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Every second man and woman in the industrialized world dies from the consequences of atherosclerotic deposits in the coronary arteries (leading to heart attack) or in the arteries supplying blood to the brain (leading to stroke). The epidemic spread of these cardiovascular diseases is largely due to the fact that until now the true nature of atherosclerosis and coronary heart disease has been insufficiently understood.


Conventional medicine is largely confined to treating the symptoms of this disease. Calcium antagonists, beta-blockers, nitrates, and other drugs are prescribed to alleviate angina pain. Surgical procedures (angioplasty, bypass surgery) are applied to improve blood flow mechanically. Hardly any conventional medicine procedure targets the underlying problem: which is the instability of the vascular wall that triggers the development of atherosclerotic deposits. 

"Millions of people are told that they need immediate surgery to save their lives. Actually, they had a 98.4% chance of surviving without surgery!" [CASE study published by the New England Journal of Med., 1983]
Heart Surgery, the heart surgery industry is a fraud."-- Julian Whitaker, MD

"The heart surgery industry is booming. According to American Heart Association statistics, in 1995 1,460,000 angiograms (the diagnostic procedure that starts the ball rolling) were performed at an average cost of $10,880 per procedure. This resulted in 573,000 bypass surgeries at $44,820 a shot, and 419,000 angioplasties (the balloon procedure for opening up arteries) at $20,370 each. The total bill for these procedures is over $50 billion a year.

Scientific Evidence:

"There is no scientific justification for the use of angiography, balloon angioplasty and bypass surgery to treat most cardiovascular disease. A good example of this is angioplasty, in which a balloon on the tip of a catheter is used to open blockages. In my opinion, there is never a reason for anyone to have an angioplasty. It is a dangerous procedure looking desperately for validation. Whenever it is compared to a non surgical therapy -- and there have been very few of these studies -- patients treated with angioplasty virtually always fare worse. There is a higher death rate, higher heart attack rate and, in general, a higher repeat surgery rate. This procedure will, in my opinion, always be an unproven, expensive and dangerous gimmick that became an accepted therapy based on self-serving "presumption" only. 

"Several studies over the past two decades, involving over 6,000 patients with heart disease, have shown that patients funnelled into surgical procedures do significantly worse than those treated with non-invasive techniques. "Non-invasive" refers to the use of medication, diet, exercise and multiple vitamin supplements, which can be quite beneficial." Bypass surgery may be helpful for some patients, but it should not be used as the first treatment, and clearly not in mild heart attack patients. Medication [occasionally], dietary and lifestyle changes, plus [cardio-specific] nutritional supplements are more effective approaches"

Downside of surgical procedures:

"Other than their cost, the only thing definitely known about these procedures is that they do kill people. Roughly one in 25 patients having a bypass and about one in 65 undergoing angioplasty die from the procedure. Frankly, if we took all of the bypass surgeons and catheter-pushing cardiologists, tied their thumbs together and locked them in a closet, we would save close to 30,000 lives and over $50 billion ever year." Julian Whitaker, Health & Healing, Sep 98, Vol 8, No. 9

Cholesterol:

Cholesterol has been expounded in the popular press and medical journals as the cause of CVD. Millions of dollars have been spent in developing anti-cholesterol drugs. Millions of people have been herded into medical offices to have cholesterol levels checked...to prevent CVD. Now we know that cholesterol is essential to hormone synthesis and anti-cholesterol drugs have been a major catastrophe.

Cholesterol

Cholesterol: Villain or Hero?

This excerpt, from the informative book by Michael and Mary Dan Eades, MDs, PROTEIN POWER, offer an excellent overview of the life essential properties of cholesterol. 

"The consensus on cholesterol seems to be the lower, the better, but as we shall see, this is not always the case. Far from being a health destroyer, cholesterol is absolutely essential for life. Although most people think of it as being "fat in the blood," only 7 percent of the body's cholesterol is found there. In fact, cholesterol is not really fat at all; it's a pearly-colored, waxy, solid alcohol that is soapy to the touch. The bulk of the cholesterol in your body, the other 93 percent, is located in every cell of the body, where its unique waxy, soapy consistency provides the cell membranes with their structural integrity and regulates the flow of nutrients into and waste products out of the cells. 

