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CHALLENGE TO THE READER
As you read the information in this book I invite you to consider the following:
Why is there such little support in the medical community for antioxidants
when the evidence is almost overwhelming that nutritional antioxidants can
prevent cancer?
Why are there active campaigns in the US and some European countries to
restrict cancer preventive doses of nutritional supplements to a
"prescription-only" status?
Why do a majority of doctors, including oncologists, seem completely
unaware of the enormous role of nutrition in cancer prevention, which has been
ongoing for several decades, and which has been performed by some of the
most prestigious medical, pharmacological, and oncology research groups
around the world?

INTRODUCTION
There is a small, but growing contingent of concerned physicians, who recognize
conventional medical and surgical strategies are not winning the war against
cancer. This war is more than numbers, it's personal. Cancer is a predatory cell
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growth that overwhelms other functions in the body until the host ultimately dies
from organ failure such as renal shutdown, infection such as pneumonia
because of a weakened immune system, or from malnutrition as the parasitic
cancer slowly kills the host. The cancer victim literally starves to death as cancer
elevates cellular metabolism and increases caloric expenditures while
simultaneously lowering appetite and food intake. Out of control cancer cells
spew out toxic waste by-products that create weakness, apathy, pain,
depression, and the emaciated death-like appearance of the terminal cancer
patient.
The cancer establishment is a glaring example of a critical weakness in western
medical strategies that treat symptoms, not the underlying causes of disease.
This overwhelming emphasis on pharmaceutical drugs, radiation, and surgery
has led the World Health Organization to openly criticize American medicine as
often harmful, expensive, and unnecessary. It is the opinion of much of the rest
of the world that the only way to provide long-lasting relief in any degenerative
disease, like cancer, arthritis and heart disease, is to reverse the basic cause of
the disease by stimulating the patient's own healing abilities. The "war on
cancer" is an internal microscopic war that can only be won by stimulating the
patient's own abilities to fight cancer while changing the abnormal conditions
that allow cancer to grow. All other therapies produce disappointing results.
Scientists no longer debate whether there is a relationship between diet and
disease. Foods sustain and foods heal. But foods can also kill. Much of the
increase in modern risk for serious disease as well as debilitating illness is
attributed to poor dietary habits.
So what is the difference? Why do some remain healthy and others become ill?
What biochemical differences in foods determine vitality and longevity for the
individual?
"Nutraceutical" is a term used to define nutrients that have proven drug-like
effects on the body. But unlike most licensed pharmaceutical drugs, therapeutic
nutrients from plants rarely have adverse side effects and often have multiple
potential health benefits that are not limited to a single target organ like the
magic bullet, symptom-driven treatment protocols of most prescription drugs
that often had adverse effects on the organism.
In this booklet I will explore some of the scientific evidence in support of natural
food components as cancer preventive substances. In recent years, many foods
including, but certainly not limited to, raspberries, blackberries, grapes,
tomatoes, cauliflower, broccoli, strawberries, various grains, barks, and roots as
well as many other fruits, vegetables, and herbal remedies have been identified
as containing phytochemicals with powerful effects not only beneficial for health
maintenance but also useful in the treatment of disease.
Dieticians and medical scientists have long stressed the importance of the
consumption of fruits and vegetables by humans for general health and
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well-being, and now the specific phytochemicals responsible for their benefits
are being isolated, studied, and concentrated in extract form. Some of these
phytochemicals have been shown to prevent various types of cancers and in
some cases, to reduce cancer even after symptoms have been detected. Ellagic
acid, oligomeric proanthocyanidins (OPC), and Green tea catechins stand at the
forefront among those phytochemicals that have been studied extensively and
have demonstrated multiple potential health benefits, including positive results
toward cancer prevention.

WHY ELLAGIC INSURANCE FORMULA?
Ellagic Insurance Formula is based on ground-breaking research suggesting that
extracts of certain plant phytochemicals have therapeutic healing effects in the
body that are often greater than the physiological benefits experienced from
eating the whole plant or the average daily amount of fruits and vegetables
consumed in The Great American Diet.
This unique nutraceutical supplement combines therapeutic levels of three
polyphenols from plants: ellagitannins (Ellagic acid) from raspberries; oligomeric
proanthocyanidins (OPC) from whole grape extract; and catechins from Green
tea together with the antioxidant vitamins A, C, E and the mineral Selenium to
create a potent antioxidant formula. The scientific laboratory evidence and
clinical medical research supporting the protective effects of these nutrients in
multiple areas of health concern are reviewed in this booklet, including their
potent actions against the two most feared killers of our time, cardiovascular
disease and cancer.
