Cardio-vascular Disease [cvd]

 its cause, prevention and 

reversal, naturally!!
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CVD: Its Cause:

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.

Homocysteine:

Then homocysteine became the culprit. In a deficiency state of Vitamins B6, B-12, folic acid and tri-methyl glycine homocysteine formed which acted as a swarm of piranha fish chewing up the intima or inner lining of blood vessels creating the atherosclerotic lesions.

Scurvy: 
Then along came Drs. Matthias Rath [and Linus Pauling] and Uffe Ravnskov who dramatically indicated that the most compelling biological perspective suggested that the basic lesion in CVD is the breakdown of collagen caused by a Vitamin C complex deficiency, a sub-clinical scurvy.

Dr. Rath tells us: [image: image1.wmf]
We have recently presented ascorbate [Vitamin C complex] 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) [lipo-protein-a] and fibrinogen/fibrin in the ascorbate-deficient vascular wall. In the course of this work we discovered that virtually every patho [logical] mechanism for human CVD known today can be induced by ascorbate [Vitamin C complex] deficiency. Besides the deposition of Lp(a) this includes such seemingly unrelated processes as foam cell formation and decreased reverse-cholesterol transfer [HDL cholesterol which carries cholesterol back to the liver] also peripheral angiopathies in diabetic or homocystinuric [excess homocysteine] patients. We did not accept this observation as a coincidence. Consequently we proposed that ascorbate deficiency [Vitamin C complex] is the precondition as well as a common denominator of human CVD. [heart attacks, strokes]           2

Nature’s Plan:

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 that rather than have people die in their teens or twenties from scurvy, and thereby probably not procreating, nature opted for coating the scorbutic blood vessels with homocysteine, lipoproteins, fibrinogen, foam cells, calcium, pus, etc. which allowed people to reach 30 or 40 or maybe even 50 before CVD got them. By then they would have procreated and continued the human race. Crafty nature!!
Fatal Blood Loss Through the Scorbutic Vascular Wall - An Extraordinary Challenge to the Evolutionary Survival of Man            
Scurvy is a fatal disease. It is characterized by structural and metabolic impairment of the human body, particularly by the destabilization of the connective tissue. Ascorbate [ascorbic acid is only one part of the vitamin C complex] is essential for an optimum production and hydroxylation of collagen and elastin, key constituents of the extracellular matrix. Ascorbate depletion thus leads to a destabilization of the connective tissue throughout the body. One of the first clinical signs of scurvy is perivascular bleeding. The explanation is obvious: Nowhere in the body does there exist a higher pressure difference than in the circulatory system, particularly across the vascular wall. The vascular system is the first site where the underlying destabilization of the connective tissue induced by ascorbate deficiency is unmasked, leading to the penetration of blood through the permeable vascular wall. The most vulnerable sites are the proximal arteries [closest to the heart],  where the systolic blood pressure is particularly high. The increasing permeability of the vascular wall in scurvy leads to petechiae [blood spots under the skin] and ultimately hemorrhagic blood loss.

Mariners died in the thousands:
Scurvy and scorbutic blood loss decimated the ship’s crews in earlier centuries within months. It is thus conceivable that during the evolution of man periods of prolonged ascorbate deficiency led to a great death toll. The mortality from scurvy must have been particularly high during the thousands of years the ice ages lasted and in other extreme conditions, when the dietary ascorbate supply approximated zero. We therefore propose that after the loss of endogenous ascorbate production [synthesis inside the body] in our ancestors, scurvy became one of the greatest threats to the evolutionary survival of man.                           
Scurvy and CVD’s:

By hemorrhagic blood loss through the scorbutic [leaky] vascular wall our ancestors in many regions may have virtually been brought close to extinction. The morphologic [structural] changes in the vascular wall induced by ascorbate deficiency are well characterized: 

a-the loosening of the connective tissue and the loss of the endothelial barrier function [protective sealing of the blood vessels]  

b-The extraordinary pressure by fatal blood loss through the scorbutic vascular wall stimulated genetic and metabolic countermeasures attenuating increased vascular permeability [homocysteine, fibrinogen]

Cholesterol:

In the May 16 issue of the Journal of the American Medical Association an expert panel from the National Cholesterol Education Program has published new guidelines for "the detection, evaluation, and treatment of high blood cholesterol"  Their writing seems to be an attempt to put most of mankind on cholesterol-lowering diets and drugs. To do that, they have increased the number of risk factors that demands preventive measures, and expanded the limits for the previous ones. 