In addition, among its other diverse and essential functions are these:

· Cholesterol is the building block from which you body makes several important hormones: the adrenal hormones (aldosterone, which helps regulate blood pressure, and hydrocortisone, the body's natural steroid) and the sex hormones (estrogen and testosterone). If you don't have enough cholesterol, you won't make enough sex hormones. 

· Cholesterol is the main component of bile acids, which aid in the digestion of foods, particularly fatty foods. Without cholesterol we could not absorb the essential fat-soluble vitamins A, D, E and K from the food we eat. 

· Cholesterol is necessary for normal growth and development of the brain and nervous system. Cholesterol coats the nerves and makes the transmission of nerve impulses possible. 

· Cholesterol gives skin its ability to shed water. 

· Cholesterol is a precursor of vitamin D in the skin. When exposed to sunlight, this precursor molecule is converted to is active form for use in the body. 

· Cholesterol is important for normal growth and repair of tissues since every cell membrane and the organelles (the tiny structures inside the cells that carry out specific functions) within the cells are rich in cholesterol. For this reason newborn animals feed on milk or other cholesterol-rich foods, such as the yolks of eggs, which are there to provide food for the developing bird or chick embryos. 

· Cholesterol plays a major role in the transportation of triglycerides -- blood fats -- through the circulatory system.

A quick review of this list should give you a better idea of what cholesterol does and dispel any notion that it is a destroyer of health to be feared and avoided at all costs. Far from being a serial killer, cholesterol is absolutely essential for good health; without it you would die. Without cholesterol we would lose the strength and stability of our cells, rendering them much less resistant to invasion by infection and malignancy. In fact, a grave sign of serious illness, such as cancer development or crippling arthritis, is a falling cholesterol level."

Read more in PROTEIN POWER, Miachael R. Eades, MD, and Mary Dan Eades, MD, Bantam Books, 1996.

There is absolutely no evidence anywhere that normal cholesterol floating around in the blood does any harm. In fact, cholesterol is the building block for all your steroid hormones, which includes all the sex hormones and the cortisones. Even slightly low levels of cholesterol are associated with depression, suicide, and lung cancer in older women. . For most people, eating high cholesterol foods does not raise cholesterol…

"Every information sheet on the most commonly prescribed cholesterol-lowering drugs will tell you that they cause cancer in rodents when taken long term in relatively normal doses. It's also well-known that they can cause severe emotional imbalances in men, along with a wide array of life-threatening side effects. . . The wisest course of action is to avoid these drugs... "

--Earl Mindell

So, we see that cholesterol is not the “serial killer” we are led to believe it is. Cholesterol is an essential nutrient and hormone precursor. Well, then, where does that leave us? If it’s not cholesterol that’s killing off every 2nd or 3rd person [in “civilized” countries],  then what is the culprit?

Homocysteine:

Then homocysteine became the culprit. In a deficiency state of Vitamins B6, B-12, folic acid and tri-methyl glycine [TMG], homocysteine formed which acted as a swarm of piranha fish chewing up the intima or inner lining of blood vessels creating the [additional] irritation or damage requiring the ‘first aid’ layering that eventually causes the atherosclerotic lesions.

A newly recognized and significant risk factor for coronary artery and other vascular diseases has been established within the past decade. Mildly elevated levels of homocysteine have been identified in 21% of patients with coronary artery disease, in 24% of patients with cerebrovascular disease and in 32% of patients with peripheral vascular disease. Researchers conclude that homocysteine is up to 40 times more predictive than cholesterol in assessing cardiovascular disease risk.(1-2)


Homocysteine is formed by the body as a naturally synthesized by-product of methionine metabolism. Like cholesterol, homocysteine performs a necessary function in the body, after which, if the right cofactors are present, it will eventually convert to cysteine and other beneficial compounds such as ATP, cysteine and S-adenosylmethionine (SAMe). When left intact, it enters the bloodstream and begins attacking blood vessel walls, laying the foundation for heart disease, stroke and other cardiovascular diseases.
Nutrients required to combat homocysteine:

Many enzymes, or catalysts are involved in the complete metabolism of homocysteine. If any of these enzymes is defective or functions inefficiently, the body is less able to successfully process homocysteine.) More often this breakdown in metabolism is due to deficiencies of certain nutrients. . .particularly B-2, B-6, B-12, zinc and folic acid. (1-3) When this function is disordered, whether due to genetic defect or nutrient deficiency, homocysteine accumulates and enters the bloodstream where it promotes oxidation of lipids, causes platelets to stick together, enhances the binding of Lp(a) to fibrin and promotes free radical damage to the inside of arteries.