The traditional emphasis in cancer treatment has been to destroy cancer cells by
surgery, radiotherapy and cytotoxic chemotherapy. This aggressive medical and
surgical approach has done little to reduce the overall mortality rate from cancer
and even less to prevent cancer. If all cancerous cells are not destroyed or
removed, the cancer tends to recur. A need for more effective treatment and/or a
cure for cancer has turned scientists toward an emphasis on more biologically
relevant strategies of preventing and dealing with cancers.
A key area of new cancer research involves understanding the molecular basis
for the initiation and promotion of cancer. Scientists are discovering the
relationship of normal genes to cancer oncogenes, in which mutations promote
malignancy as well as their role as suppressor or regulatory genes, in which
mutations enable cancerous cells to divide uncontrollably. As researchers
understand more about the natural processes of cell death and cell suicide,
referred to as apoptosis, they believe they will eventually be able to prevent
mutations from occurring in genes that allow this uncontrolled growth to occur.
This new focus on cancer biology at the molecular level is providing evidence
that nutritional factors, particularly antioxidants, interact with cancer oncogenes
and suppressor genes. Vitamins A, C and E are strong regulatory factors of
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cancer cell differentiation, regression, membrane biogenesis, DNA, RNA, protein
and collagen synthesis and the transformation of precancerous into cancer cells.
As suspected, but largely ignored by conventional cancer physicians, these
vitamins exert cytotoxic and cytostatic effects and may even cause cancer cells
to revert back to normal. This interaction of antioxidant vitamins with oncogenes
and growth factors is of considerable importance to cancer cell biology, and may
be instrumental in eventual cancer prevention and treatment. Exciting new
research also indicates that potent phytochemical antioxidants are
chemopreventive, including Ellagic acids, oligomeric proanthocyanidins (OPC),
and Green tea catechins, all phenolic flavonoids found in Ellagic Insurance
Formula

FREE RADICALS AND CANCER
No discussion of causes of cancer would be complete without a discussion of
how free radicals cause aging and disease. Understanding how free radicals
damage cells will also help you to understand why potent antioxidants such as
those found in Ellagic Insurance Formula can have such dramatic effects on
health in general as well as specific diseases.
The "Free Radical Theory of Aging," first proposed by Dr. Denham Harman,
postulates that aging results from an accumulation of damage caused by
reactions in the body initiated by highly reactive molecules known as free
radicals. The changes induced by free radicals are believed to be a major cause
of aging, disease development, and death. Free radicals may be produced
endogenously (within the body) through normal metabolic processes, or
exogenously (outside the body) from sources such as environmental toxins.
The body's defense mechanisms against free radicals are called antioxidants,
meaning "against oxidation". If antioxidant protection is inadequate, free radicals
can cause progressive cell damage by reacting with vital structures in the body,
such as DNA, which can cause mutations (alterations) in the sequence of genetic
coding and cell production. The accumulation of abnormal cellular damage or
changes over time is then thought to contribute to accelerated aging and the
development of degenerative diseases.
With respect to cancer, the free radical theory of aging is attractive because it
integrates all the theories which pertain to metabolism and energy expenditure
with the theories dealing with molecular changes (mutations) at the DNA level.
Thus, it is easy to see how increasing the metabolic rate would generate an
explosion of free radicals or reactive oxygen species (ROS). The reactive oxygen
species would, in turn, react with DNA to cause mutations which could lead to
the development of disease especially cancer. Free radicals are not all bad. White
blood cells destroy parasites, bacteria and viruses by using free radical oxidants
such as nitric oxide, superoxide and hydrogen peroxide. The downside of this
beneficial effect of free radicals is that chronic illness results in prolonged
phagocytic activity and increased exposure of body tissues to these oxidants.
file:///C|/power/ghs/eif_booklet.htm (4 of 33) [2/28/2001 12:43:47 PM]

Copyright Glen A. Halvorson M.D

Exogenous sources of free radicals include such environmental toxins as food,
water, air, smog, ozone, chemicals, drugs, pesticides, and cigarettes. Cigarette
smoke is one of our most dangerous sources of oxidants. That is why "passive
smoke" from just breathing the air in a smoking environment is considered
almost as harmful as smoking itself.
Children of heavy smokers, for example, have much higher rates of upper
respiratory infection than children of non- smokers. Radiation and trace metals,
notably lead, mercury, iron and copper, are also major sources of free radical
generation.
The free radical theory may also explain the relationship between nutrition and
cancer. Free radicals just love fat! Diets high in fats and sugars are also low in
natural sources of antioxidants. Our modern diets accelerate aging because
processed foods generate more free radicals than whole foods while
simultaneously containing fewer antioxidant protectors to compensate for the
increased free radicals generated when metabolizing junk food. One reason
individuals in modern countries may have more cancer is because they eat
processed foods that don't contain enough antioxidants and don't eat enough
natural plant foods that contain protective flavonoids and phytochemical
antioxidants.
