work, either by forcing the arteries to dilate, or by causing the kidneys to urinate, or by 
blocking calcium, or by inhibiting vascular constriction. We should first look at the possibilities of why a condition 
like HBP is manifesting.   
 
When we determine what may be the root cause or causes of the condition, we can then work towards bringing 
about balance to the person in a rational, harmonious way. This approach will in turn enable a partnership to occur, 
that involves one's own self-healing to occur. A plan should then be developed to remove the causative factors 
through diet and life style modifications and the use of herbs and nutrients, such as hawthorn leaf, flower and berry, 
relaxing diaphoretics such as linden or yarrow, or a nervine relaxant like celery seed.  If still the blood pressure is 
elevated you can combine stronger hypotensive herbs such as mistletoe (Viscum album) or even rauwolfia.  What I 
typically do is compound a formulation made up of 50% primary adaptogens and companion adaptogens, along with 
the specific indicated herbs.  I then recommend certain nutritional agents including special forms of magnesium, 
potassium, vitamin C, arginine, carnitine and CO Q 10.  When you do integrative protocols using herbs, nutritional 
agents, diet and life style modifications, it is amazing how effective it can be for people.  Best of all is that this 
lowers the blood pressure, lowers their biological age and feels great.  Rather than the sex life going south because 
of using blood pressure meds, it actually improves. This result is a byproduct of getting healthy with adaptogenic 
remedies and other natural healing modalities.  Many adaptogens, such as Rhodiola rosea, Eleuthero, or Reishi could 
easily be classified as cardiovascular tonics, but the cardiovascular effects and actions are secondary to their overall 
adaptogenic-neuroendocrine enhancing/normalizing abilities.  Reishi extract lowers serum lipids, 333-335 attenuates 
diastolic dysfunction and prevents irreversible cardiomyocyte damage during ischemia and heart reperfusion. 336 

 
Along with cardiovascular problems, stress can also cause muscular, respiratory, and skin problems, sexual 
problems, depression, gastrointestinal and eating disorders, and chemical dependence, we refer to these conditions 
as Stress-Related Disorders.  Stress-related Disorders can lead to illness, disease, chronic disease and even death.  
 
It is often very difficult for the average individual to identify how much stress he or she has and to what degree it is 
affecting their body. If you believe you are stress free yet you have unexplained illnesses or vague symptoms, you 
may have hidden stress.  
 
Control inflammation and oxidative damage, and enhance mitochondrial energy:  important keys to heart 
disease, cancer, and other chronic degenerative disease 
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Although primary adaptogens are effective modulators of inflammation and oxidative damage it is the companion 
adaptogens that really excel in this area, and this is one of many reasons why I believe in combining them. 
Inflammation and immune activation are crucially involved in the pathogenesis of atherosclerosis and cardiovascular 
disease. Accordingly, markers of inflammation such as fibrinogen, ferritin, CRP or neopterin are found in patients 
with vascular diseases, correlating strongly with the extent of disease and predicting disease progression. 
 
C-reactive Protein 
CRP has been discovered to be as powerful an indicator of heart disease as high cholesterol. Linked to 
inflammation, it is noted that the higher the level of this protein, the greater the risk of heart attacks. In fact, some 
researchers have suggested CRP itself might be the culprit behind heart disease. 
 
Recently 9 systematic reviews were conducted and CRP was the best candidate for use in screening and the most 
rigorously studied. 346 
 

In concert with other pro-inflammatory cytokines, interferon-gamma is the most important trigger for the formation 
and release of reactive oxygen species (ROS). Chronic ROS-production leads to the depletion of antioxidants like 
vitamin C and E, selenium and glutathione, with a consequence that oxidative stress develops. Low selenium 
concentration is associated with future cardiovascular death in patients with atherogenesis.389 

Oxidative stress plays a major role in the atherogenesis and progression of cardiovascular disease, and it may also 
account for the irreversible oxidation of other oxidation-sensitive substances like B-vitamins (e.g. folic acid and 
B12). They are essential cofactors in homocysteine-methionine metabolism. Associations between moderate 
hyperhomocysteinaemia and cellular immune activation are found in several diseases including coronary heart 
disease, and data indicate that hyperhomocysteinaemia may develop as a consequence of immune activation. 
Homocysteine accumulation in the blood is established as an independent risk factor for cardiovascular disease. 
Homocysteine itself has the capacity to further enhance oxidative stress. Interferon-gamma appears to be a central 
player in atherogenesis and in the development and progression of cardiovascular disease. 264 

 
A report published in the September 13, 2004 issue of the Archives of Internal Medicine described the finding of 
Mayo Clinic researchers that high-sensitivity C-reactive protein (hs -CRP) can be a marker for heart disease in 
people with no disease symptoms. 208-209 
 
Serum hsCRP and LDL Cholesterol for Search of a Better Predictor for Ischemic Heart Disease 
 
Acute myocardial Infarction is one of the major causes of morbidity & mortality in world and atherosclerosis is the 
major cause of ischemic heart disease. In order to determine the better clinical marker of atherosclerosis, we 
estimated serum low-density lipoprotein (LDL-C) and high sensitivity C-reactive protein (hsCRP). Hundred patients 
of myocardial infarction and 100 controls irrespective of age and sex were studied for these parameters over a period 
of 2 years. The statistical analysis showed that the serum hsCRP was significantly raised in myocardial infarction 
cases than controls (P < 0.01) but LDL-C was not (P > 0.05). We conclude that the serum hsCRP has better 
predictive value for risk of atherosclerosis.477 

 
Research on CRP indicates that cholesterol-filled plaques in blood vessels may not pose any real danger unless they 
are affected by inflammation. Inflammation weakens plaques, making them more vulnerable to bursting or pinching 
off a clot that can then block coronary vessels. 210-213 

 
Some members of the research community have suggested that statin drugs may prevent heart disease not because of 
their effects on cholesterol, but because they have anti-inflammatory activity. This helps to explain why statins have 
been found to protect the heart regardless of their effects on cholesterol levels. 214,215 
 
Although statin drugs do appear to lower CRP, there are many better and safer choices that are more effective and 
possess multiple other beneficial actions in our body in regard to cardiovascular disease and other age-related 
diseases as well.  For example to lower CRP in people, I combine primary endocrine enhancing adaptogens with 
companion adaptogens such as turmeric, ginger, Indian Gooseberry, grape seed and skin extracts together with 
enzymes such as bromelain, nattokinase, and/or lumbrokinase to be taken between meals 2 or 3 x daily.  I combine 
this with a multiple redox/antioxidant supplement that contains vitamin E succinate, vitamin C, as a mineral 
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ascorbate, selenium, etc. and a fatty acid supplement rich in EPA/DHA fish oil, Sea Buckthorn oil, and Pine seed oil 
to be taken with meals.  Lastly, if cholesterol is also elevated I will use a small dosage of red yeast extract.  I have 
found this supplement regime to be extremely effective.  Remember, lower CRP is not just important for CVD, it 
also applies to cerebral related circulatory diseases and possibly even some cancers. 
 
Vitamin E’s ability to protect against heart disease has also been attributed to its blood-thinning effects, but recent 
research has shown that it lowers CRP levels considerably. 216-210        
 
Isoflavones have shown to lower CRP and reduce CVD.  A recent study demonstrated that 12 week course of taking 
80 mg. isoflavone supplement reduced serum hs-CRP and improved brachial FMD in patients with clinically 
manifest atherosclerosis, thus reversing their endothelial dysfunction status. These findings may have important 
implication for the use of isoflavone for secondary prevention in patients with CVD, on top of conventional 
interventions. 330 

 
One of the best ways to control inflammation is to take fish oil supplements daily. Fish oil supplements should 
contain both EPA and DHA.  
 
Omega-3 fatty acids incorporated into the diet have a wide spectrum of favorable effects on cardiovascular risk 
factors.258 They demonstrate a reduction in platelet clumping by up to 11% and also significantly decrease 
triglycerides. 259 
 
EPA and DHA from fish has profound beneficial effects on the heart and lifespan 
One trial reported that a 850 mg. per day supplement of EPA plus DHA was reported to reduce the risk of all-cause 
mortality by 21 per cent, cardiac death by 35 per cent, and sudden death by 45 per cent. 262 

 

A recent study found that the highest levels of plasma omega-3 polyunsaturated fatty acids, as measured in >2500 
older adults initially without coronary heart disease or a history of stroke, predicted the lowest mortality in the 
observational, prospective Cardiovascular Health Study (CHS).487 

 
Omega-3-rich fish has a beneficial effects on heart rhythms, and is protective against fatal arrhythmias 
Fish consumption is linked to improved electrical properties of heart cells (electrophysiology).   
 
People who ate five or more servings of tuna and/or other broiled or baked fish every week were found to have 
lower heart rates, averaging 3.2 beats per minute less than those who ate less than one portion per month.  A higher 
resting heart rate has been linked to an increased risk of sudden death, and so lowering the heart rate is a significant 
health benefit. 
 
High intake of Omega-3 rich fish was also associated with a lower likelihood of extended ventricular repolarisation 
– an electrical property of the ventricle part of the heart that needs to revert back to its original electrical state before 
the heart beats again. Abnormalities, such as prolonged time needed to repolarise the ventricle are important factors 
in developing arrythmias (abnormal beating of the heart).  
 
A one gram per day higher intake [of EPA and DHA] was associated with 2.3 beats per minute lower heart rate and 
46 per cent lower likelihood of prolonged ventricular repolarisation.263 
 
According to a recent animal study fish oil improved cardiovascular health and lowers blood pressure.495 
 
COX-2 inhibition - The Dilemma 
It seems the world of conventional medicine is in a predicament: The very same anti-inflammatory drugs, known as 
COX-2 inhibitors (proven to increase cardiovascular risks) have been found to lower lethal CRP levels.  
 
Vioxx, the COX-2 inhibitor pulled from the market due to its cardiovascular-related side effects, was found (only a 
month prior to its removal) to cut CRP levels in half.  Similarly, Celebrex, also linked to heart attacks yet still on the 
market, has been found to lower high levels of CRP. 223, 224 
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Such contradictory properties of these drugs are merely one of the medical and ethical quandaries discovered. We 
cannot assume that just because something lowers CRP it's a good thing. Thus, the standard advice for the public to 
achieve normal, healthy CRP levels is to: 
 
* Maintain a healthy weight, low fasting insulin, and anabolic to catabolic ratio, 
* Eat healthily and don’t smoke, 
* Take botanical cardio-tonics agents that help control inflammation, reduce oxidative damage, and 

strengthen the vascular system, 
* Maintain a healthy DHEA to Cortisol ratio - reduce stress and take adaptogenic formulas on a regular basis.  

Rhodiola extract has demonstrated an ability to reduce CRP. 
 
Low levels of DHEA have been correlated with increased CRP levels in rheumatoid arthritis (RA) patients. A low-
glycemic load diet lowered CRP levels, raised DHEA levels, and improved symptom states in people with RA. 
Primary and many secondary Adaptogens, such as Tribulus terrestris, (15-20% Protodioscin), and Eurycoma 
longifolia jack, are potent endocrine enhancers that have been shown to raise depressed levels of DHEA up to 
normal level. 
  
Fibrinogen 
Fibrinogen is a protein produced by the liver. This protein, relates to the production fibrin and helps stop bleeding by 
helping blood clots to form. The persistence of fibrin (elevated fibrinogen) in the extra cellular matrix (connective 
tissue) promotes fibrosis, and that the extent of fibrosis, and in the vascular tissue, heart disease.  332, 333 Many studies 
have confirmed an association between elevated fibrinogen levels and cardiovascular disease, as well as an 
association of fibrinogen with the quantity of coronary artery calcification, a measure of subclinical cardiovascular 
disease.379-381 

 
A recent population-based, prospective, observational study of approximently 6,000 middle aged men and woman 
followed for 13-year demonstrated that higher levels of fibrinogen during young adulthood are positively associated 
with incidence of cardiovascular disease and increased heart attacks.382 

 
To lower elevated fibrinogen use a combination of botanical extracts such as turmeric, ginger, ginkgo biloba, grape 
seed, resveratrol, quercetin, pterocarpus, with enzymes, either lumbrokinase, nattokinase, or bromelain, and fatty 
acid supplement containing concentrated EPA/DHA/GLA.  I use a combination of high-quality concentrated fish oil, 
Pine seed oil, and concentrated Sea buckthorn oil. 
 
Testosterone—an important hormone for cardiovascular health 
 
Optimal testosterone levels are of great importance in both men and woman for every aspect of health.  However, I 
am not suggesting testosterone replacement therapy, as I am not recommending any hormone replacement therapy. 
You can achieve healthy testosterone levels in a gentle, harmonious way with herbal and nutritional 
supplementation.   
 
The newest finding about testosterone and heart disease is very exciting. It turns out that testosterone actually dilates 
the coronary arteries, improving blood flow to the heart. This alone could explain the earlier finding that testosterone 
diminishes or eliminates angina.  Angina happens when the heart muscle is not getting enough oxygen from the 
blood. Maintaining healthy testosterone levels may in fact be an important treatment for heart disease, and may help 
prevent and treat diabetes.224  
 
According to several recent studies, low androgen levels in men correlated with increased risk of atherosclerosis.225, 

281-290 Normalizing free testosterone levels in men improves strength and increases protein synthesis as well as 
muscle mass. It has been shown to decrease body fat, particularly visceral body fat, and increase libido.  Mood is 
also improved with testosterone, particularly in the older population. Higher endogenous testosterone has been 
correlated in many studies with a reduction in a number of cardiovascular risk factors; among them: lower blood 
pressure and total cholesterol (TC), lower LDL-cholesterol (LDL), as well as triglycerides (TG), visceral body fat, 
waist-hip ratio (WHR), serum insulin, fasting and post-prandial glucose; higher HDL-cholesterol (HDL) and greater 
insulin sensitivity.226  
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A consistent finding in the scientific literature is that obese men have low testosterone and very high estrogen levels.      
Boosting testosterone levels decreases the abdominal fat mass, reverses glucose intolerance, reduces lipoprotein 
abnormalities in the serum, and counteracts visceral fat accumulation. 227, 228, 281-290 
   
Low testosterone associated with high mortality in men with CHD 
 
A recent study found that men who have coronary heart disease, mortality was doubled in those with low 
testosterone levels compared with those who had normal levels, a new observational study has shown. 
 