Tri-methyl glycine:

The most effective defense against homocysteine build-up is a combination of zinc, vitamins B-2, B-6 and B-12, folio acid and trimethylglycine (TMG) = SAMe.
Trimethylglycine (TMG) functions as a methyl donor to lower homocysteine [convert it back to the amino acid methionine] and increase beneficial S-adenosyl-methionine (SAMe) levels. SAMe, a bioactive form of methionine, is a powerful methyl donor. It contributes a methyl group (CH3) to other molecules to change their activity. A synthesized version of SAMe has proven to be valuable for treating a number of conditions including cirrhosis of the liver, depression, osteoarthritis and fibro-myalgia. [Synthetic analogues of hormones or biologicals never seem to function as effectively as the natural product. Of course, a company cannot patent a natural product but they can patent a synthetic, thereby raising the price and profits].


Methyl groups are thought to protect cellular DNA from mutation. As people age, they often do not have enough available methyl groups to safeguard DNA. Abnormal methylation patterns are found in many people with cancer. Eating foods that contain methyl groups such as beets, green leafy vegetables and legumes is helpful

Homocysteine Finally Recognized

The homocysteine theory of cardiovascular risk was first tested and published by Dr. Kilmer McCully in 1969, but, with everyone focusing on cholesterol at that time, his findings were ignored. Finally, almost 30 years later, the word is out on homocysteine. 

High blood levels of the amino acid homocysteine, the clotting factor fibrinogen and the cholesterol-carrying particle lipoprotein(a)[Lp(a)] appear to increase the risk for development of heart attacks and strokes in the general population. Kidney failure patients have been shown to have high blood levels of homocysteine or fibrinogen or Lp(a). It was demonstrated that nearly one-fourth of kidney failure patients maintained on dialysis have simultaneous elevations in homocysteine, fibrinogen and Lp(a), which was 35-fold greater than in persons with normal kidney function. [But no one ever asks why these factors are elevated!!].

When homocysteine is elevated, arteriosclerotic lesions can form which can cause intimal injury [the inner lining of blood vessels], calcium deposition [hardening of the arteries] and elastin degeneration within the arterial wall
Use of Homocysteine-Lowering Nutrients

For best results, a combination of homocysteine-lowering nutrients should be taken. TMG,  folic acid, vitamin B12, vitamin B-2, B6, zinc and/or pyridoxal-5-phosphate are the nutrients that have been found to lower homocysteine in clinical studies. They all contribute something along the biochemical pathways which break down homocysteine. While any one of these factors alone may lower homocysteine in some people, the best insurance is to take them all. Based on the latest available research, the basic homocysteine-lowering formula per day is: 500-1000 mg. of TMG, 800 mcg. of folic acid, 500 mcg of vitamin B12 and 50 mg. B6.

So, we’re getting closer! Homocysteine  does seem to provoke damage to the blood vessel wall which then attracts lipo-protein-a and fibrinogen to protect and heal the injured blood vessel.

But now, lets suppose that the blood vessel wall was already injured, was actually mildly disintegrating and additionally had gallons of homocysteine pouring over it from excess animal products,  adding further damage to the initial injury, then we’d need a large helping hand of some form of healing balm, wouldn’t we, to repair the damage? 

Well, Linus, [Linus is the little boy in the snoopy cartoons] that’s what Lipo protein-a does!!

But you said that the blood vessel wall was already injured. How did that happen?

Well, lets let two profound doctors explain that.

One doctor is double Nobel Prize winner, Linus Pauling PhD., the other is a German cardiologist and outspoken advocate of stopping the Codex Alimentarius which is stripping away our rights to the vitamins, minerals, herbs, homeopathics, and other natural remedies that we have always used for health restoration, Matthias Rath MD. [It was largely due to Dr. Rath’s super energetic campaign that around 400 million e-mails, faxes and messages got to the Codex potentates politely requesting that they not pass these draconian limitations. In their profound wisdom however,  the Codex Alimentarius was passed, despite these 400 million protests. You’ll feel the bite when your national parliament “harmonizes” their internal laws to conform to these WTO dictates, which have precedence over national laws. Does that sound like we lost our sovereignty when we joined the WTO?? [world trade organization].

IS HEART DISEASE A VITAMIN DEFICIENCY DISEASE? 