Exogenous sources of carcinogenic chemicals are of particular concern because
of sheer numbers. Of the 5 million registered chemicals in the world, humans
contact with 70,000, of which at least 20,000 are known cancer-causing agents.
Americans spray 1.2 billion pounds of pesticides on food crops every year,
dumping 90 billion pounds of toxic waste into 55,000 toxic waste sites, feeding 9
million pounds of antibiotics to farm animals to help them gain weight faster, and
covering our landscape with electromagnetic radiation.
It is literally impossible to avoid contact with these reactive free radical
molecules. Our body's defense system is unable to compensate for the
overwhelming increase in environmental toxins our modern lifestyles have
created. Free radicals damage tissue structures and impair cellular functions
which manifest as aging and chronic degenerative diseases like arthritis,
cardiovascular disease, diabetes, Alzheimer's disease, and cancer.
Free radicals are involved in both the process of aging and the development of
cancer (Cross). They attack many cellular targets including membranes, proteins
and nucleic acids and cause structural damage to the cellular DNA. These
structural changes manifest as point mutations and chromosomal alterations in
cancer-related genes (Cerutti). That may be why the elderly, in particular, are
predisposed to the development of cancer.
Fortunately, scientific evidence increasingly shows that antioxidants, including
antioxidant supplements like Vitamins C, A, and E, and minerals like Selenium,
and phytochemicals with antioxidant properties, can prevent much of this
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oxidative damage to DNA and thus reduce the ability of the oxidants to induce
cancer (Ames).
The relationship between oxidative damage and disease is not limited to cancer.
Cardiovascular disease, neurodegenerative disease, inflammatory disease, and
trauma all involve free radical damage. Diabetes is another multi-system disease
accelerated by free radical damage. Elevated blood sugar causes oxidation of
glucose and proteins, a process called glycosylation that is implicated in diabetic
complications such as neuropathy. It is therefore not surprising that antioxidant
supplements, including vitamins, minerals, and phytochemicals have been found
to be beneficial in diabetes and other chronic disease.

PROVEN HEALTH BENEFITS OF BIOFLAVONOIDS
Ellagic acid, OPC, and Green tea catechins belong to related chemical families,
flavonoids and flavanols, often lumped together as "bioflavonoids" because they
share many potent physiological and biochemical actions in the human body.
Flavonoids and flavanols do share a common structure of two benzene rings on
either side of a 3-carbon ring, but have markedly different functions dependent
on the multiple combinations of hydroxyl groups, sugars, oxygens, and methyl
groups attached to these structures by which the various classes of
bioflavonoids are identified: flavanols; flavanones; flavones; flavan-3-ols;
anthocyanins; and isoflavones. Differences in chemical structure determine
differences in bioavailability, absorption, distribution, actions and potency.
Bioflavonoids are the subject of intense scientific research in the areas of
cancer, heart disease, and other degenerative illness because they are extremely
potent antioxidants as well as effective anti-inflammatory, anti-allergic, and
anti-infectious agents. Epidemiological research continues to show that greater
consumption of bioflavonoids is linked to a lower risk of developing disease. At
the same time, it is evident that in many parts of the world, intake of fruits,
vegetables, and herbs is far from recommended levels. Less than 10% of
Americans, for example, eat the recommended amount of fresh fruits and
vegetables daily, only 20 % eat enough vegetables, and only 40% eat enough
fruit. Since fruits and vegetables supply most of the flavonoids in our diet, it is
clear that our intake of flavonoids is dangerously low, increasing general risk for
illness and disease.
Some of the richest sources of flavonoids include the following:
? Flavanones (hesperidin, naringenen): citrus (grapefruit, oranges, lemons).
? Anthocyanins: berries! (bilberries, blueberries, cranberries, raspberries,
hawthorn, blackberries, elderberries), red wine, grapes and, beets, red onions,
cherries
? Catechins: Green tea, apples, pears, cherries, red wine
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? Flavanols: onions, kale, parsley, French beans, endive, apples, grapes
? Ellagic acid: red raspberries, cranberries, pomegranate, strawberries, walnuts
Green tea catechins, grape proanthocyanidins, and raspberry ellagitannins are
potent antioxidants, capable of scavenging hydroxyl radicals, superoxide anions,
and lipid peroxy radicals. They also have proven antibacterial, anti-inflammatory,
antiallergic, antimutagenic, antiviral, antineoplastic, anti- thrombotic, and
vasodilatory activity. Comparing these three flavonoid ingredients in Ellagic
Insurance Formula: dried Green tea leaves contain approximately 30% flavonoids
by weight; grape extract contains about 40% oligomeric proanthocyanidins
(OPC); and red raspberries contain approximately 60-100 mg polyphenols per
100 grams, including 1500 micrograms of Ellagic acid per gram.
