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Aspirin Is OK in an Emergency,But We Need Safe, Long Term Help 

We have heard that taking an aspirin while having a heart attack can increase survival.  This may be true, but should be a temporary emergency measure only. We know from statistics, however, that the great majority of us must take some long-term anti-clotting protection against the massive blood clots that we now believe are involved in lethal heart attacks. In fact, researchers are finding that long term use of anti-inflammatory drugs are a major factor in helping to prevent not just Alzheimer’s disease, but heart attacks and strokes as well! The problem is that although there are now proven benefits from taking a daily dose of aspirin and/or other NSAIDs (non-steroidal anti-inflammatory drugs), we pay dearly for these benefits with over 16 thousand deaths and over 125 thousand hospitalizations annually, generally related to internal bleeding, although liver and kidney damage are also a far too common side effect.) 

Aspirin:

Adapted from a letter to the editor in the May 2002 Townsend Letter for Doctors by Wayne Martin

Aspirin is recommended by medically-trained personnel as a deterrent to CVD.

Numerous trials in the UK and US have indicated no advantage, no lessening of heart attacks, strokes or mortality. Yet, the myth continues that aspirin does prevent heart attacks.

Aspirin does inhibit the enzyme cyclo-oxygenase and it also inhibits thromboxane-A2 [TxA2]. TxA2 will increase the adhesion of platelets and can cause a vascular blood clot, especially in a coronary artery.

So, aspirin by inhibiting TxA2 could prevent blood clots. And blood clots do cause heart attacks.

However, aspirin also inhibits prostacyclin, a prostaglandin that is formed by the action of COX on arachidonic acid. Arachidonic acid is a PUFA [poly unsaturated fatty acid] found in meat. Its effect is just the opposite of TxA2 in that it causes a marked inhibition of platelet aggregation. Prostacyclin also prevents platelets from adhering to the endothelium in an artery or vein.

The good done by aspirin in the inhibition of TxA2 is offset by the harm done by aspirin’s inhibition of prostacyclin.

The fact that aspirin fails to prevent heart attacks and strokes was reported in the British Medical Journal 1974, pg 436.

The prestigious medical journal Lancet 1979, pg 1313, also reported an insignificant effect of aspirin in preventing heart attacks.

The American FDA held that aspirin was a dangerous drug citing the fact that aspirin causes stomach ulcers and inhibits the beneficial prostacyclin.

The National heart, Lung and Blood Institute conducted a $16 million trial and had worse results than the 2 British trials.

Aspirin did not prevent a second heart attack among survivors of heart attacks and the side effects were many.

Aspirin causes ulcer like pain, stomach inflammation and bleeding in the stomach and intestines…JAMA 18-02-80

In a trial conducted with medically-trained personnel ass reported in the New England Journal of Medicine, 28-01-88, no reduction in fatal heart attacks were noted, no increase in survival. The ‘doctors’ on placebos died in equivalent numbers to those on aspirin.

What therefore does ‘work’ to prevent heart attacks and strokes??

The mineral magnesium [frequently deficient in CVD cases] has all the attributes of a substance that could [and does] reduce heart disease.

“Magnesium is a powerful antagonist to platelet adhesion. It acts as an anti-coagulant, prolonging clotting time and has been shown to be synergistic with heparin and to stimulate fibrinolysis.

“Magnesium is a powerful vaso-dilator. It is a natural calcium antagonist. Magnesium increases the release of prostacyclin [aspirin inhibits the release of prostacyclin]. Magnesium activates ATP; [adenine tri-phosphate, the measure of energy in the cellular mitochondria or power houses] these are the two most powerful vasodilators known to us. [vaso-dilators increase the size of blood vessels, The two are ATP and magnesium]. Magnesium is also a potent anti-arrhythmic agent for both ventricular and supraventricular arrythmias.

Low magnesium intake is associated with sudden death and an increase in ischemic heart disease.