"This is the fourth epidemiologic study to have shown that low testosterone is a marker of early mortality," senior 
author. But most crucially, it is the first in men with vascular disease; all of the other epidemiologic follow-up 
studies of testosterone have excluded this patient population." 
 
Testosterone deficiency in 20% of men in study 
 
Low serum testosterone was one of only four variables found to influence time to all-cause and vascular mortality in 
multivariate analyses (HR 2.27), along with the presence of left ventricular dysfunction (HR 3.85), aspirin therapy 
(HR 0.63), and beta-blocker therapy (HR 0.45).383 
 
The role of testosterone in the etiology and treatment of obesity, the metabolic syndrome, and diabetes 
mellitus type 2. 
 
Testosterone plays a significant role in obesity, glucose homeostasis, and lipid metabolism. The metabolic syndrome 
is a clustering of risk factors predisposing to diabetes mellitus type 2, atherosclerosis, and cardiovascular morbidity 
and mortality. The main components of the syndrome are visceral obesity, insulin resistance, glucose intolerance, 
raised blood pressure and dyslipidemia (elevated triglycerides, low levels of high-density lipoprotein cholesterol), 
and a proinflammatory and thrombogenic state. Cross-sectional epidemiological studies have reported a direct 
correlation between plasma testosterone and insulin sensitivity, and low testosterone levels are associated with an 
increased risk of type 2 diabetes mellitus, dramatically illustrated by androgen deprivation in men with prostate 
carcinoma. Lower total testosterone and sex hormone-binding globulin (SHBG) predict a higher incidence of the 
metabolic syndrome.384 

 
Low Serum Testosterone and Mortality in Older Men 
 
“This study was a prospective, population-based study of 794 men, aged 50–91 (median 73.6) yr who had serum 
testosterone measurements at baseline (1984–1987) and were followed for mortality through July 2004. 
Main Outcome Measure: All-cause mortality by serum testosterone level was measured. 
Results: During an average 11.8-yr follow-up, 538 deaths occurred. Men whose total testosterone levels were in the 
lowest quartile (<241 ng/dl) were 40% [hazards ratio (HR) 1.40; 95% confidence interval (CI) 1.14–1.71] more 
likely to die than those with higher levels, independent of age, adiposity, and lifestyle. Additional adjustment for 
health status markers, lipids, lipoproteins, blood pressure, glycemia, adipocytokines, and estradiol levels had 
minimal effect on results. The low testosterone-mortality association was also independent of the metabolic 
syndrome, diabetes, and prevalent cardiovascular disease but was attenuated by adjustment for IL-6 and C-reactive 
protein. In cause-specific analyses, low testosterone predicted increased risk of cardiovascular (HR 1.38; 95% CI 
1.02–1.85) and respiratory disease (HR 2.29; 95% CI 1.25–4.20) mortality but was not significantly related to cancer 
death (HR 1.34; 95% CI 0.89–2.00). Results were similar for bioavailable testosterone. 
Conclusions: Testosterone insufficiency in older men is associated with increased risk of death over the following 
20 yr, independent of multiple risk factors and several preexisting health conditions.”385 

 
Never use Testosterone therapy but instead use herbal extract that boost Kidney (yang) Essense. 
 
Although low testerone is not good for cardiovascular health the use of testosterone therapy in men is associated 
with an increased risk of death, MI, or ischemic stroke, according to the results of a new study. The increased risk, 
which was about 30% higher in men treated with testosterone than in those who did not receive it, was observed in a 
cohort of Veterans Affairs patients with multiple comorbidities undergoing coronary angiography.490 Another study, 
the Testosterone in Older Men with Mobility Limitations (TOM) trial, was stopped early because of an increased 
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risk of cardiovascular events in patients treated with testosterone.491 

 
Erectile Dysfunction (ED) 
ED is often associated with cardiovascular disease.348 A recent study showed that ED is strongly predictive of 
subsequent atherosclerotic CV events. This is even more striking when ED presents at a younger age. 349 

 
Sex Hormone Binding Globulin (SHBG) 
SHBG is related to cardiometabolic disorders; but whether or not this relationship is purely secondary to 
hyperinsulinemia and/or obesity, which downregulates SHBG, is unknown.  In women low plasma levels of SHBG 
are associated with CHD independently of insulin, obesity markers, and dyslipidemia. 291 
 
Because low testosterone increases one’s risk of heart disease as well as obesity, diabetics and other age-related 
diseases, supplementation with primary and many secondary adaptogens assists naturally in enhancing testosterone 
levels and bringing them up to a healthy normal range. Rhaponticum carthamoides, Pantocrin, Epimedium, Tribulus 
terrestris and Eurycoma longifolia jack are particularly effective for helping to raise testosterone levels. 
 
Hemoglobin A1C 
Measurements of hemoglobin A1C (A1C) more accurately identify persons at risk for clinical outcomes than the 
commonly used measurement of fasting glucose.  A1C levels accurately predict future diabetes, and they better 
predict stroke, heart disease and all-cause mortality as well.158 
 
A1C represents the percentage of glucose that binds to hemoglobin in red blood cells. Because red blood cells live 
for about 90 days, the test gives you a great snapshot of glucose control and insulin efficiency. Elevated A1C 
reflects a high amount of damaging proteins called, Advanced Glycation End-products (AGEs).  AGEs are proteins 
or lipids that become glycated after exposure to sugars. The production of AGEs induces the expression of 
proinflammation, oxidative damage in the vascular system.368 I consider A1C to be one of the most important 
markers to check.  I believe the lower the number the better but anything under 5.8 I consider acceptable. 
 
C-Peptide  
 
The reason that the C-peptide levels are measured in addition to fasting insulin levels is because insulin 
concentration in the portal vein ranges from two to ten times higher than in the peripheral circulation. The liver 
extracts about half the insulin reaching it (the plasma), but this varies with the nutritional state. The C-Peptide test 
let us see how good one’s pancreas is working.  A low C-Peptide reading means the pancreas is not stressing to push 
out insulin. The pancreas of people with type 1 diabetes is unable to produce insulin and they will therefore usually 
have a decreased level of C-peptide, while C-peptide levels in type 2 people is often higher than normal. Elevated C-
peptide, a marker of hyper-insulinism, has been associated with not only Type II Diabetes, but also heart diseases,368 
fatty liver,369 and some forms of cancer including colon, pancreatic, breast and prostate.370-372  
 
A mounting body of data is expanding that has demonstrated that adipocyte mass influence the vasculature in a 
manner independent of known risk factors. Even modest lowering of excess body weight has beneficial effects for 
most CVD risk factors.  Botanical and Nutritional supplementation, with lifestyle intervention incorporating dietary 
modification and increased physical activity is the cornerstone treatment for obtaining optimal weight.  It is never to 
late to improve your cardiovascular health and reduce cardiovascular risk factors.  A recent study found that even 
after 1 week of the healthy dietary intervention there was a 4% reduction of Body Mass Index, flow-mediated 
dilation improved by 22%, and a decrease in circulating triglycerides, insulin, leptin, C-reactive protein and other 
relative risk markers.373 

Homocysteine and Cardiovascular Disease  
Homocysteine is created when the body uses the amino acid, methionine, for methylation.   Methylation is an 
important reaction in the body, which leaves homocysteine as a by-product.  Normally homocysteine is converted 
back to methionine, or used to create cysteine and other useful substances. If these conversions are blocked, 
homocysteine accumulates which can lead to a host of negative reactions.  Abnormal metabolism and elevated blood 
levels of homocysteine is a condition that is highly toxic to both cellular and fibroelastic components of the vascular 
wall. 229 Homocysteine can damage blood vessels and nerves, and has been linked to heart attacks, strokes, cancer 
(particular colon, breast, and prostate), Alzheimer’s disease and other neurological diseases, depression, birth 
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defects, gout, cervical dysplasia, erectile dysfunction, and rheumatoid arthritis.  
 
Homocysteine damages the cell’s mitochondria which causes damage and energy defects. 230 Homocysteine 
interferes with nitric oxide, a substance that relaxes blood vessels. However, this phenomenon may only happen in 
older people. Research has recently shown that while homocysteine impairs blood flow in people who are 50-70 
years old, it doesn’t typically in people 21-40 years old. 231 
 
Efficient conversion of homocysteine requires certain nutrients. These nutrients neutralize homocysteine’s toxicity 
by transforming it into useful substances. The most well-studied of the nutrients are folic acid, vitamins B12 and B6. 
Choline, betaine (TMG), creatine, riboflavin, zinc, magnesium and other nutrients also help detoxify homocysteine. 
Folate deficiency is one of the most common deficiencies associated with homocysteine in Western populations. 
Studies show that folate supplements (1-5 mg/day) have a significant impact on reducing homocysteine levels. 
Increasing your intake of fruits and vegetables, which has numerous other benefits, and/or supplementing the B 
vitamins can help convert homocysteine to other amino acids that are not harmful. Homocysteine levels can rise 
when people eat a diet heavy in animal protein and/or few fruits or leafy vegetables. Folate is found mostly in 
vegetables and legumes. This would suggest that people on vegetarian diets would have higher folate and lower 
homocysteine. This is in fact the case. One recent study shows that a supervised vegan diet (no animal products 
whatsoever, and excluding tobacco, alcohol and caffeine) lowers homocysteine 13% in one week without 
supplements. 232  
 
I have had tremendous success in reducing homocysteine levels to the optimal range of under 9 by implementing 
these nutrients into client protocols. 
 
Elevated uric acid (Gout) 
Some research has linked high uric acid levels in the body, which is associated with the arthritic condition called 
gout, to a higher risk of cardiovascular trouble.374 Similarly, studies have found that men with gout have higher-
than-average rates of heart attack and angina. In a recent study, researchers found that among 9,100 middle-aged 
men at higher-than- average risk of heart disease, those with gout were more likely to die of a heart attack or other 
cardiovascular cause over 17 years.375  
 
One connection between gout and heart disease is homocysteine.  Elevated homocysteine, a strong risk factor for 
heart disease and other age-related diseases, is also associated with gout.376 

 
Preventing and treating gout is very easy with the combination of botanical, nutritional and dietary intervention.  I 
recommend addressing elevated homocysteine with methyl donors, such as natural (not the synthetic forms) folic 
acid, B-12, and B-6, decreasing the intake of meat, and shellfish, and alcohol.  Increase the intake of fruits and 
vegetables in particular celery (which can be juiced) and dark colored berries, and cherries.  I have people take black 
cherry concentrate in there smoothie, together with a blend of specific herbal extract including nettles (urtica) seed, 
celery (Apium graveolens) seed, and a tiny amount of juniper (Juniperus) berries.  Other supplements I recommend 
include Quercetin and high quality, fresh, and concentrated fish oil. 
 
Periodontal disease 
Periodontal disease (PD) has been found to be a risk factor or marker for Cardiovascular disease independent of 
other risk factors.377, 378 PD is associated with infection and inflammation and this is believed to be the underline 
connection between PD and cardiovascular disease.  Coenzyme Q 10 is a specific mitochondrial enhancing 
supplement and it is very effective for improving PD.  I often have people take it internally as well as massage it into 
the gums.  
 