The role of flavonoid antioxidants cannot be ignored. Oxidative damage is
implicated in most disease processes, and epidemiological, clinical, and
laboratory research on flavonoids and other antioxidants support their use in the
prevention and treatment of a number of acute and chronic degenerative and
life-threatening conditions. Flavonoids can modify carcinogenesis by inhibiting
enzymes that initiate cancer, by modifying how carcinogens are detoxified, by
reducing DNA reactive agents, by suppressing the abnormal proliferation of
preneoplastic lesions, and by inhibiting certain properties of the cancer cell.
Flavonoids may also protect against heart disease and cancer by inhibiting
inflammatory enzymes and the resultant formation of arachidonic acid
metabolites.
There is enough evidence at the present time to suggest that cardiovascular
disease and cancer, the two leading causes of mortality in the United States, can
be significantly impacted by the ingestion of antioxidants, including flavonoids in
the form of foods or in more concentrated form as standardized extracts found in
nutritional supplements.
Red raspberries, grapes, and Green tea are just a few of the many thousands of
plants that contain flavonoid antioxidants, but at present they represent the most
potent of the known flavonoid compounds.
The bottom line is that we have enough epidemiological, clinical, and laboratory
research on flavonoids, and on antioxidants in general, to make some
conclusions about the use of these antioxidant phytochemicals in the prevention
and/or treatment of cardiovascular disease, cancer, inflammatory conditions,
asthma, periodontal disease, liver disease, cataracts and macular degeneration,
just to name a few. This booklet will review why catechins, procyanidins,
ellagitannins, and other phytochemicals are being considered as critical
additions to both preventive and treatment protocols.
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WHAT IS ELLAGIC ACID?
Ellagic acid is a phenolic compound found in plants in the form of hydrolyzable
tannins called ellagitannins. Ellagitannins are esters of glucose with
hexahydroxydiphenic acid; when hydrolyzed, they yield Ellagic acid, the
dilactone of hexahydroxydiphenic acid. Ellagic acid is a very stable compound
and is readily absorbed through the gastrointestinal system in mammals,
including humans.
Berries are the most common food sources of Ellagic acid. The relative amount
of Ellagic acid in average number of micrograms per gram of dry weight fruit
extract is highest in red raspberries at 1500mcg, followed by strawberries at 630
mcg, walnuts at 590 mcg, pecans at 330 mcg, and cranberries at 120 mcg. Torre,
et al., performed a quantitative evaluation of red raspberries that was published
in the Journal of Food Sciences in 1977:
Nutrient Profile of Red Raspberry:
Alpha Carotene 13-60 ug/100g Alpha-Tocopherol 0.45
mg/100g,
Anthocyanin 20-60 mg/100g
Ascorbic Acid (Vitamin C) 25
mg
Beta-carotene 6-30 ug/100g
Boron 0.1-1.3 mg/100g
Caffeic-acid 0.3-0.7 mg/100g
Calcium 22mg/100g
Carbohydrate 11.57 g/100g
Catechin 0.83 mg/100g
Chlorogenic acid 0.1 mg/100g Copper 0.74 mg/100g
Glucose 3.5 mg/100g
Fructose 3.2 mg/100g
Sucrose 2.8 mg/100g
Maltose
Ellagic Acid1.5 mg/100g dry
Energy (calories) 44.62
weight
kcal/100g
Calories from fat 0.54
Epicatechin 3.55 mg/100g
kcal/100g
Fat (lipids) 0.55 g/100g
Ferulic Acid <0.9mg/100g
Fiber 6.8g/100g
Flavan-3-ol 3.2-4.9mg/100g
Flavonols (Kaempferol,
Folic Acid 26 mcg/100g
Quercetin) 7.2-10.2mg/100g
Hydroxybenzoic acid 3.4-4.4
Hydroxycinnamic acid 2.4
mg/100g
mg/100 g
Iron 0.57 mg/100 g
Kaempferol 3.4 - 3.6 ug/g juice
Magnesium18 mg/100g
Malic acid
Manganese 1.013 g/100g
Niacin 0.9 mg/100g
Pantothenic acid 0.24 mg/100g Pectin1.45 g/100g
Phenolics mg/g (dry weight)
Phosphorus 12 mg/100g
23.9
Potassium152 mg/100g
Protein 1.31 g/100g
Quercetin 118-121 ug/g juice Riboflavin 0.90 mg/100g
Salicylic acid 5.14 mg/100g
Sodium (mg) 1.50
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Sugar (g) 5.10
Thiamin 0.30 mg/100g
Vitamin B6 0.57 mg/100g

Tannin 620 mg/100g
Vitamin A (IU) 90.00
Zinc 0.46 mg/100 g

Research studies on Ellagic acid have been extensive, especially in vitro studies
and studies in laboratory animals. Although yet to prove conclusively in humans
that red raspberries will reduce risk of cancer or even cause remission of active
disease, this research does represent a substantial body of evidence to support
the protective effects of ellagitannins in humans in combination with other
chemopreventive nutrients.