Aspirin, by inhibiting prostacyclin, is unfit for use to prevent the coronary blood clots of heart attacks.

Aspirin also inhibits the enzyme delta-6-desaturase which synthesizes Prostaglandin E1 from gamma linoleic acid and thus it tends to make us like diabetic patients, another mark against aspirin!

Diabetic patients are unable to make the enzyme delta-6-destaurase. As a result they are devastated by vascular diseases. They go blind, suffer amputations of the legs and they are greater risk of a heart attack or a stroke.

j

The Cholesterol Myths

by Uffe Ravnskov, MD, PhD 

New! Read my comments to the New Cholesterol Guidelines, recently published by the National

Cholesterol Education program he idea that too much animal fat and a high cholesterol is dangerous to your heart and vessels is nothing but a myth. Here are some astonishing and frightening facts. 

Click on the figures if you want the scientific evidence! 

An updated and expanded version of this website is available as a book
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, 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. 

2 A high blood cholesterol is said to promote atherosclerosis (the scientific name for arteriosclerosis) and thus also coronary heart disease. But many studies have shown that people whose blood cholesterol is low become just as atherosclerotic as people whose cholesterol is high. 

3 Your body produces three to four times more cholesterol than you eat. The production of cholesterol increases when you eat little cholesterol and decreases when you eat much. This explains why the ”prudent” diet cannot lower cholesterol more than on average a few per cent. 

4 There is no evidence that too much animal fat and cholesterol in the diet promotes atherosclerosis or heart attacks. For instance, more than twenty studies have shown that people who have had a heart attack haven’t eaten more fat of any kind than other people, and degree of atherosclerosis at autopsy is unrelated with the diet. 

5 The only effective way to lower cholesterol is with drugs, but neither heart mortality or total

mortality have been improved with drugs the effect of which is cholesterol-lowering only. On the

contrary, these drugs are dangerous to your health and may shorten your life. 

6 The new cholesterol-lowering drugs, the statins, do prevent cardio-vascular disease, but this is due to other mechanisms than cholesterol-lowering. Unfortunately, they also stimulate cancer in rodents. 

7 Many of these facts have been presented in scientific journals and books for decades but are rarely told to the public by the proponents of the diet-heart idea. 

8 The reason why laymen, doctors and most scientists have been misled is because opposing and disagreeing results are systematically ignored or misquoted in the scientific press. 

Do you want to know more? Read my book “The Cholesterol Myths”. This is an updated and greatly extended version of this site. In addition to the subjects mentioned above, you can read about the many unsuccesful cholesterol-lowering experiments 

a-the meaningless animal experiments  familial hypercholesterolemia and why you shouldn´t bother too much about it

b-the myths about triglycerides  the dangers associated with an overconsumption of polyunsaturated oils  c-the illogicals around the Mediterranean diet 

d-the fallacies of Dr. Ornish´s life-style trial      

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?

Guidelines for Perioperative Use of "Blood Thinners"
Julie A. Volkman, Pharm.D., Janelle L. Moore, Pharm.D., Kelly N. Schupp, Pharm.D., Mary B. Ross, RPh, MBA
Internally Peer Reviewed by: Tyrone B. Whitter, M.D., Ph.D., Director, Presurgical Evaluation Clinic and Assistant Professor, Department of Anesthesia 



When preparing a patient for elective surgery, it is imperative to obtain a thorough history of his/her prescription, non-prescription, and herbal medication use. Medication histories enable practitioners to determine which medicines, if any, need to be held prior to surgery. Medications such as warfarin (Coumadin®) need to be carefully evaluated for the risk versus benefit of discontinuation prior to surgery. However, other drug therapies must also be carefully assessed. These include aspirin-containing products, nonsteroidal anti-inflammatory drugs (NSAIDs), some herbal products, and other anti-platelet medications such as cilostazol (Pletal®), clopidogrel (Plavix®), dipyridamole (Persantine®), sulfinpyrazone (Anturane®), and ticlopidine (Ticlid®) that affect platelet aggregation. The importance of controlling intraoperative and postoperative bleeding cannot be overestimated, as uncontrolled bleeding can be detrimental to the patient's outcome. Such bleeding can be both costly and time-consuming to control. For example, in dermatologic surgery, persistent bleeding may lead to a wide range of complications including dehiscence, hematoma, infection, and necrosis.1 