 Recent review of 26 studies found that for each 5 umol/L of homocysteine the risk of CVD  increased 20% 
independently of traditional CHD risk factors. 350 

 
ADMA (Asymmetric Dimethylarginine) 
Asymmetric dimethylarginine (ADMA) is the principal endo-genous inhibitor of nitric oxide synthetase. Thus it 
regulates rates of nitric oxide (NO) formation. Nitric oxide acts as a signal molecule in the nervous system, as a 
weapon against infections, as a regulator of blood pressure, and as a gate keeper of blood flow to the organs. 
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Elevated ADMA is a risk factor for hypertension, cardiovascular disease, renal failure, and erectile dysfunction. 
Two factors that contribute to elevated ADMA are increased oxidative challenge and folic acid insufficiency. 
ADMA activates homocysteine, which induces endothelial dysfunction. In a recent study high-dose antioxidant 
treatment prevented methionine-induced elevation of oxidized LDL and interleukin 6 but failed to prevent the 
increase in ADMA or endothelial dysfunction. 293 

 
L-Arginine lowers ADMA 
There is abundant evidence that the endothelium plays a crucial role in the maintenance of vascular tone and 
structure. One of the major endothelium-derived vasoactive mediators is nitric oxide (NO), an endogenous 
messenger molecule formed in healthy vascular endothelium from the amino acid precursor L-arginine. Endothelial 
dysfunction is caused by various cardiovascular risk factors, metabolic diseases, and systemic or local inflammation. 
One mechanism that explains the occurrence of endothelial dysfunction is the presence of elevated blood levels of 
ADMA - an L-arginine analogue that inhibits NO formation and thereby can impair vascular function. 
Supplementation with L-arginine has been shown to restore vascular function and to improve the clinical symptoms 
of various diseases associated with vascular dysfunction. 240 
 
Testosterone: important to nitric oxide production/regulation 
Our aim was to investigate whether plasma l-arginine and ADMA concentrations and NO production are altered in 
male idiopathic hypogonadotropic hypogonadism (IHH) patients in the hypogonadal state after single dose 
testosterone administration.  Conclusion: The patients with IHH showed elevated plasma ADMA levels associated 
with a reduction in NO production; single dose parenteral T administration lowered ADMA concentrations and 
increased NO production to the control group values. 241 
 
Optimize neuroendocrine and endocrine health  
Complex changes occur within the endocrine system of aging individuals including reduced levels of DHEA-S and 
free testosterone, thyroid hormone, and growth hormone, all of which strongly correlate with CVD, poor quality life, 
and a shortened lifespan.312-314 The neuroendorine (HPAA), endocrine system and aging have been the object of 
intense interest recently, especially as regards DHEA-S, which is of major importance, since it is distinct from 
cortisol and aldosterone in declining with age.  The age-related decrease in DHEA-S concentrations has often been 
associated with the pathological processes of aging, such as osteoporosis, depression, dementia, and CVD. 315 Low 
DHEA-S levels predicted ischemic heart disease mortality in diabetic women. 316 Also woman with low DHEA-S 
levels have increased carotid artery atherosclerosis, obesity, and high blood pressure. 317-320  

 

Although DHEA appears to be cardioprotective, antidiabetic, and antiobesity, 321, 322I am not recommending that 
people go out and start taking it.  Adaptogens are by their very nature endocrine enhancing and modulating, and 
have shown to combat stress and aging, including the replenishment of lost DHEA.323 Also note that during times of 
stress the HPAA is altered to meet the stress response and in doing so reduces the gonadal axis being consistent with 
conservation and redirection of valuable resources towards homeostasis during times of stress. 324-327 The stress 
system coordinates the adaptive responses of the organism to stressors of any kind, but always at a cost. 328 In other 
words, you cannot become efficient at stress and maintain a healthy anabolic-endocrine status.  Because some many 
aspects of our health are affected by stress, a dual systems approach holds great promise in establishing an optimal 
approach of direct cardiovascular support and neuroendocrine support using primary, secondary, and companion 
adaptogens, with key nutrients, fatty acids, diet, exercise and stress modification techniques. 

Adaptogens have demonstrated profound cardio-protective effects.  A poly-adaptogenic formulation, made up of 
extracts of Aralia mandshurica, Panax ginseng, Rhodiola rosea, and Eleutherococcus senticosus, exhibited 
cardioprotective and antifibrillatory properties during acute cardiac ischemia/reperfusion and postinfarction cardiac 
fibrosis. 329 

 
The role of sex steroid hormones in modulating vascular health is of great importance.  Androgen deficiency, 
namely testosterone deficiency, is strongly associated with common medical conditions including metabolic 
syndrome, obesity, diabetes, hypertension and atherosclerosis. Testosterone deficiency afflicts approximately 30% 
of men ages 40-79 years. Studies in animal and humans suggest that androgen deficiency is associated with 
increased triglycerides (TGs), total cholesterol (TC), and low-density lipoprotein cholesterol (LDL-C).  It is now 
very clear that androgens provide a protective effect against the development and/or progression of atherosclerosis 
in men and most likely woman as well. 
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 Traish AM, Kypreos KE. Testosterone and cardiovascular disease: An old idea with modern clinical implications. 
Atherosclerosis. 2010 Sep 22. 
 
I am not in favor of testosterone replacement but rather supplement with a combination of sterol-rich adaptogens, 
and anabolic botanicals.  I often combine these herbs with Amino acids including Arginine and lysine, Choline, 
Magnesium Creatine chelate, and L-Carnitine, for an added beneficial effect of cardiovascular health.  
 
Check thyroid status 
 
A recent study found that TSH level, even within the normal range, was positively and linearly correlated with total 
cholesterol (TC), non-high density lipoprotein cholesterol (non-HDL-C) and triglycerides (TG) (Beta = 0.173, 0.181 
and 0.103, respectively, P < 0.01 in all). With 1 mIU/L rise of TSH, the levels of TC, TG and non-HDL-C will 
increase by 1.010, 1.064, and 1.062 mmol/L, respectively. The odds ratio of hypercholesterolemia and 
hypertriglyceridemia with respect to the serum TSH level was 1.640 (95% CI 1.199-2.243, P = 0.002) and 1.349 
(95% CI 1.054-1.726, P = 0.017), respectively.478 
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II.  MAINTAIN OR ENHANCE CELLULAR HEALTH 
1) Mitochondrial efficiency: 

Oxygen 
       Carbohydrate 
       Lipid 

Energy transfer (ATP, cellular respiration)- CO Q 
10, magnesium creatine, magnesium glycol 
glutamine, carnitine, alpha lipoic acid, PAK, and 
primary adaptogens. (also check endocrine status) 

2) Redox / antioxidant balance Reduce the production of free radical damage and 
even more importantly improve free radical 
scavenging capability – glutathione enhancement 
etc. Adaptogens, companion adaptogens, 
carotenoids, lipoic acid, carnosine, vitamin C, E, 
tocotrinols, and A, selenium etc. 

3) Methylation Homocysteine – Folic acid, B-12, B-6, Choline (as 
AGPC), Betaine etc. 

4) Control inflammation (inflammation is 
involved in all degenerative diseases including 
cancer, heart disease, and dementia) 

C-reactive Protein (CRP) – Companion adaptogens, 
enzymes such as bromelian, red yeast rice etc. 

5) Maintain healthy lipid metabolism HDL / LDL ratio, triglycerides, lipoprotein A, 
apolipids a & b, and E4 

6) Normalize blood viscosity Fibrinogen, D-Dimer – Adaptogens, companion 
adaptogens, vitamin E, enzymes (lumbrokinase, 
nattokinase, and bromelian) 

7) Normalize blood flow Asymmetric dimethylarginine (ADMA) – folic acid, 
L-Arginine, normalize testosterone 

8) Immune status T-Helper Cell 1 (TH1) & T-Helper Cell 2 (TH2) 
I.  MAINTAIN OR ENHANCE ENDOCRINE/HORMONE BALANCE 
(1) Anabolic vs. Catabolic activity HPAA status: DHEA – cortisol balance, creatine 

kinase, creatine clearance – urine 
(2) Insulin/Glucose Metabolism Hemoglobin A1C, fasting glucose & insulin levels;  

*Reduce glycation, inhibit advanced glycation end 
products (AGE), Leptin (a related hormone of 
significance) 

(3) Thyroid TSH, T-4 (free & total), T-3 (free, total & reverse), 
Basal Metabolic Rate 

(4) Testosterone Free and total Testosterone, SHBG, DHT, Prolactin, 
estrogen. 

(5) Human Growth Hormone Insulin like growth factor – I (IGF-I) 
(6) Body Composition  Body Mass Index (BMI) 
(7) Pineal Gland Melatonin  

Calcium and Vitamin D 

Calcium supplements may increase calcium buildup in the arteries and increase cardiovascular disease risk.  This 
data is based on new research done by Ian Reid and colleagues from the University of Auckland in New Zealand.  
The study consisted of approximately 12,000 elderly people, half of whom were given calcium supplements while 
the other half received placebos. After being followed for over four years, the study revealed a 30 percent increase in 
heart attacks for those who were taking the calcium supplements.362 

 
A lack of vitamin D, even in generally healthy people, is linked with stiffer arteries and an inability of blood vessels 
to relax.390 

 
There is a role for vitamin D supplementation together with Vitamin K to prevent abnormal calcifications in the 
body and to improve uptake by the bones.  Vitamin D deficiency is common among patients with heart disease, as 
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well as the general population.363, 364 Lack of sun, the over-use of sun blocks, lack of foods rich in vitamin D, Kidney 
and/or liver problems, vitamin absorption issues and medications, such as statins, which interfere with vitamin D 
absorption, all contribute this epidemic health problem.  Add cardiovascular disease to the long list of diseases now 
associated with vitamin D deficiency. 
 
Research is confirming that serum concentrations of 25- hydroxyvitamin D [25(OH)D] are inversely associated with 
hypertension incidence. For example ne recent study examined whether concentrations of 25(OH)D are inversely 
associated with mortality risk among US adults with hypertension. This study analyzed data from the 2001-2004 
National Health and Nutrition Examination Survey with mortality data obtained through 2006. “Hazard ratios with 
95% confidence intervals (CIs) for all-cause and cardiovascular disease (CVD) mortality were estimated using Cox 
proportional hazard models: Of 2609 participants with hypertension, 191 died (including 68 CVD deaths) during an 
average of 3.7-year follow-up. Compared with participants with 25(OH)D concentrations in the highest quartile 
(≥29 ng/ml), the hazard ratios for all-cause mortality were 1.93 (95% CI 1.06-3.49), 1.32 (95% CI 0.85-2.04), and 
1.36 (95% CI 0.84-2.22), respectively (P for trend <0.05), and the hazard ratios for CVD mortality were 3.21 (95% 
CI 1.14-8.99), 2.42 (95% CI 0.85-6.90), and 2.33 (95% CI 0.88-6.12), respectively (P for trend <0.05), in the first 
(<17 ng/ml), second (17-<23 ng/ml) and third (23-<29 ng/ml) quartiles of 25(OH)D after adjustment for potential 
confounding variables.  Additionally, concentrations of 25(OH)D as a continuous variable were linearly and 
inversely associated with the risk of mortality from all causes (P = 0.012) and from CVD (P = 0.010). These 
relationships were not affected much by adjustment for baseline blood pressure and use of antihypertension 
medications. Concentrations of 25(OH)D were inversely associated with all-cause and CVD mortality among 
adults with hypertension in the US.”475  Another recent study found that a deficiency of 25-hydroxyvitamin D at the 
time of critical care initiation is a significant predictor of all-cause patient mortality in a critically ill patient 
population.476 
 
Vitamin D plays a classical hormonal role in skeletal health by regulating calcium and phosphorus metabolism. 
Vitamin D metabolites also have physiological functions in nonskeletal tissues, where local synthesis influences 
regulatory pathways via paracrine and autocrine mechanisms. The active metabolite of vitamin D, 1α,25-
dihydroxyvitamin D, binds to the vitamin D receptor that regulates numerous genes involved in fundamental 
processes of potential relevance to cardiovascular disease, including cell proliferation and differentiation, apoptosis, 
oxidative stress, membrane transport, matrix homeostasis, and cell adhesion. Vitamin D receptors have been found 
in all the major cardiovascular cell types including cardiomyocytes, arterial wall cells, and immune cells. 
Experimental studies have established a role for vitamin D metabolites in pathways that are integral to 
cardiovascular function and disease, including inflammation, thrombosis, and the renin-angiotensin system. Clinical 
studies have generally demonstrated an independent association between vitamin D deficiency and various 
manifestations of degenerative cardiovascular disease including vascular calcification. However, the role of vitamin 
D supplementation in the management of cardiovascular disease remains to be established. This review summarizes 
the clinical studies showing associations between vitamin D status and cardiovascular disease and the experimental 
studies that explore the mechanistic basis for these associations.492 
 
Lower vitamin D level is associated with poor coronary collateral circulation 
 
Vitamin D regulates calcium and bone homeostasis, and parathyroid hormone (PTH) secretion. Cross-sectional 
associations between lower vitamin D levels and cardiovascular diseases have been reported, but the relationship 
between Vitamin D levels and collateral arteriesin stable coronary artery disease (CAD) has not been reported 
before. Design. 214 patients with>95% stenosis in at least one epicardial coronary artery were [kg2]recruited 
aftercoronary angiography (CAG) during the winter season. The coronary collateral circulation (CCC) was graded 
using Rentrop classification. Poor CCC group included patients with Rentrop Grade 0-1 CCC and control group 
included patients with Rentrop Grade 2-3 CCC. Vitamin D and PTH levels were measured on the day of CAG. 
Results. In the poor CCC group, Vitamin D levels were lower (34±25 pmol/L vs. 49±33 pmol/L; p=0.01) and the 
prevalence of Vitamin D deficiency (<37 pmol/L) was higher (67% vs. 43%; p=0.01) compared to the controls. 
Parathyroid hormone levels, calcium and phosphate levels were not significantly different between the groups. 
Female gender, lower HDL cholesterol and lower Vitamin D levels were independently correlated with poor CCC in 
the study population. Conclusion. Lower Vitamin D levels may be associated with poor collateral development in 
patients with stable CAD.497 

 

Cardiovascular Diseases and Fat Soluble Vitamins: Vitamin D and Vitamin K. 
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Recently, the associations between insufficiency of fat-soluble vitamins and cardiovascular diseases (CVDs) have 
been reported. Vitamin D affects the cardiovascular system via several pathways, such as suppression of parathyroid 
hormone, the renin- angiotensin-aldosterone system and vascular endothelial growth and the immune system. Cross-
sectional and longitudinal studies have shown the association between the concentration of serum 25-
hydroxyvitamin D (25OHD), which is a vitamin D metabolite indicating nutritional vitamin D status, and 
hypertension, myocardial infarction, heart failure and CVD mortality. On the other hand, the association between 
vitamin K status and CVDs, especially vascular calcification, has been also reported. Cross-sectional and cohort 
studies show that high vitamin K status is associated with reduced coronary artery calcification, CVDs and mortality 
risk. Epidemiological and basic studies indicate that vitamin K possesses a benefit in the prevention of the 
progression of coronary artery calcification via activation of matrix-GLA protein (MGP).504 

 
I supplement vitamin D in most of my clients, and monitor vitamin D levels checking both the Vitamin D 25-
hydroxy (H) and the 125 dihydrox Vitamin D as well.  I strive to keep people between 50-80 range for the 25H, and 
the 1,25 should be between 20-50.  1,25 D is increased in sarcoidosis and hyperparathyroidism. It may be elevated in 
cases of hypercalcemia, sometimes associated with malignant lymphoma. It is decreased in rickets, type I vitamin D-
resistant rickets, hypoparathyroidism, pseudohypoparathyroidism, and renal osteodystrophy and psoriasis. Because 
of the complex, multifactorial control of calcium balance, it is often useful to measure parathyroid hormone in 
conjunction with vitamin D. 
 