Ellagic acid promotes carcinogen detoxification by stimulating the activity of
various isoforms of the enzyme glutathione-S- transferase in hepatoma (liver
cancer).
Ellagic acid slows the growth of abnormal colon cells in humans, prevents the
development of cells infected with the human papilloma virus (HPV) linked to
cervical cancer, and triggers apoptosis (natural death) of prostate cancer cells.
This apoptotic process may also have beneficial effects on breast, lung,
esophageal, and skin cancer (melanoma).
Ellagic acid from raspberries causes apoptosis (normal cell death) of human
cervical cancer cells (human papilloma virus), induces G1 inhibition of cancer
cell division, and prevents destruction of the P53 gene by cancer cells. P53 is
regarded as a safeguard against mutagenic activity (cancer causing changes) in
cervical cells (Nixon, Narayanan).
Unpublished research at the Hollings Cancer Center shows that one cup of
raspberries per week will stop prostate cancer growth for a period of up to one
week. Their studies reveal that Ellagic acid from red raspberries is readily
absorbed through the gastrointestinal tract. Ellagic acid retains its potency after
heating, freezing and concentration processing. So whether consumed fresh, in
juices, fruit spreads, preserves or sorbets, red raspberry has been recommended
as a beneficial part of any healthy diet.
Inhibition of carcinogenesis by Ellagic acid has been demonstrated in animals
with esophagus, tongue, lung, colon, liver, and skin tumors. Ellagic acid inhibits
the initiation of tumors through a number of mechanisms, including inhibition of
metabolic activation of carcinogenic compounds (such as polycyclic
hydrocarbons, nitroso-containing chemicals or food preservatives, and
aflatoxins) into forms that induce cell DNA damage.
Ellagic acid acts as a scavenger to "bind" cancer-causing chemicals, making
them inactive. It inhibits the ability of other chemicals to cause mutations in
bacteria. In addition, Ellagic acid from red raspberries prevents binding of
carcinogens to DNA, and reduces the incidence of cancer in cultured human
cells exposed to carcinogens. Ellagic acid has been shown to inhibit chemically
induced cancer in the lung, liver, skin and esophagus of rodents, and
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TPA-induced tumor promotion in mouse skin (Stoner).
Ellagic acid elicits a dose-dependent bactericidal effect in H. pylori cultures, the
bacteria thought primarily responsible for the development of gastric ulcers
(Chung).
Ellagic acid is an effective inhibitor of lung and esophageal tumors in mice
(Stoner).
Ellagic acid inhibits lipid peroxide and liver hydroxy proline and rectifies liver
pathology in laboratory animal hepatotoxcity induced by carbon tetrachloride
(Thresiamma).
Cancer can affect DNA by covalent bonding of the carcinogen to the DNA
molecule. Ellagic acid inhibits mutagenesis and carcinogenesis by forming
adducts with DNA, thus masking binding sites to be occupied by the mutagen or
carcinogen (Teel).
Ellagic acid treatment of preweanling mice before an injection of B(a)P
diol-epoxide caused a 44-75% inhibition in the number of diol-epoxide-induced
lung tumors (Chang).
Ellagic acid inhibits N-nitrosomethylbenzylamine (NMBA) tumorigenesis in the
esophagus of F-344 rats. Ellagic acid inhibited the development of both
preneoplastic and neoplastic lesions by 25-50% (Daniel and Stoner).
Ellagic acid reduced the number of altered foci and the incidence of
hepatocellular neoplasms in rats with liver cancer induced by
N-2-fluorenylacetamide (Tanaka).
There is clinical evidence that Ellagic acid may inhibit tumors of the prostate and
cervix. Preliminary studies in volunteers indicate Ellagic acid shows up in
cervical tissue after oral ingestion of red raspberries. One study will evaluate
women with atypical squamous cells of undetermined significance (ASCUS) in
which there is neither treatment nor clinical evaluation available. ASCUS
represents as much as 10% of all Papanicolaou smears in the US and represents
approximately 5 million females. In this population, women infected with human
papillomaviruses (HPV) types 16 and/or 18 are at the greatest risk of developing
cervical cancer at some stage in their lives. This population represents
approximately one million women in the United States alone, and in India is one
of the two major cancers affecting women.