MECHANISMS OF ACTION 

Antiplatelet drugs prevent the formation of the initial hemostatic plug at the sites of vascular injury. Additionally, these drugs prevent the formation of thromboses that may lead to myocardial infarction, stroke, and peripheral vascular thromboses.2 An understanding of the affect of blood thinners on platelet function is essential in evaluating the risk versus benefit of discontinuing these agents in the perioperative setting. Figure 1 outlines the sites where common antiplatelet drugs work and highlights specific aspects of the platelet function that are affected by drug therapy. 

Figure 1. Sites where common anti-platelet drug therapies work. 
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Adapted from Wintrobe's Clinical Hematology. 10th ed. Baltimore: Williams and Wilkin. 19993 

Aspirin irreversibly inhibits the enzyme cyclooxygenase (COX), which is present in at least two isoforms, COX-1 and COX-2, in vitro. Enzyme inhibition prevents the formation of thromboxane A2 from arachidonic acid.5 Thromboxane A2 is responsible for enhancing platelet activation and the secretion of platelet products, thus, reducing the formation of platelet plugs at injury sites.1 NSAIDs alter platelet aggregation by inhibiting the formation of prostaglandins produced by COX-1.5 Cilostazol blocks the activity of the enzyme phosphodiesterase which induces platelet aggregation and prevents the degradation of cyclic adenosine monophosphate (cAMP). This leads to an increase in cAMP in the platelets and blood vessels, and subsequently, platelet aggregation that is induced by adenosine diphosphate, collagen, arachidonic acid, epinephrine, thromboxane A2, platelet activating factor, or shear stress is inhibited. Clopidogrel works by selectively blocking adenosine diphosphate (ADP)-induced platelet aggregation without significantly affecting the activity of thromboxane A2, prostacyclin or phospholipase A.2 The mechanism of action of dipyridamole is not completely understood. Research indicates that it may block erythrocyte uptake and the metabolism of adenosine, inhibit platelet phosphodiesterase activity, stimulate the release of eicosanoids, and/or prevent thromboxane A2 formation. The sulfide metabolite of sulfinpyrazone affects platelet aggregation by inhibiting thromboxane production.5 The anti-platelet effect of ticlopidine is unique when compared to aspirin-containing products and NSAIDs. Ticlopidine works by blocking both the primary and secondary phase of ADP-induced aggregation and possibly interferes with platelet adhesions which may lead to the prolongation of bleeding times.2 

HERBAL MEDICATIONS 

Herbal medications represent an underappreciated source of blood thinners. Two surveys have illustrated the widespread use of herbal medicines in the presurgical patient population.6,7 Tsen et al concluded that 22% of patients who were being evaluated for surgery reported herbal medication use.6 Likewise, Kaye et al found that in an ambulatory surgery setting, 32% of patients indicated that they took herbal medications. Additionally, this study found that greater than 70% of the patients did not tell their physician about their use of herbal products.7 

A recent study by Ang-Lee et al reviewed the literature on commonly used herbal medicines in the perioperative setting and developed guidelines for presurgical discontinuation of these products.8 Of the eight herbal medications studied, three herbs, garlic, ginkgo and ginseng, may have pharmacological effects on platelet function. Garlic may potentially irreversibly block platelet function and should be discontinued at least 7 days prior to surgery. Ginkgo has multiple potential mechanisms of action, such as altering vasoregulation, serving as an antioxidant, modulating the activities of neurotransmitters and receptors, and inhibiting platelet aggregation. In the perioperative setting, patients should be instructed to stop taking gingko a minimum of 36 hours before surgery based on pharmacokinetic data and the possibility for bleeding. Ginseng is composed of different ginsenosides that might block platelet aggregation in vitro. A study in laboratory rats showed that ginsenosides increased coagulation time of thrombin and activated partial thromboplastin (aPTT). Since the inhibition of platelet aggregation by ginsenosides is potentially irreversible, it is recommended that patients discontinue ginseng at least 7 days prior to surgery. 