According to the Linus Pauling Unified Theory of Heart Disease the primary cause of cardiovascular disease (CVD), also called atherosclerosis and leading to heart attacks and strokes, is a chronic deficiency of Vitamin C in our diets.

In 1937, on a hunch, Dr. Paterson measured tissue levels of vitamin C in hospital patients. He showed that heart patients have 80% lower tissue levels of vitamin C in their blood vessels compared to other patients in the hospital. In the 1950s, Willis showed that vitamin C intake correlates to atherosclerosis in both humans and guinea pigs. Willis discovered that 500 mg of vitamin C added to the diet could reverse plaque build-up in about half the human patients. Plaque was not reduced in the controls. Daily vitamin C was 100% effective preventing atherosclerosis in guinea pigs.

Vitamin C and Scurvy:

The stage for our two most basic ailments, heart attack and cancer is slowly set, with each advancing year. Deprived of adequate mineral ascorbates, the linings of our arteries start to bleed, then clot, forming scar tissue. This scar tissue then collects the lipoprotein-a, homocysteine, [not cholesterol], lipids, and, finally, calcium of the plaque that, finally, totally blocks the flow of blood to the heart, or brain inducing a heart attack, stroke or death. 

Vitamin C:

Vitamin C, does not appear to be ascorbic acid alone, but rather consists of the mineral ascorbates plus the bioflavonoids, is essential and required for life. According to Elson M. Hass, MD: 

"One important function of vitamin C is in the formation and maintenance of collagen, the basis of connective tissue, which is found in skin, ligaments, cartilage, vertebral discs, joint linings, capillary walls, and the bones and teeth. Collagen, and thus vitamin C, is needed to give support and shape to the body, to help wounds heal, and to maintain healthy blood vessels. Specifically, ascorbic acid [Vitamin C complex] works as a coenzyme to convert proline and lysine to hydroxy-proline and hydroxy-lysine, both important to the [integrity of the] collagen structure.”
The classic vitamin C deficiency disease, scurvy, results from an acute deficiency. A human being on a daily diet of less than 10 mg of vitamin C will die from scurvy in weeks. One half of all scurvy deaths are the result of internal bleeding as the weakened blood vessels rupture. [this is the ‘previous injury’ to blood vessels mentioned earlier] The scorbutic guinea pig also suffers atherosclerosis.

Dr. Pauling's crucial insight is that our diets lead to heart disease, but not in the way most people think. Our diets have sufficient vitamin C to prevent scurvy, but less than what we need to function optimally and keep our blood vessels flexible and strong. The result is a sub-clinical form of scurvy, i.e., chronic scurvy.

Linus Pauling believed that most of us suffer chronic scurvy. This wide-spread, low-level condition is considered “normal” and eventually leads to sores (lesions) in the walls of blood vessels. Vitamin C is required to keep blood vessels strong and healthy. According to theory, the damage caused by chronic scurvy results from mechanical stress [actual disintegration of the collagen muscle fibers] in the arteries, especially in regions where there is turbulence or high blood pressure.

ATHEROSCLEROTIC PLAQUE 
A Nobel prize in Medicine was awarded for the finding that lesions in the walls of blood vessels are the primary cause of atherosclerotic plaques. Clusters of "fat" molecules acting as repair agents form nature's "plaster casts" against the weakness of blood vessel walls. These sticky molecules are lipoprotein(a). If these deposits continue to develop in the arteries of the heart, forming a plaque that may eventually occlude [block] a blood vessel, they lead to heart attack. If they continue to develop in the arteries of the brain they lead to stroke. 

Hundreds of investigators found that only a specific type of cholesterol molecule, lipoprotein-(a), or Lp(a) for short, is the primary material that binds to a lesion in the walls of an artery forming plaques. Lp(a) is an ordinary LDL cholesterol molecule with a sticky apo-protein(a) (or apo(a)) attached to the surface. Animals that make their own vitamin C generally do not have the variant Lp(a) cholesterol molecules.

Pauling’s revolutionary concept is that lipoprotein-(a) in the blood is an evolutionary adaptation for [a method of repairing the lesion],  and a symptom of, low vitamin C. 