Ellagic acids do more than prevent cancer. Berries may also help prevent heart
attacks because they contain a natural form of aspirin called salicylates. British
researchers analyzed the blood of subjects who were not taking any form of
aspirin or drugs containing salicylates. They found salicylic acid and two related
compounds present in blood, presumably from dietary sources, including
raspberries and blackberries.
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Researchers at the National Center for Health Statistics (NCHS) in Hyattsville,
Maryland established a connection between reduced risk of heart attack and
increased intake of salicylates. They found that during a 10 year period
beginning in 1960, when heart attack rates began to decline, non-aspirin
salicylate consumption went up due to salicylate in processed foods which used
a synthetic version to add flavor and aroma.
Ellagic acid is pharmacologically active and has been found to control
hemorrhage in animals and in humans, presumably as a result of its ability to
activate Hageman factor. Animal tests suggest that red raspberry may reduce
levels of glucose (blood sugar) in animals, and therefore may help in the
management of diabetes.
Ellagic acid inhibits lipid peroxidation necrosis of skin flaps, enhancing
preservation of grafting procedures (Ashoori).
Ellagic acid has a marked inhibitory effect on acid secretion and the occurrence
of stress-induced gastric lesions (Murakami).
Ellagitannins are also believed by herbalists to be effective in treating diarrhea,
nausea, vomiting and morning sickness in pregnancy. Herbalists do not,
however, recommend you use red raspberry for this purpose at home even
though red raspberry leaves are included in several herbal pregnancy formulas
sold in the United States for women with a history of miscarriage or difficult
pregnancy for the purpose of regulating uterine contractions, morning sickness,
hot flashes, diarrhea (use weak tea for infants), and for reducing excessive
menstrual flow. The herb is also used as a gargle for sore throats.
Consuming one cup (150 grams) of red raspberries per day prevents the
development of prostate cancer cells in unpublished studies. Most extract
formulas recommend from 500-2000 mg of ellagitannins per day. The amount of
Ellagic acid found in red raspberries is 1500 micrograms per gram of dry weight.
If one cup contains 150 grams by dry weight, then each cup of red raspberries
would average 225 mg of Ellagic acids as well as up to 90 mg of anthocyanidins
and less than 40 mg of other polyphenols including flavanols. As with many
herbal remedies, suggested use and precise dose response relationships have
not been established for ellagitannins extracted from red raspberries.

OPC
OPC is unique among biological nutrients contained in nutritional supplements
in that extensive laboratory and clinical research has been ongoing for more than
fifty years to support the structure and function claims made for its multiple
potential health benefits. I have summarized some of the most important health
benefits of OPC below that are found in greater detail in the more than 100
research articles reviewed in my new book, "OPC: The Real Story About Nature's
Most Powerful Antioxidant."
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OPC has not been prominently featured in cancer research since it has been
found to have overwhelmingly positive effects on cardiovascular and
musculoskeletal health. Its potential chemopreventive properties are currently
under review because of the renewed interest in flavonoids as chemopreventive
agents. Key research includes the following:
Huynh, et al., showed that Pycnogenol® inhibits nitrogen- containing compounds
from causing cancer in the gastro- intestinal tract of rats. Nitrogen compounds
are known to increase risk in humans for both gut and lung cancers.
Nelson, et al., found that Pycnogenol® protected DNA single and double strands
from breaking in the presence of oxygen free radical species. This breakage of
genetic material is thought to be a possible factor in carcinogenesis (creation of
cancer).
Jang, et al., review the properties of the chemical trans- Resveratrol (or
Resveretrol) found recently in red wine and the skin of grapes. Cancer studies at
the University of Illinois found Resveratrol prevented cancer from starting in
normal cells, stopped already cancerous cells from growing, and caused already
cancerous cells to revert back to normal.
Grape skin contained the highest amount of Resveratrol of over 1000 plants
studied. The OPC in EIF comes from red grapes grown in the Rhone Valley of
France that have a comparatively higher content of Resveratrol.
Please keep in mind Resveratrol was tested in cultured cells from mice with
induced cancer; there have been no studies in humans. This does not mean
Resveratrol doesn't fight cancer, but as of today, realistically speaking, there is
more evidence to support its role in reducing heart disease than cancer.
Resveratrol prevents platelet aggregation--another reason or excuse to drink red
wine! Epidemiological studies do present strong evidence for a reduced risk of
both cancer and heart disease in populations consuming higher than normal
amounts of red wine on a daily basis (2-4 glasses per day).