If you supplement with vitamin D and K and high quality low dose calcium there is not an increase risk for heart 
disease.366 

 
Three basic objectives from the Physiomedical System for treatment of Vascular Disease: 

1.  To treat the cause or causes of the disease and remove: elevated insulin/cortisol, inflammation, hyperlipidemia, 
elevated homocysteine etc. 

2.   To equalize blood flow, regulate peripheral capillary blood flow and regulate the arterial-venus system.  
3. To revitalize the exhausted organs (adrenal/kidney-liver-heart etc) and tissues, using vitalizing-tonic herbs and 

adaptogens. For “deficient-types” bringing up the person’s vitality; or to assist in reducing over-active organ; 
and for the sympathetic dominate “excess-types,” toning down organs and tissues through nervine-tonic herbs.  
In TCM adrenal function is referred to as kidney function.  Deficiency-types are yin-dominate, yang deficient, 
and excessive types are yin-deficient, yang-dominant.  Remember the whole idea is to gently balance and 
restore normal function. 

 
Because stress is the # 1 cause of CHD building up in the neuroendocrine system (the HPAA) adaptive energy 
should be the foundation of any long-term holistic protocol. 

A holistic approach to elevated lipids and heart disease prevention 
 
1) Fatty acids shown to improve lipids and lower the risk of heart disease: EPA/DHA & GLA from Omega-3 
Fish/Marine Oils, Pine seed oil, carotenoids-rich Siberian Sea Buckthorn oil, and olive oil. 
 
Omega-3 fatty acids have been associated with numerous health benefits, from brain development and preventing 
memory loss to suppressing tumors and cutting heart disease.  EPA/DHA: Decrease triglycerides, VLDL 
cholesterol, and raise HDL modestly. Has additive effect with statins — no interference. Researchers found that 
omega-3 oils stop the buildup of fatty deposits in the arteries, which is why oily fish and fish oils protect against 
heart disease and stroke.   

The overall cardiovascular beneficial effects of EPA/DHA omega-3 fatty acids include anti-inflammatory, anti-
thrombotic, lipid-modulatory and immunomodulatory actions. Fish oil may lead to reduced clotting activity and 
decreased blood pressure.   
 
The lack of Omega-3 in our diets may be one of the primary reasons behind many of the diseases Americans face 
and our shorter lifespan in relation to many other "first world" countries such as Japan or Greece. Overall, fish 
consumption seems to be beneficial, and a systematic review of 11 prospective cohort studies concluded that fish 
intake notably reduced mortality due to coronary heart disease in populations at increased risk.  66 



Cardiovascular Health (short) v 5.1 by Donald R. Yance Jr. © 2016 pg. 26  

The outcome of a trial, conducted by researchers in Italy on 11,323 patients, showed that one gram daily of EPA as a 
fish oil supplement taken for three months reduced the risk of sudden cardiac death from arrhythmia by one half 
compared to those who received a placebo. 67 
 

A study of women with diabetes, who are at an especially high risk of cardiovascular disease, found that the more 
fish these women ate, the less likely they were to develop heart disease over a 16-year period. In the study, women 
who ate fish at least five times per week showed the largest reduction in risk; they were 64 percent less likely to 
develop heart disease compared to women who rarely ate fish. 68 

 

When adjustments are insufficient to achieve desirable results, the combined treatment with statins and Omega-3 
fatty acids is an efficient treatment alternative for the prevention of heart disease. The mechanisms involved are only 
partly explained; however, the synergistic effects of statins and omega-3 fatty acids significantly reduce the risk for 
coronary heart disease (CHD) in patients with dyslipidemia. 69 

 
EPA-DHA rich fish oil also has mood-stabilizing properties when used in the treatment of bipolar disorder and 
could potentially help control seizures.70 

 
Siberian Sea Buckthorn (Hippohae rhamnoides) 
Siberian Sea Buckthorn oil is used to promote the healing of skin problems, such as burns, sunburns, eczema, 
psoriasis and conditions of mucous membranes of the gastro-intestinal tract - anti-ulcer.  It possesses radiation 
protective and cardiovascular enhancing actions, antioxidative and lipid modulation. Siberian Sea Buckthorn 
Concentrate added to fish oil acts to protect against the oxidative stress that can be potentially induced by taking fish 
oil and enhances the plasma triglyceride-lowering effect of the fish oil. Siberian Sea Buckthorn oil Concentrate is 
the richest source of fat-soluble carotenoids. Sea Buckthorn possesses adaptogenic actions normalizing the 
neuroendocrine hormonal system when under stress. 71-75 

Siberian Pine Oil  (Oleum Pini sibiricae)  
Siberian Pine Seed oil is rich in gamma linolenic acid (GLA) 20% (approximately 2 1/2 times that of Evening 
Primrose oil), and alpha linolenic 20%; monounsaturated fatty acids as oleic acid 20%, saturated fat 6-7 % make up 
respectively of total fat in cedar seeds; phospholipids,1.3-1.7%.  Omega 3 essential fatty acids contained in Siberian 
Pine oil have a very unique chemical structure, in part resembling EPA found in fish oil. 76 

 
Siberian Pine seed oil vitamin E content is about five times higher than that of olive and peanut oils, three times 
higher than almonds, and one and half times higher than walnut oil.  Siberian Pine oil is also a good source of 
iodine, which is important for the health of the thyroid gland (production of T-4). 77, 78 
 
A recent animal study demonstrated that Siberian pine-seed oil consumption lowers overall cholesterol, while 
increasing HDL and Apo A-I levels, the beneficial forms of cholesterol. 79 Another study found that Siberian Pine 
seed oil lowered VLDL and LDL cholesterol. 80 Siberian Pine seed oil also has a triglyceride-lowering effect in rats, 
an effect that is due to a reduction in circulating VLDL.  81 

Olive Oil 
The high intake of olive oil in the Mediterranean diet is associated with a low incidence of coronary heart disease. 
Replacing saturated fat with olive oil (rich in oleic acid) leads to a reduction in LDL cholesterol without decreasing 
the concentration of HDL cholesterol. 82 
 
Extra virgin olive oil is also rich in a number of phenolic compounds, which together have excellent oxidative 
stabilizing ability.  Hydroxytyrosol, found in olive oil, is the newest phenolic compound to be gaining popularity as 
an antioxidant.  Hydroxytyrsol can donate to free radicals repeatedly, thereby neutralizing their potential harmful 
effects.  Another factor is that hydroxytrosol is able to chelate metal ions, which are themself pro-oxidant agents.  
Hydroytrosol has been shown to be a highly effective scavenger of free radicals.  Both hydroxytrosol and oleuropein 
protect not only against LDL oxidation but also are capable of sparing vitamin E from over oxidation. 83 
 
Effective Herbal Alternatives to Statin Drugs: 
Twenty-five randomized clinical trials involving 11 herbal medicinal products were identified. Guggul 
(Commiphora mukul), red yeast rice, artichoke (Cynara scolymus) and fenugreek (Trigonella foenum-graecum), 
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have been most extensively studied and have demonstrated reductions in total serum cholesterol levels of 
between10% and 33%. 84 Lifestyle changes combined with ingestion of red yeast rice and fish oil reduced LDL-C in 
proportions similar to standard therapy with simvastatin. Pending confirmation in larger trials, this multifactorial, 
alternative approach to lipid lowering has promise for a subset of patients unwilling or unable to take statins. 310 

Guggul (Commiphora mukul) 
Guggul extract is derived from the mukul myrrh tree that grows in India.  Guggul exerts effective lipid-lowering 
activity, lowering both cholesterol and triglyceride levels.  Guggul lowers VLDL and LDL cholesterol while at the 
same time elevating HDL cholesterol, protecting against heart disease due to atherosclerosis. Guggul is traditionally 
used for arthritis and its anti-inflammatory activity has been confirmed.  It also aids in weight loss because of this 
effect and may also be effective in cystic acne. Guggul extract decreases LDL and triglycerides by about 12%. 
Guggul works much better in combination with niacin, plant sterols, red yeast and other lipid lowering agents. 
Guggul has also shown to decrease platelet adhesiveness, and increase fibrinolytic activity.  It has shown not only an 
ability to prevent atherosclerosis, but also has helped regress pre-existing atheroscleric plague in animal studies. 85,86 

Guggelsterone possess anti-diabetic and lipid lowering effects in diabetic rats  feed a high fat diet.479 
 

Red Yeast Rice extract  
Red yeast rice is a fermented rice product that has been used in Chinese cuisine as a medicinal food to promote 
“blood circulation” for centuries. In Chinese medicine, red yeast rice is used to promote blood circulation, soothe 
upset stomach, and invigorate the function of the spleen, a body organ that destroys old blood cells and filters 
foreign substances. In addition, this dietary supplement has been used traditionally for bruised muscles, hangovers, 
indigestion, and colic in infants. Red yeast rice lowers lipids by acting as an HMG-Co A reductase inhibitor.  The 
HMG-CoA reducatse activity of the food comes from a family of naturally occurring substances called monacolins.  
Monacolin K is also known as mevinolin or lovastatin, which is a common statin drug used to lower cholesterol.  
Red yeast contains at least nine monacolins as well as many other important substances that contribute to its lipid 
lowering effects, including sterols (beta-sitosterol, campesterol, stigmasterol, sapogenin), isoflavones, and mono-
unsaturated fats.  This herb is likely to be able to directly impact the process of atherosclerosis.  New evidence 
shows that red yeast rice lowers cholesterol levels (2-3 grams per day dosage) compared to statin drugs, but with the 
added advantage of causing no adverse effects. 87,88  

 

• Red yeast extract significantly reduced CV events and death, and improved lipids over five years in a 
Chinese population study of nearly 5000 patients.  It was safe and well tolerated. 341 

 
• Red yeast extract reduced CV related death by 37% and all causes of death by 31% in an elderly 

population study of 4,780 patients with a history of myocardial infarction. 342 
 

• Red yeast extract reduced CVD-related death by 29% in high-risk hypertensive patients over 4.5 
years in a study of 1500 elderly patients. 343 

 
Red yeast rice extract, similar to guggul, works better in combination with other natural agents such as artichoke 
extract, turmeric, ginger, chromium, and fenugreek. 
 
Red Yeast Rice and Plant Stanols and Sterols Lower Cholesterol 
 
It is estimated that 42% of females and 34% of males in the USA have elevated total cholesterol. The current 
mainstay of lipid-lowering therapy utilizes 3-hydroxy-3-methylglutaryl-coezyme A (HMG-CoA) reductase inhibitor 
(i.e., statin) medications that lower total cholesterol and LDL cholesterol by an average of 20% and 28%, 
respectively. However, due to the significant side effects of statin medications, many patients seek alternative 
therapies to help manage their hypercholesterolemia. Red yeast rice (Monascus purpureus) has been used as a food 
and as an herbal medication in China for centuries. Phytosterols are foods that are similar in structure and function 
to animal cholesterol. Both of these compounds have been shown in clinical studies to significantly lower LDL 
cholesterol. We report on a case series of 18 patients with hypercholesterolemia despite therapeutic lifestyle change 
through diet and exercise who took a proprietary product combining red yeast rice and phytosterols as a powdered 
shake in an effort to improve their cholesterol indices. Statistically significant reduction (p < .05) in the following 
mean variables was seen: total cholesterol 19% (46 mg/dL) and LDL 33% (53 mg/dL) after 6 weeks using the blend. 
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There was no significant difference in body mass index (BMI), triglyceride, high-density lipoprotein (HDL) 
cholesterol levels, or systolic and diastolic blood pressure over the same period. This magnitude of reduction in LDL 
cholesterol is significantly greater than the 28% reduction observed in the 1999 Journal of the American Medical 
Association (JAMA) meta-analysis on the average effectiveness of statin medications in lowering cholesterol levels. 
None of the participants in our study reported any muscle pains, and no abnormal liver function tests were seen 
while taking the product.480  
 
Mediterranean Diet and Red Yeast Rice Supplementation for the Management of Hyperlipidemia in Statin-
Intolerant Patients with or without Type 2 Diabetes. 