Lipoprotein(a), not LDL, is the Primary Risk Factor for CVD in Plasma
Present theories of human CVD are based on the concept that low-density lipoprotein (LDL) or LDL-cholesterol is the primary risk factor for CVD in plasma.3,4 A closer look at the available epidemiological data challenges this assumption. Lipoprotein(a), not LDL is the primary risk factor for CVD in human plasma. Lipoprotein(a) is a unique particle essentially composed of an LDL particle and an additional adhesive protein designated apoprotein(a) (apo(a)). The adhesive properties of apo(a) are the cause for the selective retention of lipoprotein(a) in the vascular wall and for the accumulation of lipids and lipoproteins inside the wall  Lipoprotein(a) is an independent risk factor for CVD
Dr. Rath reports that together with my colleagues at Hamburg University I reported the most comprehensive studies differentiating between the deposition of LDL and lipoprotein(a) in human atherosclerosis.  Although these studies are frequently quoted, their significance for the development of human atherosclerosis is still insufficiently understood. These studies and their correct interpretation have significant implications for future therapeutic approaches for CVD. The conclusions of these studies are enumerated here as follows:

Lipoprotein(a) is the predominant risk factor contributing to the progression of atherosclerotic lesions in man.
The amount of lipoprotein(a) deposited in atherosclerotic lesions corresponds with the extent of the lesions.[lesions being the collagen breakdown caused by Vitamin C deficiency]
Lipoprotein(a) is deposited in the extracellular matrix of the vascular wall in the form of largely intact lipoprotein particles, which can be isolated from the wall. This finding implies the reversibility of the lipoprotein(a) deposition in the vascular wall.[plaque can be reversed!!]
Isolated LDL deposition was rarely found and LDL alone, without simultaneous lipoprotein(a) deposition, [therefore cholesterol] cannot be considered a primary factor determining the advancement of human atherosclerotic lesions.
The adhesive protein apo(a) is responsible for the selective retention of the lipoprotein(a) particle inside the vascular wall compared to LDL and other lipoproteins. 

We have recently presented ascorbate deficiency as the primary cause of human CVD. We proposed that the most frequent pathomechanism leading to the development of atherosclerotic plaques is the deposition of Lp(a) and fibrinogen/fibrin in the ascorbate-deficient vascular wall. In the course of this work we discovered that virtually every pathomechanism for human CVD known today can be induced by ascorbate deficiency. Beside the deposition of Lp(a) this includes such seemingly unrelated processes as foam cell formation and decreased reverse-cholesterol transfer, and also peripheral angiopathies in diabetic or homocystinuric [having excess homocysteine] patients. We did not accept this observation as a coincidence. Consequently we proposed that ascorbate deficiency is the pre-condition as well as a common denominator of human CVD. This far-reaching conclusion deserves an explanation; it is presented in this paper. We suggest that the direct connection of ascorbate deficiency with the development of CVD is the result of extraordinary pressure during the evolution of man. After the loss of the endogenous ascorbate production in our ancestors, severe blood loss through the scorbutic vascular wall became a life-threatening condition. The resulting evolutionary pressure favoured genetic and metabolic mechanisms predisposing to CVD. [meaning the deposition of lipo-protein-a to heal the wounds caused by Vitamin C deficiency, scurvy].

A very important discovery. . . 

What if the sticky Lp(a) molecules could be reduced, or were attracted some place other than the damaged arterial wall?

"Knowing that lysyl residues are what causes lipoprotein-(a) to get stuck to the wall of the artery and form plaques, any physical chemist would say at once that the thing to do is prevent that by putting the amino acid lysine in the blood to a greater extent than it is normally." [Linus Pauling, JON, Aug. '94]

Pauling’s invention is to increase the lysine concentration in the blood serum causing Lp(a) to bind with lysine molecules in the blood rendering the Lp(a) inactive.

Today, there are more than 1100 MEDLINE (US National Medical Database) references to Lp(a). These reports confirm the Nobel prize winning research paper of Brown-Goldstein and provide a solid foundation for the Pauling Unified Theory. The fundamental and now generally recognized scientific fact is that Lp(a) cholesterol molecules bind to blood vessel walls via the Lysine and Proline Binding Sites forming atherosclerotic plaques and occlusive cardiovascular disease. 
Linus Pauling and Matthias Rath discovered that substances that inhibit the binding of lipoprotein-(a) also cause lipoprotein-(a) to be released from the arterial wall. According to the patent, a binding inhibitor (e.g., lysine or lysine analog) used alone or in conjunction with vitamin C, finds Lp(a) in the blood and binds with it before the molecule can reach the walls of arteries. At high enough concentrations, the lysine in the blood attracts Lp(a) in the existing plaques and will dissolve the plaque.