Packer, et al., cite many references that support cancer- protective properties of
flavonoids and polyphenols including OPC. Flavonoids in numerous studies
inhibit the growth of tumor cells by various mechanisms including antioxidant
properties, inhibition of enzymes that facilitate cellular metabolism, and ability to
inhibit telomerase, an enzyme essential for promoting rapid growth of tumor
cells.
A brief review of the multiple benefits of OPC should convince even the most
skeptical scientist of the value of increasing daily intake of bioflavonoids,
including OPC.
OPC inhibits damage to blood vessels and inhibits abnormal clotting of blood,
both of which are related to heart disease. OPC inhibits excessive metabolizing
of nitric oxide, a process linked to inflammation, arthritis, and Alzheimer's
disease (Fitzpatrick).
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OPC 100 mg given to smokers two hours after smoking inhibited clotting of
platelets more effectively and faster than 500 mg of aspirin. A 200 mg dose of
OPC was even more effective with effects lasting a week after the OPC was
stopped (Watson, Putter). OPC corrects some forms of infertility in males by
increasing the number of structurally normal sperm, a more cost effective
treatment than expensive fertility drugs (Roseff)!
OPC is one of nature's most powerful antioxidants, inhibiting superoxide and
hydroxyl forms of oxygen free radicals more effectively than either Vitamin C or
E (Bagchi).
OPC inhibits lipid peroxidation of blood fats more effectively than Vitamin E
(Bagchi).
OPC inhibits growth of cancer cells in the laboratory while simultaneously
enhancing the growth and viability of normal human gastric mucosal cells (Ye).
OPC inhibits acetaminophen-induced liver death in lab mice (Ray).
OPC improved venous insufficiency in 80% of patients treated for just 10 days
with 100 mg of OPC. Itching, heaviness and pain disappeared with rapid
reduction of the swelling in lower limbs. Symptom improvement correlated with
objective changes in videocapillaroscope examination of blood flow
(Constantini).
Resveratrol, a chemical found in the skin of grapes, was shown to protect lipid
and protein membranes against copper- induced oxidation (Fremont).
OPC binds to both collagen and elastin fibers in connective tissue to reduce their
rate of degradation by inflammatory enzymes (Tixier).
OPC protects the lining of blood vessel walls from free radical damage (Rong).
OPC reduces diabetic retinal bleeding and improves vision within a few weeks on
as little as 100 mg per day (Froantin).
OPC reduces peripheral edema in several studies involving over 4,000 patients
(Henreit).
OPC increases capillary resistance, resulting in lower systolic blood pressure
(Lagrue).
OPC reduces severity and duration of soft tissue injuries in soccer players
treated immediately following injury with 400 mg per day tapering over several
weeks to 200 mg per day of OPC from grape seed extract (Parienti).
OPC reduces symptoms in gastric ulcers (Saito).
OPC reduces post-surgical swelling and pain and speeds soft tissue recovery
when elective facial surgery patients were pre- treated before and after surgery
(Baruch).
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OPC reduced symptoms of PMS in over 60% of patients treated with 200 mg of
OPC for three months and in 80% of patients treated for six months (Amsellem).
OPC is an acronym for "oligomeric proanthocyanidins", a polyphenolic
phytochemical extracted from many different plants of which the highest
concentrations for supplement use are found in grape seed extract, entire grape
extract, and pine bark extract.
OPC is distinct from other plant flavonoids because it is a flavan-3-ol. Flavanols
differ from flavonoids in that flavanols are highly water-soluble, absorbable and
bioavailable. OPC is quickly and readily distributed throughout the body within
minutes to a few hours of oral ingestion. OPC also contains ellagitannins in
lesser amounts than red raspberries.
OPC is a potent scavenger of free radicals. It is one of nature's most potent
antioxidants. OPC contains multiple electron donor sites (hydroxyl sites) that
allow it to bind to unstable molecules called free radicals by donating its
hydrogen atoms. OPC also recycles other antioxidants such as Vitamin C and
glutathione by removing the free radicals they bind with and freeing them up to
interact again with other free radicals.
Examples of free radical scavenging activities of OPC include: traps hydroxyl
and superoxide radicals; inhibits or delays onset of lipid peroxidation; chelates
free iron molecules and inhibits iron-induced lipid peroxidation; reduces free
radical production by inhibiting the enzyme xanthine oxidase; and inhibits
degradative enzymes that produce free radicals through soft tissue damage
(hyaluronidase, elastase, collagenase, protease).
OPC from grape seed extract contains the most potent antioxidant activity of the
various polyphenols studied. In one study rat blood vessel walls were exposed to
free radicals and the ability of grape seed extract, pine bark, and bilberry to
protect the blood vessel walls from damaged was measured. Grape seed extract
provided the best arterial wall defense against the damaging effects of free
radicals and on an absolute scale, was 22% stronger than pine bark extract and
15% greater than bilberry extract (Jonadet).