 
Lipid profile could be modified by Mediterranean diet (MD) and by red yeast rice (RYR). We assessed the lipid-
lowering effects of MD alone or in combination with RYR on dyslipidemic statin-intolerant subjects, with or 
without type 2 diabetes, for 24 weeks. We evaluated the low-density lipoprotein (LDL) cholesterol level, total 
cholesterol (TC), high-density lipoprotein (HDL) cholesterol, triglyceride, liver enzyme, and creatinine 
phosphokinase (CPK) levels. We studied 171 patients: 46 type 2 diabetic patients treated with MD alone (Group 1), 
44 type 2 diabetic patients treated with MD associated with RYR (Group 2), 38 dyslipidemic patients treated with 
MD alone (Group 3), and 43 dyslipidemic patients treated with MD plus RYR (Group 4). The mean percentage 
changes in LDL cholesterol from the baseline were -7.34 ± 3.14% (P < 0.05) for Group 1; -21.02 ± 1.63% (P < 
0.001) for Group 2; -12.47 ± 1.75% (P < 0.001) for Group 3; and -22 ± 2.19% (P < 0.001) for Group 4 with 
significant intergroup difference (Group 1 versus Group 2, P < 0.001; Group 3 versus Group 4, P > 0.05). No 
significant increase in AST, ALT, and CPK levels was observed in all groups. Our results indicate that MD alone is 
effective in reducing LDL cholesterol levels in statin-intolerant patients with a presumably low cardiovascular risk, 
but associating MD with the administration of RYR improves patients' LDL cholesterol levels more, and in patients 
with type 2 diabetes.496 

 
Artichoke (Cynara scolymus) 
Traditional medicine has long used artichoke extracts as a heptoprotectant, and several bioactives in artichoke 
extract have been identified, including chlorogenic acid, cynarin, caffeic acid, and luteolin.  Consumption of 
encapsulated artichoke extract has been shown to result in absorption of these bioactives in humans, resulting in the 
production of beneficial metabolites such as ferulic acid.  Ferulic acid, chlorogenic acid and cynarin provide strong 
antioxidant protection, which may account for some of their health-promoting activities.  Moreover, in cultured liver 
cells, artichoke extract not only provided antioxidant protection from a toxic chemically induced insult, but also 
showed diminished loss of cellular glutathione reserves. 89  
 
A recent German clinical trial found that artichoke leaf extract (ALE) significantly reduced levels of ‘bad’ 
cholesterol in people with high cholesterol. 90   UK researchers found that an over-the-counter ALE from the globe 
artichoke plant can lower cholesterol in otherwise healthy individuals with moderately raised levels. Intervention 
before concentrations reach higher levels may help reduce the risk of developing cardiovascular diseases without the 
need for drugs. 305 

 
Research has shown that ALEs are rich in various flavonoids. Globe artichokes have been used traditionally in 
Europe to improve digestive and urinary tract health. Artichoke leaf extracts (ALEs) are currently used in Germany 
and Switzerland as a remedy for indigestion, and are available in the UK as over-the-counter food supplements. 
Various studies have provided an evidence base for their use in conditions such as dyspepsia and irritable bowel 
syndrome.   
 
Beneficial effects of artichoke leaf extract supplementation on increasing HDL-cholesterol in subjects with 
primary mild hypercholesterolaemia: a double-blind, randomized, placebo-controlled trial. 

The aim of this study was to evaluate the effects of artichoke leaf extract (ALE) supplementation (250 mg, 2 b.i.d.) 
on the lipid pattern. A randomized, double-blind, placebo-controlled clinical trial was performed on 92 overweight 
subjects with primary mild hypercholesterolaemia for 8 weeks. Forty-six subjects were randomized to 
supplementation (age: 54.2 ± 6.6 years, body mass index (BMI): 25.8 ± 3.9 kg/m(2), male/female: 20/26) and 46 
subjects to placebo (age: 53.8 ± 9.0 years, BMI: 24.8 ± 1.6 kg/m(2), male/female: 21/25). Verum supplementation 
was associated with a significant increase in mean high-density lipoprotein (HDL)-cholesterol (p < 0.001) and in 
mean change in HDL-cholesterol (HDL-C) (p = 0.004). A significantly decreased difference was also found for the 
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mean change in total cholesterol (p = 0.033), low-density lipoprotein (LDL)-cholesterol (p < 0.001), total 
cholesterol/HDL ratio (p < 0.001) and LDL/HDL ratio (p < 0.001), when verum and placebo treatment were 
compared. These results indicate that ALE could play a relevant role in the management of mild 
hypercholesterolaemia, favouring in particular the increase in HDL-C, besides decreasing total cholesterol and LDL-
cholesterol.498 

 
A combined natural supplement lowers LDL cholesterol in subjects with moderate untreated 
hypercholesterolemia: a randomized placebo-controlled trial. 

To investigate the effect of a natural cholesterol-lowering supplement (NCLS) containing red yeast rice, 
policosanols and artichoke leaf extracts on blood lipid concentrations as well as on safety parameters when given 
over 16 weeks in 100 volunteers with untreated moderate hypercholesterolemia, in a randomized, double-blind, 
placebo-controlled trial. 

RESULTS: 
Reduction of primary outcome low-density lipoprotein cholesterol [-0.22  g/L (95% confidence interval, CI: -0.31 to 
-0.12) corresponding to -14.3% from baseline (95% CI: -21.5 to -7.2) compared to placebo], as well as total 
cholesterol, apolipoprotein B100 and apolipoprotein B100/apolipoprotein A-I ratio, were observed after 16 weeks of 
supplementation with NCLS. These effects were already observed at Week 4 and 10 of supplementation. No 
significant changes were observed in high-density lipoprotein, triacylglycerol, creatine kinase, lactate 
dehydrogenase and coenzyme Q10 levels, as well as in markers of liver and renal function. 

CONCLUSIONS: 
The NCLS was effective in reducing low-density lipoprotein cholesterol and apolipoprotein B100 in subjects with 
moderate hypercholesterolemia, without modifying safety parameters.499 

 
 Fenugreek seed (Trigonella foenum graecum) 
Fenugreek is used in Traditional Chinese Medicine to warm the Kidney energy and disperse dampness and cold, and 
to alleviate pain.  In India, fenugreek has traditionally been used for diabetes.  Modern research has confirmed an 
anti-diabetic effect from its use.  Fenugreek has a long history as a galactigauge, increasing lactation in nursing 
mothers, and also been used to sooth the mucous membranes of the sinuses, lungs, and digestive tract.  Externally, 
fenugreek is used as a soothing drawing agent. 
 
Fenugreek seed has shown to reduce fasting and post-prandiols of glucose, glucagon, somatostatin, insulin, total 
cholesterol, and triglycerides, and increase HDL-cholesterol. Use of fenugreek seeds, or seed extracts improves 
glycemic control and decreases insulin resistance in type-2 diabetics. There is also favorable effect on 
hypertriglyceridemia.  Fenugreek contains a compound, Protodioscin, that possess anabolic, anti-cancer actions. 91-93 
 
Green tea (Camellia sinensis) 
In a Japanese study green tea consumption was significantly associated with lower levels of serum total cholesterol 
in both men and women while its associations with serum triglycerides and HDL cholesterol were not statistically 
significant. Based upon results of recent research, it is proposed that Green tea polyphenols have the inherent 
capacity to inhibit the development of atherosclerotic lesions.  
 
The oxidative alterations of LDL were prevented by green tea catechins.  Research demonstrates that green tea 
guards against cardiovascular disease by lowering total cholesterol levels, improving the cholesterol profile (the 
ratio of LDL cholesterol to HDL cholesterol), reducing platelet aggregation, and lowering blood pressure.  94-99   One 
study showed lower C-reactive protein and decrease in the risk of CVD.   353 

 

Reduces levels of amyloid alpha, which is linked to obesity, metabolic syndrome and heart disease 
Obese people with metabolic syndrome experienced decreases in levels of amyloid alpha, said to be a risk factor for 
cardiovascular disease, after drinking green tea or taking green tea extracts. The eight-week study also supported the 
tolerability of both the beverage and the extracts, but the researchers note that the regime did not affect the various 
features of metabolic syndrome (MetS).  Green tea extract showed an ability to reverse inflammation, endothelial 
dysfunction, and cardiovascular risk factors in subjects with metabolic syndrome. Basu and her co-workers recruited 
35 obese people with MetS to participate in their randomized controlled trial. The participants, who had an average 
age of 42.5, were randomly assigned to consume four cups of green tea, two capsules of green tea extracts, or four 
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cups of water per day for eight weeks.  Both sources of green tea (Camellia sinensis) provided an average daily dose 
of about 450 mg of EGCG.  At the end of the study, Basu and her co-workers did not observe any differences in the 
various features of MetS, such as biomarkers of inflammation. However, both green tea interventions reduced levels 
of amyloid alpha compared to the control group, said the researchers. Specifically, the green tea drink reduced 
amyloid alpha levels by 14.5 per cent, while the extract reduced levels by 24.6 per cent after eight weeks.  The study 
results show that green tea beverage or extract supplementation selectively lowers plasma serum amyloid alpha 
versus the no treatment group.359 

  
Policosanol 
Policosanol is a natural occurring component found in the wax of the common honeybee and in whole sugar cane 
with unique cholesterol lowering ability with a different mechanism other than the inhibition of HMG Co enzyme A 
reductase.  Policosanol is composed of a combination of aliphatic long chain fatty alcohols including octacosanol, 
which seemingly appears to make it much more effective than octacosanol alone.  Octacosanol has shown to 
increase endurance and oxygen utilization during exercise.   
 
Policosanol derived from whole sugar cane contains substantially more octacosanol (about 60%) than from 
honeybee wax, and it is the form of policosanol used in all the clinical trials, so I would recommend it over other 
forms. 
 
Policosanol has undergone many clinical trials, confirming its cholesterol lowering effects.  It has shown equal 
benefits to statin drugs.  It also has shown little to no side effects.  Policosanol significantly lowers total cholesterol 
and LDL, appears to act through the liver, and different from other cholesterol lowering agents, has shown libido 
enhancing effects.   
 
Policosanol not only significantly lowers cholesterol levels but has many other beneficial effects on other parameters 
of cardiovascular functions, such as reducing platelet aggregation and inhibiting the development of atherosclerotic 
lesions.  Policosanol has shown in clinical trial to improve peripheral blood flow, adding to a list of other beneficial 
agents to be useful for intermittent claudication.  Policosanol reduces the pro-inflammatory thromboxane A2 and 
B2, significantly reduces  platelet aggregation and increases prostacyclin levels. Thromboxanes (TXAs), produced 
from fatty acid metabolites, form in, and are released by the platelets effecting aggregation.  Excessive platelet 
aggregation is undesirable unless you need to stop bleeding.  Furthermore, policosanol has shown to reduce blood 
pressure. 100,101 
 
Plant Sterols decrease LDL by 10-15%, prevent cholesterol absorption in the gut, and has additive effect with 
statins — no interference.  It is believed that plant sterols displace cholesterol from bile salt micelles.  Another 
proposed mechanism is the possible inhibition of the rate of cholesterol esterificiation in the intestinal mucosa. 102 
 
Grape seed & skin 
Grape seed flavonoids are responsible for giving many fruits, in particular berries, their dark purple and blue color.   
Their free radical scavenging effects are 20-50 times greater than vitamin C or E.  They also reinforce the natural 
cross linking of collagen that forms the matrix of connective tissue, a very important function during any post-
surgical healing, and they are anti-inflammatory in that they prevent the release and synthesis of compounds that 
promote inflammation such as histamines, serine proteases and prostaglandins.  103, 104 
 
A recent study confirmed that wine, and wine phenolics in particular, could have a more significant inhibitory effect 
on platelet aggregation and could explain, in part, the hypothesis that red wine is more protective against 
atherosclerosis and coronary heart disease. 202 
 
Drinking Concord grape juice significantly increased good cholesterol and significantly lowered two markers of 
inflammation in people with stable coronary artery disease. In addition to an increase in HDL (good cholesterol) 
levels, they saw a significant decrease in the production of superoxide, a free radical, and soluble CD40 ligand, an 
inflammatory marker that is provoking growing interest .203 
 
Red grape seed extract improves lipid profiles and decreases oxidized low-density lipoprotein in patients with 
mild hyperlipidemia. 
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Oxidized low-density lipoprotein particles (Ox-LDL) have a key role in the pathogenesis of atherosclerosis. The 
lipid-lowering properties and antioxidants of the grape seed can be beneficial in atherosclerosis prevention. We 
conducted a randomized double-blind placebo-controlled crossover clinical trial. Fifty-two mildly hyperlipidemic 
individuals were divided into two groups that received either 200  mg/day of the red grape seed extract (RGSE) or 
placebo for 8 weeks. After an 8-week washout period, the groups were crossed over for another 8 weeks. Lipid 
profiles and Ox-LDL were measured at the beginning and the end of each phase. RGSE consumption reduced total 
cholesterol (-10.68±26.76  mg/dL, P=.015), LDL cholesterol (-9.66±23.92  mg/dL, P=.014), and Ox-LDL (-
5.47±12.12  mg/dL, P=.008). While triglyceride and very low-density lipoprotein cholesterol were decreased and 
high-density lipoprotein cholesterol was increased by RGSE, the changes were not statistically significant. RGSE 
consumption decreases Ox-LDL and has beneficial effects on lipid profile-consequently decreasing the risk of 
atherosclerosis and cardiovascular disorders-in mild hyperlipidemic individuals.485 

 
MegaNatural BP Unique Grape seed extract  
 
A recent human study (2009) aimed to determine if grape seed extract’s (GSE) phenolic compounds lower blood 
pressure in subjects with metabolic syndrome. The results showed that both the systolic and diastolic blood 
pressures were lowered after treatment with GSE as compared with placebo.424 An earlier animal study tested GSE 
in young, estrogen-depleted, salt-sensitive, hypertensive animals. GSE at .5% added to the daily food, decreased 
arterial pressure.425 GSE also possesses profound redox/anti-oxidant effects and was recently demonstrated in a 
human trial to inhibit LDL cholesterol oxidation (vascular damage).426 
 
MegaNatural BP is a grape seed extract that obtains 90 to 95% polyphenols from grape seeds through its unique, 
patented, hot water-based extraction process as opposed to using chemicals and solvents such as acetone. 
 