The inescapable conclusion is that the essential, very low cost and completely nontoxic amino acid lysine, when taken with vitamin C in amounts far larger than one normally consumes in the diet, may reduce or may even eliminate Lp(a) based atherosclerosis in human beings.

The Prudent Diet

Research on the polyunsaturated liquid vegetable fats, such as corn oil, in diet showed these fats would reduce cholesterol in blood slightly, which led to the birth of the Prudent Diet. With the Prudent Diet, the amount of polyunsaturated vegetable fats should double the amount of saturated animal fats.

It is difficult to believe but almost overnight cardiologists had unlimited faith in the Prudent Diet as being the ultimate answer to the pandemic of MI’s. Having said that every one should live on the Prudent Diet to keep from having a heart attack, cardiologists then set out to prove this conjecture.

Cardiologists then decided that to prove the need for the Prudent Diet, there would have to be an anti-coronary club formed with over a million men enrolled. This was the National Diet Heart Study and was formed by Dr. Irwine Page of the Cleveland Clinic who had survived a heart attack. This trial had millions of government dollars to support it. There were food warehouses set up in seven cities where men on the Prudent Diet could get (free) the proper food among which were polyunsaturated donuts.

Before they would get one million men involved, there would first be a pretrial of two thousand men. This pretrial ran for three years and the results were an utter failure. There were exactly the same number of heart attacks, both fatal and non-fatal in both groups, the ones on the Prudent Diet and the controls. This trial had been started with the maximum of PR and fanfare; it was terminated with no public announcement for reasons of "cost".

Then there was a study in India. The population in North India were found to be nearly free from MI deaths. These Indians in 1970 were the world's biggest eaters of a fat substance called ghee. They also consumed meat and large amounts of onions and garlic. At this time there was a strict vegetarian population in the south of India who lived on the Prudent Diet more closely than anyone in the USA. They had a high fat diet in which all fats were polyunsaturated vegetable oil or margarine made from it. They were having 15 times the MI deaths as compared to the butterfat-eating north Indians. By 1988, things had changed in the north of India. Low cost liquid polyunsaturated vegetable oil had priced ghee out of the market. Also, doctors were teaching the Prudent Diet. By then the death rate from MI in north India had increased to match that in the USA. 

Polyunsaturated Fatty Acids Increase the Incidence of Heart Disease

I have had a long friendship with Professor Terrence Anderson who was the administrator of the School of Public Health at the University of British Columbia. He maintains that the pandemic of MI deaths since 1900 has been caused by consuming large amounts of polyunsaturated vegetable fats from which the antioxidants have been removed. It is a fact that as MI deaths have increased 80-fold since 1900, polyun-saturated fats have increased in diet by a factor of three. The population studies also correlate diets high in polyunsaturated fatty acids with increasing MI deaths.

In 1980 cardiologists resurrected platelets and blood clots as a cause of MI deaths - and told everyone over 40 to take aspirin to prevent having a heart attack. One factor in the prevention of MI is the adhesiveness of platelets as the greater the adhesion of platelets the greater the chance of having a coronary blood clot.

Then came a series of trials on aspirin in the prevention of MI. The results were about the same as Prudent Diet trials. There were in the 1970s two trials in England that were failures. No benefit or very slight benefit was found for aspirin in the prevention of MI. This was followed by a much larger US government-financed trial in the USA and reported in 1980. This trial was an abject failure with much bleeding of the stomach due to aspirin and no benefit at all in the prevention of MI.

Doctors felt that the case could be made for aspirin if only doctors were the subjects. A trial in England among doctors was again a failure, however a larger trial among doctors in the USA was hailed as a great success. In this American trial, non-fatal heart attacks were reduced by 40%. The bad news however, was that fatal heart attacks were not reduced and moreover overall survival was not increased. Nonetheless as the result of this trial, it was suggested or even demanded that all men over 40 should be taking aspirin.

There was something a bit different about this trial among doctors in the USA. Bufferin was used and Bufferin contains both aspirin and some magnesium. Magnesium is greatly beneficial to the heart. It reduces platelet adhesion, is a vasodilator and is a potent antiarrhythmic agent.