But not only does the panel exaggerate the risk of coronary disease and the relevance of high cholesterol, it also ignores a wealth of contradictory evidence. The panel statements reveal that its members have little clinical experience and lack basic knowledge of the medical literature, or worse, they ignore or misquote all studies that are contrary to their view.

Did you know ....
. that cholesterol is not a deadly poison, but a substance vital to the cells of all mammals?
. that your body produces three to four times more cholesterol than you eat?
. that this production increases when you eat only small amounts of cholesterol and decreases when you eat large amounts?
. that the only effective way to lower cholesterol is with drugs?
 that many of the cholesterol-lowering drugs are dangerous to your health and may shorten your life?

Cholesterol is not a deadly poison, but a substance vital to the cells of all mammals. There are no such things as good or bad cholesterol, 4 but mental stress, physical activity and change of body weight may influence the level of blood cholesterol. A high cholesterol is not dangerous by itself, but may reflect an unhealthy condition, or it may be totally innocent. Uffe Ravnskov, M.D., Ph.D.
In the scorbutic artery nature has to make some decisions so rather than let people die of scurvy, nature coats the blood vessels with…..’ homocysteine, a breakdown product of the amino acid methionine. Homocysteine builds up in the blood and damages the arteries. People with high homocysteine levels are 300% more likely to die of a cardiovascular accident than those with low levels. Homocysteine oxidizes cholesterol which generates oxysterols which attack the blood vessel and cause damage. Fortunately, it is easy to get rid of high homocysteine which should be kept at less than 7 mmol. It is a result of nutrient deficiencies, specifically Vitamin B-6, Folic acid and Vitamin B-12.
What causes Homocysteine to build up?

1-scurvy!! Homocysteine is part of the protective mechanism that seals the blood vessels from leaking blood  which is a prime event in scurvy.

2-Next is the imbalance between too much methionine from dietary protein sources [meat] and too little of the 3 ‘B’ vitamins which are essential to converting homocysteine back to methionine. These are B6, B-12, and folic acid.

3-Inadequate methyl groups. Tri-methyl glycine functions as a methyl donor to lower homocysteine and increase the beneficial S-adenosyl– methionione [SAMe] levels. SAMe is a bio-active form of methionine which is potent methyl donor. SAMe has proven valuable treating liver cirrhosis, depression, osteoarthritis and fibromyalgia.

4-Thyroid hormone: deficiency of T3-4 can cause a rise in homocysteine levels, increasing the risk of CVD.

5-Toxicity:  nicotine, spray residues, chemicals in food and the environment, endotoxins from pathogenic micro-organisms, 

6-Iatrogenic: prescription drugs; many drugs elevate homocysteine

Relationship between scurvy and homocysteine:

1-The basic lesion in atherosclerosis is the breakdown of collagen leading to disintegration of the blood vessel wall allowing blood to seep through the damaged wall. That’s scurvy! Scurvy kills rapidly!

-Why does the blood vessel disintegrate?                                                                                           Blood vessels are strengthened, made leak proof, by the deposition of collagen. You can’t make collagen without using Vitamin C complex. Humans do not synthesize Vitamin C as do other animals nor do they generally eat sufficient quantities of food with Vitamin C [raw food], so the arteries lose their collagen structure, lesions form, the blood vessels are no longer impermeable and blood leaks out into the tissues.