A study published in the July 16th issue of Metabolism Clinical and Experimental indicates that, when taken in 
conjunction with lifestyle modification, MegaNatural BP GSE, may effectively lower blood pressure in patients with 
metabolic syndrome.  Also, subjects given 300 mg of MegaNatural BP had a significant decrease in the 
concentration of oxidized LDL in plasma.427  
 
Resveratrol 
Resveratrol phytoalexin, a naturally occurring plant cytokine, is found in grapes, wine, and other plant products. Its 
job in nature is to fight fungus during the rainy season, and it is especially prevalent in grapes used in making red 
wine.   It has been shown to have anti-inflammatory, anti-oxidant, cell-repair, phyto-estrogen and anti-tumor 
activities. The discovery of resveratrol has important implications for increasing the effectiveness of cancer therapy, 
with some clinical trials using resveratrol already showing encouraging results. Resveratrol also helps to control 
atherosclerosis, heart disease, arthritis, and autoimmune disorders. It is a potent cardioprotective agent, which may 
be due to a reduction of atrial natriuretic peptide and transforming growth factor-beta1, which are known to protect 
the heart from detrimental remodeling. 337 
 

Saponins present in grapes could be just as important as resveratrol, thought to be responsible for the so-called 
French Paradox—the association between red wine and decreased heart disease.  While resveratrol is thought to 
block cholesterol oxidation (LDL oxidation) by its antioxidant action, saponins also present in the grape skin are 
believed to work by binding to and preventing the absorption of cholesterol.  The biologically active components of 
seeds and skins of grapes have a significant synergistic effect with regard to inhibition of platelet aggregation, 
endothelial inflammation, and LDL oxidation. 104-106 Red Grape juice concentrate improves lipids, lowers 
inflammatory biomarkers, and reduces CVD. 297 

 
Ginger (Zingiber officinalis) 
Ginger’s effects on circulation would be classified as a gentle diffusive stimulant, along with having a mild relaxing 
effect. It is used extensively in Ayurveda to inhibit abnormal clotting, reduce cholesterol and fight arthritis.  It 
significantly reduces serum and hepatic cholesterol levels and possesses potent cardiotonic activity, Ginger extracts 
(5% gingerol) inhibited platelet cyclo-oxygenase production, thromboxane generation and platelet aggregation in a 
dose-dependent fashion; gingerol also inhibits thromboxane-mediated platelet aggregation.   Ginger is a well-known 
synergistic herb that potentiates, harmonizes, and improves the deep circulation of other herbs. 107-111 Ginger is quite 
effective in the control of hypertension and inflammatory conditions.  In one study, a crude extract of ginger induced 
a dose-dependent (0.3-3 mg/kg) fall in arterial blood pressure in animals.444 
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Turmeric (Curcuma longa) Curcumin  
Curcumin, the natural pigment that gives the spice turmeric its yellow color, has come under the scientific spotlight 
in recent years, with studies investigating its potential benefits for reducing cholesterol levels, improving 
cardiovascular health, and fighting cancer. Norbert Nass and colleagues from the Martin Luther University in 
Germany report that curcumin was not toxic to the liver cells at levels above 10 micromoles and activation occurred 
even at low doses (2 to 10 micromoles).  “The observed activation of  liver X receptor (LXR) and retinoic acid 
receptor (RXR) that occurred at concentrations that can be reached by oral consumption of curcumin holds for a 
contribution of nuclear receptors to the hypocholesterolemic effect of curcumin,” concluded the researchers. 256  
(Donnie, is this the correct footnote?) 
 
When the pigment was given to mice with enlarged hearts (hypertrophy), heart function was restored and scar 
formation reduced, report the researchers in the February 2008 edition of the Journal of Clinical Investigation.  Lead 
researcher Peter Liu, scientific director at the Canadian Institutes of Health Research - Institute of Circulatory and 
Respiratory Health, said that curcumin might be a safe and effective means of preventing heart failure in the future, 
given that it is naturally occurring and readily available at a low cost. Liu cautioned that moderation is important, 
"the beneficial effects of curcumin are not strengthened by eating more of it." 301 

 
Long-term curcumin administration protects against atherosclerosis via hepatic regulation of lipoprotein 
cholesterol metabolism. 
LDLR(-/-) mice were fed a high-cholesterol diet and treated with curcumin, lovastatin or control (n=10 per group) 
for 18  wk. Aortic arch sections revealed curcumin ameliorated early atherosclerotic lesions, lipid infiltration, ICAM-
1 and VCAM-1 localization, similar to lovastatin treatment. Furthermore, curcumin lowered plasma cholesterol, 
triglycerides, LDL cholesterol and Apo B levels as well as CETP activity, while curcumin increased plasma HDL 
cholesterol and liver Apo A-I expression, similar to lovastatin treatment. Curcumin caused transcriptional inhibition 
of HMG-CoA reductase, independent of ACAT1 and ACAT2 expression. Hepatic PPARα and LXRα expression 
was upregulated by curcumin treatment. Hepatic complement factor D (Cfd) and systemic CRP levels, markers of 
immune complement pathway activation, were significantly reduced by curcumin treatment. 
CONCLUSION: 
Long-term curcumin treatment lowers plasma and hepatic cholesterol and suppresses early atherosclerotic lesions 
comparable to the protective effects of lovastatin. The anti-atherogenic effect of curcumin is mediated via multiple 
mechanisms including altered lipid, cholesterol and immune gene expression.484 

 
Berberine 
The plant compound Berberine, a compound isolated from several herbs including goldenseal, Oregon grape, and 
Chinese Coptis, can act as a cholesterol-lowering drug. Berberine works in a way that doesn't depend on how much 
cholesterol is in the cell. Like statins, the herb increases the number of cholesterol receptors on the cell surface, but 
it does this by stabilizing and improving the process by which the receptors are formed. The researchers screened 
700 Chinese remedies in lab tests and found that berberine had the greatest effect in increasing cholesterol receptors. 
Further testing showed that receptor levels were increased further when the herb was used together with a statin. The 
researchers then assessed cholesterol levels in 91 patients with high cholesterol who were treated with berberine or 
inactive "placebo" for 3 months. The herb was well-tolerated, and lowered total cholesterol by 18% and LDL 
cholesterol by 20%. No effect on levels of HDL ("good") cholesterol was seen.  The researchers then analyzed 
berberine's effect in a subset of patients who were not taking any other medications or herbs before or during the 
study. Among these individuals, berberine lowered total cholesterol by 29 percent and LDL cholesterol by 25 
percent. 191 
 

Specific herbs for heart health 
 

Hawthorn (Crataegus) leaf and flower extract  
 
Hawthorn leaf and flower, as well as the berry, has been used traditionally as a cardiac tonic, and current 
applications include angina, hypertension, arrhythmias, and congestive heart failure. The leaves, flowers, and berries 
of hawthorn contain a variety of bioflavonoid-like complexes that are primarily responsible for the cardiac actions of 
the plant. Important heart-nourishing/protecting flavonoids found in C. oxyacantha include oligomeric procyanidins 
(OPCc), vitexin, quercetin, and hyperoside.391  
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The Hawthorn tree was formerly regarded as sacred.  In Germany, hawthorn is now called weifdorn, while in France 
it is referred to as l'epine noble (the noble thorn) because it was supposedly used to furnish Christ's crown of thorns.  
 
Hawthorne is often considered by herbalists to be “nutrition for the heart”. It is especially beneficial in the geriatric 
or stressed heart, and for valvular insufficiency. Clinical research has demonstrated that hawthorn extract has multi-
targeted benefits with regards to heart health.  These include: 1) increased contractility of the myocardium (positive 
inotropic effect); 2) reduced peripheral vascular resistance (reduction in after load); 3) improved left ventricular 
ejection fraction; 4) improved coronary blood flow; and 5) increased tolerance of the myocardium to oxygen and 
substrate deficiency. 
 
The German Commission E approved the use of extracts of hawthorn leaf with flower in patients suffering from 
heart failure graded stage II.392 In clinical trials, hawthorn extract has demonstrated a significant benefit in symptom 
control and physiologic outcome as an adjunctive treatment for chronic heart failure. 393  
 
Hawthorn extract modifies left ventricular remodeling and counteracts myocardial dysfunction in early pressure, 
overload-induced cardiac hypertrophy394 and improves cardiac remodeling and function during long-term, pressure 
overload-induced heart failure in rats. It also exerts a mild blood pressure-lowering activity, which appears to be a 
result of a number of diverse pharmacological effects. It dilates coronary vessels, inhibits angiotensin converting 
enzyme, acts as an inotropic agent, and possesses mild diuretic activity.395-397  

The first randomized, controlled trial to demonstrate a hypotensive effect from hawthorn in patients with diabetes 
taking medication was recently completed.398 No herb-drug interactions were found, and minor health complaints 
were reduced from baseline in both treatment groups. Animal and human studies have indicated that Hawthorn 
extracts may also have potential use as anti-ischemic and lipid-lowering agents.399 Other beneficial effects 
demonstrated by hawthorn extract include protection from environmental stress (pollution),400 protection of the 
gastric system,401 and protection from radiation damage.402,403  

 
Arjuna (Terminalia arjuna) .5% Arjunolic acid  
 
Ancient Aruvedic physicians used the powdered tree bark of Arjuna (Terminalia arjuna) for alleviating angina, 
hypertension and other cardiovascular conditions. Its stem bark possesses glycosides, large quantities of flavonoids, 
tannins and minerals. Flavonoids have been detected to exert antioxidant, anti-inflammatory and lipid lowering 
effects, while glycosides are cardiotonic.  Arjuna is unique among medicinal plants currently used because of this 
dual action on the heart.  The bark extract, in addition to its cardio-tonic property, also possesses diuretic and 
hypotensive properties. 
 
Arjuna acts as a potent antioxidant, preventing LDL cholesterol oxidation and reperfusion ischemic injury to the 
heart.  It has also been shown to reduce atherogenic lipid levels in various experimental and clinical studies. 404  An 
open human study of Arjuna’s effects on stable and unstable angina revealed a 50 percent reduction of anginal 
episodes in patients with stable angina (p < 0.01) after three months of treatment. A statistically significant reduction 
was also noted in systolic blood pressure in these patients.405  
 
Four animal studies conducted in the last 2 decades depict the dose-dependent, hypotensive effects of Arjuna. Both 
alcohol and aqueous extracts were successful in lowering blood pressure in dogs. The dosage range was from 5-
10mg/kg. One of the studies suggested that Arjuna acts by modifying the autonomic responses in the body.406-409 
Arjuna also possesses potent renal and liver protective effects against a wide range of toxins.410  Arjuna has shown to 
improve cardiomyopathy.411 Additional animal studies suggest that Arjuna can reduce blood lipids. In one study, 
Arjuna caused a significant, dose related decrease in total and LDL cholesterol, compared to placebo.412  
 
Olive leaf extract (Olea europea) 20% Oleuropein   
 
People have been using olive leaf medicinally for millennia.  The ancient Egyptians revered the leaves, the ancient 
Greeks used them to clean wounds, and the original Olympic athletes were crowned with a wreath of olive leaves. 
The Mediterranean areas have a significantly lower incidence of cardiovascular disease when compared to other 
European countries. This phenomenon has been associated, at least in part, with the use of virgin olive oil, and the 
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consumption of olives, which is one of the main components of the Mediterranean diet. Several studies have shown 
that high olive oil intake reduces blood pressure.413, 414 

The cardioprotective activity of olives and olive leaf are attributed to its secondary components, such as α-
tocopherol, polyphenols, and other phenolic compounds.  Olive leaf extract contains polyphenols such as oleuropein 
and hydroxytyrosol, both of which have been shown to reverse the chronic inflammation and oxidative stress that 
induces cardiovascular, hepatic, and metabolic symptoms.415 

Mechanisms underlying the cardioprotective action of olive include an increased generation of vascular relaxing 
factors such as nitric oxide (NO) and prostacyclin. In Southern Europe olive leaves are known as a folk remedy for 
hypertension.416, 417  Animal studies have found olive leaf extract to be effective in lowering blood pressure in 
hypertensive subjects.418  

Recently, researchers looked at how sets of identical human twins with borderline hypertension responded to taking 
olive leaf extract. Two studies were conducted, both showing positive, dose-dependent results from the 
administration of olive leaf extract. Those who took the highest daily dosage of olive leaf extract (1,000 milligrams) 
received the highest benefits with regard to cholesterol and blood pressure.419 In another study, calcium channel 
inhibition was found to be one of the mechanisms involved in the blood pressure lowering effects of olive leaf 
extract.420  

A double-blind, randomized, parallel and active-controlled clinical study was conducted to evaluate the anti-
hypertensive effect, as well as the tolerability of Olive leaf extract in comparison with Captopril in patients with 
stage-1 hypertension. “In conclusion, Olive (Olea europaea) leaf extract, at the dosage regimen of 500mg twice 
daily, was similarly effective in lowering systolic and diastolic blood pressures in subjects with stage-1 hypertension 
as Captopril, given at its effective dose of 12.5-25mg twice daily.”421  

Coleus (Coleus Forskohli) extract 20% Forskolin 
 
Coleus Forskohli is used in Ayurvedic medicine for a wide range of ailments, including cardiovascular disease, 
hypertension, eczema, asthma, convulsions, painful urination, colic, and insomnia.  The main active compound 
found in the plant, and no other plants known to date, is called forskolin.  Forskolin has unique effects within the 
cell process and is more effective in the whole plant with the other synergistic constituents, than isolated and used as 
a drug.  The unique biological activity of forskolin, in part, includes the activation of an enzyme, adenylate cyclase, 
which increases cyclic adenosine monophosphate (cAMP) in the cells.  Forskolin has also been shown to inhibit a 
number of membrane proteins and channel proteins through mechanisms independent of cAMP.  The overall effects 
of forskolin are muscle relaxing and inhibiting to platelet activating factors (PAF).  PAF plays a major role in 
inflammatory and allergic processes, some of which allow cancer metastases to occur.   
 