Platelet Adhesiveness

At the National Heart Hospital in London circa 1970, they were using a test for platelet adhesion and the results were stated as PAI, platelet adhesiveness index. In this test a blood sample was taken and a platelet count was made. Then a second blood sample was taken and this time the blood was passed over glass beads. If half the platelets stuck to the beads, PAI was 50. Patients who had survived a heart attack would have PAI of 50 and hence were considered to be at risk of death from a second heart attack. Young women who never suffer from MI have PAI of 20 yet they will have proper blood clots in wounds.

There are all kinds of things other than aspirin that reduce PAI

There are many things that reduce PAI better than aspirin. Vitamin E at 400 iu a day will, as will Vitamin B6 at over 40 mg day. There was an editorial in The Lancet a few years ago on how anti-thrombic is vitamin B6 at over 40 Mg. So is fish oil. This is the omega-3 fatty acid that we have been hearing so much about of late. Then recently from the University of Wisconsin has been a report that purple grape juice at 10 oz. a day will reduce PAI better than aspirin. It has been suggested that gamma linolenic acid in evening primrose oil will reduce PAI better than anything else. Also the oils of onion and garlic will reduce PAI. Ground ginger also is greatly effective in reducing PAI and like aspirin, it will reduce pain. It is highly anti-inflammatory. It is a sad state of affairs that doctors in the USA have gotten most men over 40 taking aspirin while not setting up a test to see if it is in fact, reducing PAI.

Antioxidants Prevent MI Deaths 

antioxidants are greatly important in the prevention of MI deaths.

The 10-year Zutphen study has just been reported. This is a study of a small city in the Netherlands that started out to find out about cholesterol and MI deaths. After five years, there was no good association in this study between cholesterol and MI deaths so it was changed to be a study of one antioxidant in diet, quercitin. This is a flavonoid antioxidant. In this population, quercitin came from black tea and onions  . The part of this population with less than 10 mg a day of quercitin were having almost double the death rate from MI as compared to the ones with over 30 mg of quercitin. There were 39 MI deaths among the men with less than 10 mg of quercitin and only 21 among the men with the highest quercitin in diet. I say why bother with 30 mg of quercitin a day. I take 1,000 mg.

Whole grains contain antioxidants, mostly tocopherols. Vitamin E is 4 tocopherols plus 4 tocotrienols. After 1910 in our Western World, there was a great loss of tocopherol antioxidants as wheat flour was made white by bleaching with strong oxidizing agents which abolished the tocopherols. Deaths from MI began to increase as white bread replaced whole grain bread. He cites the case of Italy. Beginning in 1919 and until 1946, Italy banned the milling of white flour, this to reduce the importation of wheat. During this period all bread was whole grain. The big increase in MI deaths that occurred in the USA and England did not happen until after 1946 In Italy.

Vitamin A is a weak antioxidant, but there was a report in The Lancet a few years ago from Belgium showing that a high level of vitamin A in blood is protective against thrombotic strokes. Here it was explained that when a blood clot in a vessel in the brain shuts off oxygen to the brain nearby, free radical action begins to kill brain cells. If there is enough vitamin A in blood and tissue, this free radical killing of brain cells will not happen. The body has the ability to lyse small blood clots and in time to restore oxygen to the brain. A high level of vitamin A in blood and tissue will give the natural fibrinolytic action time to happen, fibrinolytic meaning the lysing of blood clots

LDL Cholesterol Only Bad When 0xidized

At the end of 1996 there was a year end supplement on heart attacks in The Lancet. By now it is known that the major bulk of human atheroma is not fat or cholesterol but rather is mostly made up of proliferating smooth muscle cells. There is however, an effect that cholesterol has on causing heart attack. For many years it has been known that we have two types of cholesterol, LDL cholesterol which is the bad form and HDL cholesterol which is said to be good cholesterol. Now it is understood that LDL cholesterol when oxidized, has the effect of causing spasms of vasoconstriction of muscles in coronary arteries and that these spasms then start a heart attack by causing arrythmias. If one has a proper amount of antioxidants in diet, then LDL cholesterol will not be oxidized. It could be that cholesterol is only harmful when LDL cholesterol is oxidized.

The population of Okinawa has a very low death rate from MI while having serum cholesterol that is high by current orthodox standards. What is shaping up is that if a person has in diet enough antioxidants to prevent the oxidation of LDL cholesterol, then a moderate elevation in blood of cholesterol may not be causing heart attacks at all.

A big increase in polyunsaturated fats in diet from which the antioxidants have been largely removed, has been causing the big increase in MI deaths.