3-In its wisdom the body wishing to preserve the person at least until he or she procreates to maintain the species, infiltrates the disintegrating blood vessels with homocysteine which causes a proliferation of smooth muscle cells in the walls of the arteries. This keeps the person from dying of hemorrhage but unfortunately eventually leads to inelasticity of blood vessels, elevated blood pressure, plaque formation and possibly emboli and clots. While these kill, at least the person has had the chance to procreate, which is natures prime consideration                          

4-Homocysteine also interferes with oxidation resulting in build up of damaging free radicals and lipid peroxidation, which oxidize cholesterol creating oxycholesterol which adds to the plaque formation.

5-Its interesting to note here that Dr McCully reports that about 2/3’s of veterans with severe arterosclerosis had no evidence of elevated cholesterol or blood pressure.

Dilation of blood vessels: 

Cardiovascular diseases: The ability of blood vessels to relax or dilate is compromised in individuals with atherosclerosis.  The damage to the heart muscle caused by a heart attack and damage to the brain caused by a stroke is related, in part, to the inability of blood vessels to dilate enough to allow blood flow to the affected areas.  The pain of angina pectoris is also related to insufficient dilation of the coronary arteries.  Treatment with vitamin C has consistently resulted in improved dilation of blood vessels in individuals with atherosclerosis as well as those with angina pectoris, congestive heart failure, high cholesterol, and high blood pressure.  Improved blood vessel dilation has been demonstrated at a dose of 500 mg of vitamin C complex daily.  Individuals with high blood pressure are at increased risk of developing cardiovascular diseases.  Several studies have demonstrated a blood pressure lowering effect of vitamin C supplementation

What is a "STROKE"?

Stroke is the third leading cause of death in developed countries. 6 About 25% of sufferers die as a result of the stroke or its complications and almost 50% have moderate to severe health impairments and long-term disabilities. Only 26% recover most or all normal health and function.


Blood clots:
The majority of strokes occur when a blood clot blocks the flow of oxygenated blood to a portion of the brain. This type of stroke, caused by a blood clot blocking a blood vessel, is called “ischemic stroke.” An ischemic stroke can result from a blood clot that forms inside the artery of the brain (thrombotic stroke) or by a clot formed somewhere else in the body that travels to the brain (embolic stroke). 

In the case of ischemic stroke, abnormal blood clotting blocks large or small arteries in the brain, cutting off blood flow. Ischemic strokes account for 83% of all strokes, and occur as either an embolic or thrombotic stroke. The other 17% of strokes are called hemorrhagic stroke and these occur when a blood vessel in the brain ruptures. 

Thrombotic stroke represents 52% of all ischemic strokes. Thrombotic stroke is caused as the result of unhealthy blood vessels becoming clogged with a buildup of fatty deposits, calcium or blood clotting factors such as fibrinogen, homocysteine and LDL-cholesterol. We generally refer to this as atherosclerosis disease. More recent information indicates that a chronic inflammatory process is also a cause of the arterial damage that leads to stroke. Elevated C-reactive protein is an indicator of underlying inflammatory disease.(8-10)

Of all the diseases that affect aging humans, stroke is the most feared. Most people believe a stroke can either kill suddenly or induce a state of paralysis requiring institutional care.

Silent Strokes:
A surprising new study reveals that most strokes cause no obvious symptoms, although over time these “silent” strokes lead to memory loss, neurologic disorders and more strokes. According to this new study, eleven million Americans have these “silent” strokes annually and by the time people reach their 70's, one in three suffers a silent stroke every year.(1)                                                                          

Homocysteine and strokes:

There were four papers presented at this meeting that correlate increasing levels of homocysteine with stroke risk. One of these presentations was a meta-analysis of 15 published studies and showed that mild-to-moderate elevations in homocysteine was independently associated with an astounding 86% increase in the risk of stroke.(2) The use of extra vitamins B6, B12, folic acid and TMG is one way of lowering homocysteine levels

At this American Stroke Association meeting, an additional four papers were presented indicating that high levels of fibrinogen are also a significant risk factor for developing the most common form of stroke

At this same association meeting, an additional four papers were presented indicating that high levels of fibrinogen are also a significant risk factor for developing the most common form of stroke. If fibrinogen levels were in excess of 300 mg per deciliter of blood, that steps need to be taken to lower it to a safe range. Some of the nutrients that can lower fibrinogen include at least 2000 mg a day of vitamin C, 1000 mg of flush-free niacin, and 2000 mg a day of bromelain. To protect against fibrinogen inducing an arterial blood clot that can cause an ischemic stroke, we suggest  turmeric, vitamin E, garlic, along with ginkgo and green tea extracts.