The relevant pharmacological effects of St. John's Wort may not be directly related to platelet aggregation. However, the guidelines suggest that St. John's Wort should be stopped 5 days before surgery in patients who might need oral anticoagulation postoperatively because St. John's Wort may induce cytochrome isoform, P4502C9, which is responsible for warfarin metabolism.8 

In addition, the exact content of herbal or other alternative medications may be unknown. The pharmacologic properties of many of these preparations have not been systematically studied, and thus, their effect on bleeding is unknown. Therefore, as a general guideline, the use of herbal medications should be avoided prior to surgery. 

RECOMMENDATIONS 

Table 1 provides general guidelines on which prescription, non-prescription, and herbal "blood thinners" should be held prior to surgery and when the medicines should be discontinued in relationship to the date of surgery. Aspirin inhibits platelets for their lifespan. Therefore, aspirin-containing products should be stopped at least 14 days before surgery. NSAIDs only inhibit platelet aggregation while the drug is present in the body. So, the discontinuation of these drugs is based on the half-life of the specific NSAID. It is essential to note that this is not an all-inclusive list. Also, every patient should be individually evaluated to determine the indication for the particular blood thinner and the necessity of holding the drug based on the type of elective surgery. 

For patients who are taking these medications for the treatment of chronic disease and/or for pain relief, for example arthritis, alternative drug therapy should be considered.1 Table 2 contains a partial list of medications that do not affect platelet aggregation and may be used for pain relief prior to surgery. These drugs can be considered as alternatives for the management of chronic disease and/or to provide pain control. 

The management of bleeding in the intraoperative and postoperative settings cannot be overlooked. Thus, during perioperative evaluations, practitioners should routinely question their patients about use of prescription, non-prescription, and herbal medications. The medication histories should then thoroughly be evaluated for products that may alter platelet aggregation. Patients need to be counseled if their medications need to be held, advised when to hold them in relation to the date of their surgery, and if necessary, informed about other medications they can take as alternatives. 
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Warfarin:

The name Warfarin was derived from Wisconsin Alumni Research Foundation and Coumarin, and was synthesized and used as a rodenticide for nearly a decade prior to its 1954 introduction into clinical medicine.

Usually the sodium salt is used. It is a white crystal powder with no smell and with some bitter taste. It is water soluble and alcohol soluble. It is almost insoluble in chloroform or in ether.

Therapeutic Class: Anticoagulants, Anti platelet Agents
	Possible Benefits: 

Effective prevention of both arterial and venous thrombosis

Effective prevention of embolization in thromboembolic disorders

Helps prevent recurrence of heart attacks

Helps prevent strokes in patients with atrial fibrillation
	Possible Risks: 

Narrow treatment range

Dose related bleeding

Skin and soft tissue hemorrhage with tissue death

 

 


Medical function: The anticoagulants interfere with the hepatic synthesis of four essential vitamin K-dependent coagulation proteins or blood clotting factors I, VII, IX, and X by competing with and blocking the action of vitamin K, thus causing the production of those factors that lack clotting ability. Wafarin does not work outside the body. When taken internally its anticoagulation effect shows only when the previously formed blood clotting factors I, VII, IX, and X have been depleted. Because of this, heparin can be used in the early stage of using warfarin (Coumadin).(1)
Usage: For patients with a mechanical heart valve, an INR of 2.5~3.5 is now recommended. An INR of 2~3 remains the recommended intensity of warfarin therapy to prevent thromboembolism in all other patients.