Preventing and Reversing CVD:

According to one of the world's most highly regarded scientists , we human beings no longer have to fear premature death or heart attack caused by progressive cardiovascular disease (CVD), undergo heart by-pass surgery or angioplasty, or suffer the chest pain of Angina Pectoris.
The millions of people told that they needed immediate surgery to save their lives actually had a 98.4% chance of surviving without surgery! [According to the CASE study published by the New England Journal of Med., 1983] 

According to Pauling/Rath, Lp(a) is a surrogate for ascorbate (vitamin C) is suggested by the fact that this lipoprotein is found generally in the blood of primates and the guinea pig, which have lost the ability to synthesize ascorbate, but only rarely in the blood of other animals. Properties of Lp(a) that are shared with ascorbate, in accordance with this hypothesis, are the acceleration of wound healing and other cell­repair mechanisms, the strengthening of the extra cellular matrix (e.g. blood vessels), and the prevention of lipid peroxidation. High plasma Lp(a) is associated with coronary heart disease and other forms of atherosclerosis in humans, and the incidence of cardiovascular disease is decreased by elevated ascorbate. Similar observations have been made in cancer and diabetes. We have formulated the hypothesis that Lp(a) is a surrogate for ascorbate in humans and other species and have marshaled the evidence bearing on this hypothesis." [3]  Vitamin C and vitamin B3 (niacin) can lower blood levels of lipoprotein(a).

"knowing that lysyl residues are what causes lipoprotein­(a) to get stuck to the wall of the artery and form atherosclerotic plaques, any physical chemist would say at once that the thing to do is prevent that by putting the amino acid lysine in the blood to a greater extent than it is normally. You need lysine to be alive, it is essential, you have to get about 1 gram a day to keep in protein balance, but you can take lysine, pure lysine, a perfectly non toxic substance in food [as supplements], which puts extra lysine molecules in the blood. They enter into competition with the lysyl residues on the wall of arteries and accordingly count to prevent Lp(a) from being deposited, or even will work to pull it loose and destroy atherosclerotic plaques." 

As early as 1941, the Canadian cardiologist Patterson showed that 80% of the patients with heart disease had ascorbic acid deficiency. Trimmer and Lund in 1948 and Ginter found similar findings. Hank et-al in Switzerland found an inverse relationship between vitamin C content in the blood vessel and cholesterol deposition. Similarly, both vitamin E and beta-carotene have shown significant reduction in the incidence of heart disease
How many people have Cardiovascular Disease?
About 59,700,000 Americans have at least one form of CVD.
	Disease
	Number of people effected

	High Blood Pressure
	50,000,000

	Acute Heart Attack
	7,700,000

	Angina (chest pain)
	6,300,000

	Stroke
	4,400,000

	Rheumatic Heart Disease
	1,800,000

	L-Carnitine
	10
	helps in the transporting of long chain fatty acids which aides in prevention of heart disease, high blood pressure, and other cardiovascular disease. Often is combined with a omega fatty acid and flax seed supplements.

	Coenzyme Q10
	10
	increases oxygenation to the heart and has been shown to prevent recurrences in people who have had a heart attack. The product Cardio-Essentials has most of the ingredients listed on this page. 

	Magnesium
	8
	low intake of magnesium has been linked to high blood pressure and a good source of magnesium is a quality multi-vitamin & mineral supplement especially one with calcium, zinc, and garlic.


Did You Know?
· CVD has been the number one killer in the United States every year since 1900, except for 1918 when the Spanish flu epidemic took the life of hundreds of thousands of Americans. 

· One person dies of cardiovascular disease every 33 seconds in the United States -- that's about 2,600 people each day. 

· More people die of CVD each year than the next 6 leading causes of death combined.
Lipoic acid precursors appear to be octanoate [caprylic acid] and the sulfur amino acid cysteine.

Alpha lipoic acid has been called the “Magical” antioxidant. It boosts glutathione levels in cells, has potent antioxidant action in almost all the tissues of the body, and is a co-factor for some of the key enzymes (alpha keto acid dehydrogenases) involved in generating energy from food and oxygen in mitochondria. Alpha lipoic acid is known by a variety of technical names including thiotic acid, 1,2-dithiolane-3-pentanoic acid, 1,2-dithiolane-3-valeric acid, and 6,8-thiotic acid. When it functions as a co-factor for energy production, it is slightly modified and usually called lipomide or lipoate
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