Collateral Circulation:

Oddly enough, the vast majority of the time, clogged arteries don't cause heart attacks or strokes. As an artery closes the body grows new arteries around the old. This is called collateral circulation. Many people die of heart attacks who don't have clogged arteries and others with lots of clogged arteries keep on going strong. Likewise, people with low cholesterol have heart attacks and many with high cholesterol never do. So what's going on?
It starts when the integrity of the connective tissue of the arteries becomes compromised. This happens largely because of nutrient deficiencies, especially of Vitamin C and B vitamins, lack of which causes a condition known as homocysteinemia which damages the blood vessels.  There is also some reason to believe that pathogens such as the herpes and cytomegalovirus (CMV) or chlamydia also play a role. 
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This damage has to be repaired and the body makes a choice. It would rather plaster some "gunk" on it now even if it means trouble down the road, than risk a break in a blood vessel. The gunk or plaque consists of triglycerides (fat,) calcium, cholesterol, fibrin and assorted white blood cells. Low density lipoproteins (LDL) bring cholesterol from the liver to do the job. High density lipoproteins (HDL) carry cholesterol back to the liver where it is used for important functions like making hormones and cell membranes. Incidentally, low cholesterol is just as likely to kill you as excessively high cholesterol. Depression and cancer are two diseases associated with excessively low cholesterol.


C-Reactive Protein as a measure of infectious processees:

One of the most talked about ways of determining who will have a stroke is to measure levels of C-reactive protein in the blood. One presentation showed that elevated C-reactive protein posed a two to three times greater risk of stroke.2 Another presentation showed that in those who have a major stroke, higher levels of C-reactive protein had a much greater likelihood of having another vascular event, such as a heart attack or stroke, or dying within the following year. Stroke patients with the highest C-reactive protein levels had nearly a 2.4 times greater chance of experiencing death or a vascular event within the next year compared to patients with the lowest levels, the researchers reported.(11)

High levels of C-reactive protein indicate a potentially destructive inflammatory autoimmune condition that could predispose a person to a host of degenerative diseases. C-reactive protein can be suppressed by ibuprofen, aspirin or vitamin E.(12-15) Some of the pro-inflammatory immune cytokines that cause elevated C-reactive protein include interleukin-6, interleukin 1(b) and tumor necrosis factor alpha. Supplements such as DHEA, vitamin K and nettle leaf extract 
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A natural form of vitamin E called alpha tocopheryl succinate, found in more expensive supplements, may provide some protection. In test tube studies, the alpha tocopheryl succinate form of vitamin E has been shown to inhibit breast cancer cell growth. [22-35]
It is the tocotrienols, however, that have demonstrated the most significant potential to not only reduce the incidence of breast cancer, but also to inhibit existing breast cancer cell propagation.

Tocotrienols have been shown to inhibit growth of estrogen receptor positive breast cancer cells by as much as 50% in culture.[36-39] In contrast, many studies have found that alpha tocopherol does not influence proliferation.[36,38-40] Even in studies where alpha tocopherol was shown effective against some breast cancer cell lines, the amount required for 50% growth inhibition was more than 20 times higher than the growth inhibitory concentrations of the tocotrienols.[37]
Comparison of multiple studies indicates that the growth inhibitory effects of alpha tocopherol wears off,[41] whereas limited data suggest that the growth inhibitory effects of the tocotrienols on breast cancer cells is maintained or increases with duration of exposure (in culture).[39,42]
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