Patient information: do not take with food; report any signs of bleeding; avoid hazardous activities; use soft tooth brush; urine may turn red/orange; carry Medi-Alert ID identifying drug usage; be sure of other drugs and dietary changes to avoid; report any bleeding to physician at once. There are no food or fluid restrictions before the PT or APTT tests. (2)
Warning:
 Long term usage can cause nose bleeding, gum bleeding, purpura, blood in urine, uterine bleeding, blood in stool, bleeding of ulcers and wounds. Without tests of PT and APTT,  the use of warfarin is not recommended. 

Do not use in cases of hemophilia, idiopathic thrombocytopenic purpura, serious liver or kidney problems, active peptic ulcer, brain, spine or eye surgery.  Overdose of warfarin causes idiopathic bleeding. Symptoms: mucus bleeding (blood in urine, bleeding in the digestive track), bleeding in the joints, bleeding in the wounds. 

Use care when the following conditions exist: weakness, fever, chronic alcoholism, active TB, congestive heart failure, hypertension, subacute bacterial endocarditis, heavy bleeding during menses, symptomatic miscarriage .

During prolonged usage with minimum dosage, if surgery is required a vein injection of vitamin K of 50 mg is recommended. Before surgery on central nervous system or eyes, stopping use of warfarin in advance is recommended. After digestive track surgery, it is important to test stool for heme.

Food that can affect warfarin: Large intake of the following foods may impair the function of warfarin and make it necessary to use larger dosages:

Foods rich in vitamin K include: asparagus, bacon, beef liver,  cabbage, fish,  cauliflower, green leafy vegetables.

However, contrary to popular belief, people on warfarin do not have to avoid foods with high vitamin K because the dosage of warfarin can be adjusted for the level of dietary vitamin K intake. It is better to eat the same amount of every day so that the level of thinning effect remains stable. 
Vitamin E may increase risk of bleeding.

Alcohol: Heavy users of alcohol with liver damage may be very sensitive to anticoagulants and require smaller than usual doses.

Tobacco Smoking: Heavy users may require larger doses of warfarin (Coumadin). Quit smoking.

Warfarin may increase the effects of :
oral hypoglycemic agents:, phenytoin (Dilantin)

The following drugs may increase the effects of warfarin:
acetaminophen (high dose), allopurinol (Zyloprim),  amiodarone (Cordarone), androgens, aspirin and other NSAIDs, azithromycin (Zithromax), bismuth subslicylate (Pepto-Bismol), carbamazepine (Tegretol), cephalosporins, chloral hydrate (Noctec), chloramphenicol (Chloromycetin), cimetidine (Tagamet), ciprofloxacin and other quinolone antibiotics, cisapride (Propulsid), clarithromycin (Biaxin), clofibrate (Atromid-S), cotrimoxazole (Bactrim), dexrothyoxine, dirithromcyin and other macrolide antibiotics, disopyramide (Norpace), diulfiram (Antabuse), erythromycin, felbamate (Felbatol), fluconazole (Diflucan), fluoxetine (Prozac), fluvoxamine (Luvox), gemfibrozil (Lopid), gucagon, HMG CoA-reductase inhibitors, influenza vaccine, isoniazid (INH), itraconazole (Sporanox), ketoconazole (Nizoral), mesna (Mesnex), metronidazole (flagyl), miconazole (Nonistat), nonsteroidal anti-inflammatory drugs, omeprazole (Prilosec), pravastatin (Pravachol), propranolol (Inderal), quindidine (Quinaglute), ranitidine (Zantac), ritonavir (Norvir)  and perhaps other protease inhibitors, salicylates (aspirin), sertraline (Zoloft), simvastatin (Zocor), simvastatin (Zocor), strptokinase, sulfinpyrazone (Anturane), sulfonamide, tamoxifen (Nolvadex), tetracyclines, thyroid hormones, tricyclic antidepressants, vancomcycin (Vancoled), vitamin E