Forskolin's blood pressure lowering effects appear to be due to relaxation of arterial vascular smooth muscle.  In a 
study performed on isolated heart tissue, forskolin activated membrane-bound adenylatecyclase and cytoplasmic 
cAMP-dependent protein kinase.  The researchers postulated the positive inotropic effect was via an enhanced 
calcium uptake by the heart muscle cell.  Another constituent from coleus, ditermene coleonol, has been found to 
lower blood pressure.422, 423 

 

Besides forskolin’s ability to lower blood pressure, inhibit asthma and other allergic conditions, it is of great value in 
both psoriasis and cancer.  The same mechanism that can quell psoriasis plays a unique role in suppressing cancer 
growth. There is uncontrolled cell division in both conditions, and increased levels of an important cell regulator, 
cyclic guanine monophosphate (cGMP), which can override and dominate the function of cAMP.  Forskolin can 
help normalize the balance between cAMP and cGMP, thus normalizing cell division.  
 
Green coffee bean extract (GCE)     
 
Coffee drinkers may be half as likely to get diabetes428 and are 50% less likely to get liver cancer than 
nondrinkers.429 Coffee drinkers are also significantly less likely to develop Alzheimer's disease later in life.430 A 
longitudinal study in 2009 found that moderate coffee drinkers had reduced risk of developing dementia in addition 
to Alzheimer's disease.431 According to the longitudinal study, coffee reduces the incidence of dying from heart 
disease432  and in another study, coffee was inversely associated with subsequent post-infarction mortality.433  
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Green coffee beans contain an array of polyphenols, which have potent protective properties that act to help reduce 
free radical damage in the body. The antihypertensive effects of green coffee bean extract (GCE) have been 
extensively studied recently, and GCE has demonstrated a remarkable ability to lower blood pressure in animal and 
humans studies.  GCE’s mechanism of antihypertensive action has been shown to be due to its chlorogenic acid 
(CGA) concentration. CGA is a precursor to the formation of ferulic acid, which acts on nitric oxide (NO) derived 
from the vascular endothelium, thereby inducing vaso-relaxation.434 
 
In one study, the effects of GCE on blood vessels were evaluated in healthy males. After ingestion for 4 months, the 
test drink group showed a significant decrease in homocysteine levels.435 The blood pressure-lowering effect and 
safety of CGA in patients with mild hypertension was studied through a placebo-controlled, randomized clinical 
trial. The study revealed that CGA from GCE is effective in decreasing blood pressure and safe for patients with 
mild hypertension.436 The effects of GCE on blood pressure were also investigated using spontaneously hypertensive 
rats. There was a dose-dependent reduction in blood pressure after a single ingestion (180 to 72 mg/kg, p.o.) or long-
term ingestion (0.25 to 1% diet for 6 weeks) of GCE.437  
 
Celery seed extract (Apium graveolens) 10:1 
 
Celery seed is a potent and delicious spice that acts as a medicinal food for the detoxification of the kidneys.  It is 
excellent for the treatment of elevated uric acid (gout), bone spurs, and other types of calcium build up.   It is also 
one of the best nervines, and it  “nourishes” the nervous system.  
 
Celery seeds have a strong diuretic effect and are useful for treating conditions related to water retention, including 
edema and bloating, which often are a factor in elevated blood pressure. Celery seed has been well-researched for its 
ability to fight high cholesterol, obesity, and hypertension.438 It also possesses a positive effect on the liver, and one 
study found that it can protect the liver against damage induced by acetominophin (Tylenol).439 Furthermore, celery 
seed extract has been found to possess anti-inflammatory, hypotensive, gastro-protective, and anti-Helicobacter 
pylori activity.440 
 
Rauwolfia (Rauwolfia serpentina) extract     
 
Rauwolfia serpentina root has been used for centuries in India, and Rauwolfia vomitera in Africa, for the treatment 
of a variety of disorders including snake bites, insect bites and stings, insomnia and insanity. In India and Nepal, it is 
a common treatment for hypertension and insomnia.  Ghandhi took it frequently at night for its calming actions.441  
 
Rustom Jal Vakil was a famous Indian cardiologist who, in 1949, “published a watershed paper on the 
antihypertensive properties of Rauwolfia serpentina and affected a paradigm shift in the management of 
hypertension”. “Rauwolfia was the world's 1st successful blood-pressure-lowering agent.”442 
 
Although reserpine remains very useful in the treatment of hypertension, whole rauwolfia extract standardized to 1% 
reserpine is far more effective and has less side effects.  Cardio-Tonic <BP contains the whole plant extract of 
Rauwolfia, and therefore contains only a tiny amount of reserpine. In low dose, reserpine acts synergistically with 
the other cardiovascular tonic herbs and nutrients in the formula, which is far different from using it as a specific 
compound to lower blood pressure. 
 
Rauwolfia alkaloids 
 
Rauwolfia alkaloids (the plant contains more than 40 known indole alkaloids) work by controlling nerve impulses 
along certain nerve pathways. As a result, they act on the heart and blood vessels to lower blood pressure. 

Reserpine 
 
The antihypertensive actions of reserpine are a result of its ability to deplete catecholamines from peripheral 
sympathetic nerve endings. These substances are normally involved in controlling heart rate, and regulating the 
force of cardiac contraction and peripheral resistance. Reserpine’s primary mechanism of action is through 
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inhibition of the ATP/Mg++ pump responsible for the sequestering of neurotransmitters in storage vesicles located 
in the presynaptic neuron. Neurotransmitters that are not sequestered in storage vesicles are readily metabolized by 
monoamine oxidase (MAO) causing a reduction in catecholamines. Reserpine served as the lead compound in the 
search for antihypertensive agents that interfere with the function of the sympathetic nervous system.  

Rauwolfia, is very specific for type A sympathetic types for it tones down the sympathetic nervous and can also act 
as a mild tranquilizing agent.  A recent review of all compiled studies done on reserpine found it to be as effective as 
other first-line antihypertensive drugs.443  

Herbal Adaptogens 

The term adaptogens originated in Russia in late 1950 to early 1960s.  It was a term given to describe the actions of 
certain well researched herbs with regards to their normalizing ability on all major systems of the body.  Adaptogens 
combat the effects of stress, making stress less damaging, prevent disease (acute and chronic), including CVD, slow 
down the aging process, enhance health and well being, and increase adaptive energy.  Adaptogens are therefore 
defined as any agent that increases the nonspecific resistance of an organism to stress and other environmental 
influences. Herbal adaptogens are nontoxic, and normalize bodily processes irrespective of the direction of the 
pathological changes (regulating blood glucose and blood pressure, blood lipids, etc.). 
 
Adaptogenic formulation protects heart from damage during ischemia and reperfusion 
A course administration of the complex plant adaptogenic drug tonizid, containing dry extracts of Aralia 
mandshurica, Panax ginseng, Rhodiola rosea, and Eleutherococcus senticosus, suggests that tonizid is an 
adaptogenic drug that attenuates contractile dysfunction and prevents irreversible cardiomyocytic damage during 
ischemia and reperfusion of the isolated heart. Tonizid exhibits cardioprotective and antifibrillatory properties 
during acute cardiac ischemia/reperfusion and postinfarction cardiac fibrosis. 304 

 
A short review of the adaptive effects of adaptogens in regard to high cholesterol and cardiovascular disease 
(cardioprotective) 
 
Eleutherococcus senticosus: inhibited stress induced hypertension, reducing cardiovascular responses to stress in 
healthy. 112 
Rhodiola rosea: cardioprotective - prevents stress-induced catecholamine activity in cardiac tissue and reduce 
adrenaline induced arrhythmias in animals; regulates blood pressure and heart rate. 113, 114 
Aralia mandschurica: Prevents disorders on the lipid metabolism, decreases total cholesterol and triglycerides. 115 
Panax ginseng: protects against the endothelial damage of thrombosis and atherosclerosis, stimulates release of 
nitric oxide. 116-118 Also Panax ginseng lowers serum lipids. 192-196 
Panax quinquefolius: antimyocardial ischemic effects, improves oxygen uptake and utilization. 119  
Rhaponticum carthamoides: cardio-protective and cardio-anabolic (strengthens heart, useful in cardiomyopathy), 
decreases platelet aggregation and pronounced anti-arrhythmic. 120-123 
Schisandra chinensis: cardio-protective. 124 
Ganoderma lucidum: hypolipidemic (cholesterol lowering – HMG co-enzyme A reductase), antiatherosclerotic - 
inhibits platelet aggregation, cardiovascular-tonic, hypotensive – ACE inhibition. 124-126 
Royal jelly (Apis mellifica): significant reduction in total serum lipids and cholesterol levels. 125  
Ocimum sanctum: cardiotonic, hypolipidemic and insulin-trophic. 126-130 
Glycyrrhiza glabra: antiatherosclerotic, antihyperlipidemic. 131 
 
Other commonly used herbs with lipid-modulating/cardiovascular effects 
 
Yarrow (Achillea wilhelmsii) is a common, prolific and humble herb that possesses immense and diverse healing 
value, like so many common therapeutic herbs that are seen by many as lowly weeds and their value is overlooked 
and not given attention they deserve. 
 
Yarrow is rich in flavonoids and sesquiterpene lactone constituents, which have been found to be effective in 
lowering blood pressure and blood lipids.  In a double-blind, placebo-controlled trial, blood pressure and serum 
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lipids (total cholesterol, triglycerides, LDL-cholesterol), were significantly lower in the group treated with the 
yarrow extract. 132 
 
Notoginseng 
 Notoginseng also called Tienchi ginseng, is a relative of Panax Ginseng. It is a superb blood tonic and blood 
cleanser when cooked. It is a powerful blood-vitalizing agent, and is believed by the Chinese to protect the heart and 
vascular system. It can be used externally to stop bleeding (so can yarrow). Notoginseng inhibits activation of 
platelet through multiple components and multiple pathways, which is different from that of aspirin, only through 
inhibition on arachidonic acid metabolism to suppress platelet aggregation. Notoginseng has effects of decreasing 
platelet superficial activation, inhibiting platelet adhesion and aggregation, preventing thrombosis and improving 
microcirculation, and its therapeutic effect on clinical syndrome is better than that of aspirin. 133 
 
Herbal Remedies Supply a Novel Prospect for the Treatment of Atherosclerosis: A Review of Current 
Mechanism Studies. 
“Atherosclerosis (AS) is a systemic cardiovascular disease with complicated pathogenesis involving oxidative stress, 
endothelial dysfunction and chronic inflammation. Increasing lines of evidence have questioned the statins-
dominated treatment for AS, including their dangerous side-effects such as the breakdown of muscle when taken in 
larger doses. A multifaceted approach that addresses all major risk factors or pathological targets may provide an 
ideal treatment for AS. Studies of the herbal remedies on the prevention and treatment of AS have received much 
attention in recent years. This review summarizes some important experimental findings regarding their mechanisms 
of action on AS. Using the pre-set PUBMED searching syntax and inclusion criteria, representative citations 
published in English concerning the experimental studies of 14 herbal materials were included. We found that many 
extracts and (or) single compounds from these herbal materials, such as Salvia miltiorrhiza, Curcuma longa, Rheum 
undulatum and Panax notoginseng, could regulate multiple key targets involved in the initiation and propagation of 
AS. Some important findings about the effects of herbal formulations on AS were also reviewed. Given the 
complicated nature of AS and the holistic, combinational approach of herbal remedies, we propose that mixed herbal 
preparations with multiple active ingredients may be preferable for the prevention and treatment of AS.” 472 

Specific Nutrients for Lipid Modulation 
 
Pantethine  
Pantethine is the disulfide dimer of panethine, and is the active form of pantethenic acid.  Pantethine converts into 
coenzyme (Co) A.  Co A is involved in the transport of fatty acids to and from the cells, and to the mitochondria.  
Pantethine has significant lipid-lowering activity.  Pantethine has been shown in several clinical trials to reduce 
serum triglycerides and cholesterol levels while increasing HDL cholesterol.165-166  Pantethine also assists in 
modulating glucose and insulin167 while improving gut flora and liver detoxification.  There is also some evidence 
that pantethine protects against cataract formation, and has overall beneficial effects on the central nervous system 
and adrenal –stress system.   Pantethine’s liver protective effects have been demonstrated in a number of clinical 
trials. It has shown to protect against carbon tetrachloride, halocarbon, acetaldehyde, ethanol, and other 
hepatotoxins. 134 
 
Niacin 
Niacin is one of the best-known vitamins for lowering blood cholesterol levels, and it protects against CVD. Until 
recently, niacin's general usage and widespread acceptance have been blunted by the need to take it 4 times a day 
and by the high incidence of flushing. A sustained-release formulation is easier to take and has fewer side effects. 
Based on several studies niacin decreases LDL by about 10%, triglycerides by about 25%. Also, it raises HDL by 
about 35%. 135-138 Niacin is a unique lipid-lowering medication with a capacity to lower LDL cholesterol, 
triglyceride and increase HDL-c. Furthermore, niacin is distinguished by its unique capacity to effectively lower 
lipoprotein (a) [Lp(a)] levels.361 

 
Aerobic exercise is more effective than extended-release niacin in reducing postprandial triglyceride concentrations. 
Although niacin reduces fasting triglyceride concentrations, it appears to attenuate the postprandial triglyceride-
lowering effect of exercise. Conversely, aerobic exercise may attenuate the rise in postprandial insulin 
concentrations after niacin administration, which suggests that the combination of exercise and niacin may be 
especially beneficial for people with insulin resistance. Further research will be needed for elucidation. 309   
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L-Arginine 
L-arginine may also have anti-atherogenic activity independent of its role in the enzymatic formation of Nitric 
Oxide (NO).  L-arginine may itself have antioxidant activity.  L-arginine has been found to inhibit the oxidation of 
low-density lipoproteins (LDL) to oxidized LDL (oxLDL).  The oxidation of LDL to oxLDL is believed to be a 
pivotal early step in atherogenesis.  L-arginine may also scavenge superoxide anions and hydrogen peroxide (see 
above), as well as inhibit lipid peroxidation. L-arginine shows promise in the treatment and prevention of CVD 
(including atherosclerosis, hypertension, hyperlipidemia and angina pectoris), in the treatment of some forms of 
male infertility and some kidney disorders, and it is helpful in accelerating wound healing in some circumstances.  It 
has demonstrated some positive immune-modulating and anticancer effects. 139-141 

L-Citrulline 
Oral l-arginine, the nitric oxide precursor, can reduce resting blood pressure (BP) via improved nitric oxide 
production in patients with cardiovascular risk factors.462-464 In healthy individuals, oral l-arginine has been 
associated with decrease or no change in resting brachial BP. It has been suggested that an increased arginase 
activity makes chronic oral l-arginine supplementation somewhat less effective.465 Conversely, oral l-citrulline 
provides greater plasma l-arginine levels due to an efficient conversion of l-citrulline to l-arginine.466 Recent data 
have shown that oral l-citrulline treatment reduced peripheral BP by improving aortic relaxation in animals.467-469 

 
Although elevated brachial pulse pressure (PP) is associated with increased cardiovascular mortality, aortic systolic 
BP (SBP) and PP may be better predictors of cardiovascular risk than brachial BP.  Oral l-citrulline has been shown 
to decrease brachial blood pressure (BP) The conclusion of a recent study found that that a 4-week oral l-citrulline 
supplementation attenuated the brachial SBP, aortic SBP, and aortic PP responses to CPT. Increased aortic wave 
reflection time contributes to the reduced aortic SBP response to CPT, which consequently contributes to the 
reduction in aortic PP.470 

 
Creatine Magnesium Chelate 
Creatine is a nonessential dietary component that, when supplemented in the diet, has shown physiological benefits 
in athletes, and recently in patients with various muscle, neurological and neuromuscular disease(s) including heart 
disease, dementia, chronic fatigue, Cachexia and sarcopenia. Creatine has been called the ultimate ergogenic aid and 
its use as a supplement for muscle growth has become very popular in the field of sports nutrition over the years.  In 
a study of older men (ranging from 43 to 70 years) suffering from chronic heart failure, researchers noted 
improvements in exercise performance and increased muscle creatine and phosphocreatine levels after ten days. 
 
Creatine administered to 13 patients hospitalized with congestive heart failure showed after four days a reduction in 
heart size, reduced vascular resistance, and increased ejection fraction - all indicators of improved heart function.  
Creatine supplementation displays neuroprotective effects in several animal models of neurological disease, such as 
Huntington's disease, Parkinson's disease, or amyotrophic lateral sclerosis. Creatine supplementation has been found 
to reduce atherosclerosis and lower homocysteine levels as well.  Elevated homocysteine is associated with an 
increase in CVD. 
 
Creatine “MagnaPower” (MP), a patented magnesium creatine chelate that provides the body with a readily 
available source of magnesium while also making the creatine more active by protecting it from cyclization. This 
patented mineral amino acid chelate, contributes to an overall positive impact on many functions including, 
cardiovascular health. 142-146 
 
Glutamine Magnesium Chelate 
Glutamine may be suitable as a cardioprotective agent. Glutamine enhances myocardial tissue metabolism, 
glutathione content, and improves myocardial function.  These effects may be mediated by maintenance of 
myocardial glutamate, ATP and phosphocreatine, and prevention of lactate accumulation. 147-150 

Carnitine 
Carnitine is essential in the transport of long chain fatty acids into the mitochondrial matrix and plays a key role in 
the oxidation of lipids.  This means that carnitine improves fatty acid utilization and energy production.  Several 
studies have demonstrated that carnitine improves angina and ischemic heart disease.  Carnitine lowers triglyceride 
and cholesterol levels while increasing HDL levels. Carnitine also significantly lowers plasma lipoprotein(a) levels 
in hypercholesterolemic individuals. 151 
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Carnitine, also recently was found to lower C-reactive protein and fibrinogen levels as well.386 

 
Significantly Improves Patient Outcomes Following Heart Attack 
In a recent systemic review of 13 controlled trials in 3,629 patients, involving 250 deaths, 220 cases of new heart 
failure, and 38 recurrent heart attacks, Carnitnine supplementation impressively and significantly improved cardiac 
health in patients after a heart attack. Based on analysis of these trials L-carnitine supplementation was associated 
with a significant reduction (27%) in death from all causes and a highly significant reduction (65%) in ventricular 
arrhythmias and anginal attacks (40%) following a heart attack, compared with placebo or control.486 

 

Taurine 
Dietary intake of seafood is the major source of taurine for the body, as the level of endogenously produced taurine 
is low.  Taurine has been shown to affect coronary artery disease, blood pressure, plasma cholesterol and myocardial 
function in animal models of human disease. Animals studies dating all the way back to the late 1970’s indicate that 
Taurine is preventive against hypertension, stroke, and atherosclerotic arterial diseases.445-447 

 
A major role of taurine is to act as an antioxidant, and absorb hypochlorous acid but not the oxidative radical. It 
seems that this beneficial effect of taurine in antioxidant therapy has not been well promoted.448 Taurine has been 
shown to improve cardiovascular health by lowering elevated lipids, including LDL cholesterol.449, 450 
 
Another beneficial effect of taurine is that it has a relaxing effect on the central nervous system, and on the vascular 
system. One human study found that oral taurine supplementation improved lipids and sympathetic nerve tone in 
healthy young men on experimental high fat and cholesterol diets.451 

 
Magnesium 
Magnesium is the fourth most abundant mineral in the body and is needed for more than 300 known biochemical 
reactions in the body. Magnesium is important for muscle and nerve function. It keeps the heart rhythm steady, 
supports a healthy immune system, and keeps bones strong. Magnesium also helps regulate blood sugar levels, 
promotes normal blood pressure, and is known to be involved in energy metabolism and protein synthesis. 
Currently, there is an increased interest in the role of magnesium in preventing and managing disorders such as 
hypertension, cardiovascular disease, and diabetes.452  
 
Magnesium plays an important role in regulating blood pressure.452,453 Oral magnesium supplementation improves 
insulin sensitivity and lipid profile in mildly hypertensive patients,454 and has been shown to potentiate anti-
hypertension medication.455 One of magnesium’s most important attributes relevant to human physiology is its 
action as an antioxidant against free radicals forming at the site of injury.556-559 Hypomagnesemia was shown in 
another recent study to be one of the strongest predictors of gain in left ventricular hypertrophy over a 5 year 
period,460 and oral magnesium has been shown to improve endothelial function in elderly diabetics.461 

Chromium                  
Chromium is an essential micronutrient for humans.  Chromium is a trace element involved in the regulation of 
carbohydrate and lipid metabolism. Chromium acts primarily by potentiating insulin activity and facilitating insulin 
sensitivity, as it functions as a cofactor in all insulin-related activities. Chromium promotes better insulin utilization, 
which leads to an overall decrease in serum triglycerides and total cholesterol, while increasing HDL levels and 
improving glucose tolerance. 152 

Chromium nicotinate glycinate chelate (Albion lab) is a fully reactive amino acid chelate that is far superior in 
bioavailability to other forms of chromium including chromium picolinate. Vanadium, another trace mineral, also 
possesses insulin-like anabolic-enhancing actions and works well in combination with chromium. Vandium 
Chelavite (Albion Lab) demonstrates superior assimilation to other forms of vanadium. 153 

Tocotrienols  
Tocotrienols are a group of minor dietary constituents that are naturally occurring analogues of vitamin E. 
Tocotrienols are constituents of high fiber cereals and grains (barley, oats, rice, and wheat) and oils extracted from 
olive, pine and palm fruit. Tocotrienols appear to possess equal to, or greater therapeutic effects than vitamin E. 
Tocotrienols inhibit cancer and reduce overall LDL cholesterol, and more importantly reduce LDL oxidation. 
Siberian Sea Buckthorn oil is a rich source of tocotrienols. 154,155 



Cardiovascular Health (short) v 5.1 by Donald R. Yance Jr. © 2016 pg. 40  

Coenzyme (Co) Q10                 
Co Q 10 is a crucial component of the oxidative phosphorylation process within the mitochondria, where it converts 
the energy in carbohydrates and fatty acids into ATP to drive cellular function and synthesis.   About 95% of cellular 
energy is produced from structures in the cells called mitochondria.  Co Q 10 can undergo oxidation/reduction 
reactions within the mitochondria, as well as in other cell membranes such as lysosomers.  Within the mitochondria 
and lysosomers Co Q 10 undergoes reduction/oxidation cycles during which transfers protons across cell 
membranes.  Co Q is involved in redox control of cell signaling and gene expression and can act as a direct 
antioxidant, or like lipoic acid, can regenerate tocopherol (vitamin E) and ascorbate (vitamin C). 156 
 

Vitamin D deficiency correlates with increased cardiovascular incidences 
Vitamin D has been tagged as very important for such mechanisms as bone mineralization for a very long time, but 
more recently the idea emerged that it may in fact be related to cardiovascular incidences. The associated studies 
gathered are reviews and randomized, controlled trials. It was proven through a range of studies that there is a 
striking correlation between low serum 25-hydroxyvitamin D levels and different cardiovascular incidences. 339 
 
Serum Phosphorus and coronary artery calcification (CAC) 
Higher levels of serum phosphorus and reduced kidney function independently predict CAC in young & older 
adults.354, 355 

   
Solution:   
Reduce animal protein, supplement with vitamin D, Magnesium, B-6, and Vitamin K 
Botanicals: celery seed, nettle seed, hydrangea 

Foods rich in antioxidant Compounds 
A study on antioxidants consisted of assessing the amount of antioxidants in over 100 types of foods including 
fruits, vegetables, spices and nuts. 
 
Highest Ranking Antioxidant Food Sources: 
 
* Fruits: Cranberries, blueberries, raspberries and blackberries  
* Vegetables: Beans, artichokes and Russet potatoes  
* Nuts: Pecans, walnuts and hazelnuts  
* Spices & Culinary herbs: turmeric, ginger, rosemary, cloves, ground cinnamon and oregano 
 
Maybe these findings will motivate doctors to advise people to increase their intake of fruits and vegetables. 157 
 
Coconut, which many people feel they need to avoid because of the fear (myth) that it causes serum cholesterol to 
increase, actually has shown to have a beneficial effects with regards to cholesterol.  When added to a breakfast 
cereal coconut flakes lowered cholesterol in subjects with moderately raised serum cholesterol. Coconut flour is a 
good source of both soluble and insoluble dietary fiber, and both types of fiber may have significant role in the 
reduction of lipid biomarkers. 170 

The Power Foods of the Mediterranean Diet 
The countries around the Mediterranean basin have different diets, religions and cultures. The diet of Crete 
represents the traditional diet of Greece prior to 1960. Analyses of the dietary pattern of the diet of Crete shows a 
number of protective substances, such as selenium, glutathione, a balanced ratio of n-6/n-3 essential fatty acids 
(EFA), high amounts of fiber, antioxidants (especially resveratrol from wine and polyphenols from olive oil), 
vitamins E and C, which have been shown to be associated with lower risk of cancer. 158 

 
The keys to maintaining a healthy heart are to 1st deal with stress by not letting stress take a toll on your health and 
by taking adaptogens on a regular basis, and 2nd to support your health with herbs, phyto-nutrients, and vitamins that 
can work to your benefit. For me to determine which herbs and nutrients should be most specific for you I apply the 
model I have developed called the Eclectic Triphasic Medical System which reviews the bioenergetics of the person, 
the risk factor assessment based mostly on various blood tests, and the external environment assessment.  A 
treatment plan will take all three of the areas into consideration.   
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There are numerous tension and stress relievers you can explore, and with a little practice they can become second 
nature. You can also start protecting your heart with these potent heart-friendly herbs and nutrients plus a balanced 
diet of nutritious food along with daily exercise. You now have the tools to help “mend” your heart before it 
“breaks.”  

 
Final thoughts: Prayer improves the Heart 
Various researchers have found that religious/spiritual people are less likely to have heart disease and less likely to 
die from heart disease, and are more likely to have lower blood pressure, less depression, less anxiety, and less 
substance use and abuse than non-religious/spiritual people. Dr. Paul S. Mueller and his colleagues, from the Mayo 
Clinic, reviewed 1,200 studies of mental and physical health and found that in most cases, the study participants' 
spirituality and religious involvement seemed to be associated with better health outcomes.  Discerning, 
acknowledging, and supporting the spiritual needs of patients can be done in a straightforward, ethical and non-
controversial manner and may relieve suffering and facilitate recovery from illness. 159 
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