The following herbs may increase the effects of warfarin:
dan shen, dang gui, hong hua, shui zhi, chi shao, chuan xiong, garlic, ginseng, ji xue teng, ginkgo (bai guo, yin guo, yin xing), yan hu suo, yu jin, jiang huang, yi mu cao, chong wei zi, ze lan, yue ji hua, si gua luo, hu zhang, , zhang hong hua, e zhu, san leng, ru xiang, mo yao, niu xi, chuan niu xi, wang bu liu xing, lu lu tong, liu ji nu, zi ran tong, xue jie, su mu, wu ling zhi, wa leng zi, chuan shan jia, tu bie chong, gan qi, tao ren, zhi ran tong.
For Latin botanical names, see Chinese Herb Dictionary.
The following drugs may decrease the effects of warfarin:
azathioprine (Imuran), barbiturates, birth control pills ( oral contraceptives) carbamazepine (Tegretol), cholestyramine (Questran), Coenzyme Q (ubiquinone or ubidecarenone),  estrogens (possible), ethchlorvynol (Placidyl), glutethimide (Doriden), griseofulvin (Gris-PEG), phytonadione (vitamin K), primidone (Mysoline), some penicillins, spironolactone, sucarlfate (Carafate), rifampin (Rifadin), thiazide diuretics, vitamin K.

Note: Coenzyme Q is structurally related to Vitamin K (menaquinone); therefore, it possesses pro-coagulant properties.

Do not stop warfarin abruptly unless bleeding occurs. 

Dosage: Tablet: 1 mg, 2 mg, 2.5 mg, 5 mg, 7.5 mg, 10 mg.  Injection: 5 mg

Vitamin E and Coumadin

· Keywords: vitamin e, coumadin, warfarin 

· Print this article 

· E-mail this article 

In your article of May 24, 1999, you indicated that Vitamin E was not a problem if you are on Coumadin. However, I enclose the printout I received from my pharmacy when I first began to take Coumadin, which indicates that Vitamin E may interact with Coumadin. Additionally, I enclose a copy of my Johns Hopkins Medical Newsletter of May 19, 1999, which indicates that if you are Coumadin, you should avoid megadoses of Vitamin E because it is a nutrient that affects circulation. 
I think you may want to reconsider your suggestion in your May 24th article and perhaps suggest that a reasonable amount of Vitamin E might be 200 international units, at the most. What do you think? 

In your column in the Health and Science Section of the Journal-Sentinel, you answered a question regarding taking Coumadin and Vitamin E. Your response was that Vitamin E should not affect the Protime level. 

I am 72 years old and am taking Coumadin because of a blood clot condition in my leg. I was very disappointed when my doctor advised me that I definitely could not continue taking Vitamin E because it would affect my Protime level. Therefore, I am confused after reading your May 24th column. 
  

Vitamin E at doses of 100 or 400 units a day when given to people on Coumadin (warfarin) did not affect their protime level (measure of the their blood clotting) in at least two studies. The most recent, done at the University of California at Davis and published in 1996 in the American Journal of Cardiology, concluded that "vitamin E can safely be given to patients who require chronic warfarin therapy." 

The Johns Hopkins article cautions against megadoses of vitamin E, which would be in the range of 1000 units or more, but according to research on people and animals, 400 units a day should be fine. 

Rebekah Wang-Cheng, MD 

7 September 1999
Last updated 26 September 1999

The idea here is that Vitamin E [preferably the 8-factor Vitamin E with carotenoids] will thin the blood, prevent coagulation, strengthen the heart musculature, dilate blood vessels, and is a hormone pre-cursor [together with cholesterol].

Magnesium, Vitamin E, Vitamin C with bioflavonoids, lysine and proline will in most instances prevent CVD and slowly reverse the plaque, vulnerable plaque. There are separate formulas for reducing homocysteine [which Kevin is taking].
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