OPC binds to protein tissue such as collagen, producing a wide range of benefits
to health and anti-aging. OPC binds to the collagen in blood vessel walls, making
capillaries stronger and more elastic, improving circulation, and reducing blood
pressure. Since joint capsules, ligaments, and tendons are also made up of
collagen, OPC typically improves joint elasticity and range of motion. Since skin
is also predominantly collagen, OPC is billed in France as the internal cosmetic,
making skin more elastic, softening wrinkles, and giving skin over time a more
youthful appearance.
The protein-binding properties of OPC also affect protein receptor sites that
control enzymes of inflammation and allergy. OPC blocks the release of
histamine, resulting in reduced symptoms in allergies, ulcers, and asthma. OPC
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blocks the release of proteases and collagenases, resulting in reduced swelling,
inflammation, and pain in arthritis.
OPC reduces pain, inflammation, swelling, and stiffness in joints made
symptomatic from arthritis or injury in several documented ways. OPC is a
potent anti-inflammatory that inhibits the release of degradative enzymes
including collagenases, proteases, and elastases that damage soft tissues
including joint cartilage and synovial joint linings. OPC is a potent antioxidant
that inhibits free radical damage and inflammatory response following injury.
OPC speeds recovery from acute injury by inhibiting or reducing the formation of
soft tissue edema secondary to acute inflammation. OPC reduces symptoms of
chronic joint stiffness and restores functional mobility by improving elasticity of
connective tissues. OPC speeds up healing by increasing circulation to joints.
OPC may be the ultimate anti-aging nutrient. OPC improves the appearance of
skin. OPC increases circulation to the brain and enhances cognitive functions
such as memory and mood. OPC reduces joint stiffness associated with wear
and tear of aging. OPC is a potent antioxidant that slows aging by inhibiting the
damaging effects of free radicals.
Diabetics experienced reduced diabetic retinopathy and improved retinal
appearance and clinical visual acuity after taking as little as 100 mg of OPC per
day for six weeks. OPC may enhance peripheral circulation and reduce
symptoms of diabetic neuropathy.
OPC has no known side effects such as mutagenecity, carcinogenecity, cellular
toxicity or allergic reactions in over fifty years of clinical and laboratory research.
Toxicity studies in animals indicate OPC has an extremely high LD50. This
means that humans would have to take literally hundreds of thousands of
milligrams daily to be adversely effected. OPC is safe to take during pregnancy
and breast feeding, unless combined with other herbal ingredients that may be
contraindicated during pregnancy.
OPC works best when taken at saturation levels of at least one milligram per
pound of body weight per day. A person weighing 200 pounds would take 100 mg
twice daily for a total daily dose of 200 milligrams. Therapeutic levels, 300-600
mg of OPC per day, are frequently prescribed by European physicians for
medical conditions they think might respond to OPC. Maintenance levels of 100
mg per day are recommended for healthy, younger individuals taking OPC along
with other supplements for nutritional insurance.

RESVERATROL
Resveratrol is a polyphenol found in red wine and the skin of grapes that is a
naturally occurring antioxidant. It is one of the chemicals thought responsible for
the reduced rate of cardiovascular disease and cancer in populations that
consume red wine on a daily basis. Grape skins have been identified as the
highest known source of Resveratrol.
file:///C|/power/ghs/eif_booklet.htm (15 of 33) [2/28/2001 12:43:48 PM]

Copyright Glen A. Halvorson M.D

Fresh grape skin contains about 50 to 100 micrograms of Resveratrol per gram,
while red wine concentrations range from 1.5 to 3 milligrams per liter. A glass of
red wine contains about 600-700 mcg of Resveratrol compared to about 70-80
mcg in a handful of peanuts. A high quality grape extract contains greater than
400 ppm of Resveratrol.
Extensive recent scientific research has been done on Resveratrol because of
the paradoxical health benefits recorded for red wine. Resveratrol was first
isolated from red wine in 1992. Since then it has been found to lower cholesterol,
inhibit oxidation of LDL cholesterol, inhibit platelet aggregation, and inhibit the
growth of cancer cells in vitro.
Resveratrol not only inhibits the growth of cancer cells, it causes already
cancerous cells to revert back to normal, and blocks carcinogens from turning
normal cells cancerous. Cancer studies at the University of Illinois looked at the
effects of Resveratrol in cancer of mouse mammary glands Resveratrol
demonstrated chemopreventive properties by several mechanisms affecting the
initiation, promotion, and progression of cancer. In other words, Resveratrol
prevented cancer from starting in normal cells, stopped cancerous cells from
growing, and even caused cancerous cells to revert back to normal.

GREEN TEA
Green tea has been considered a medicinal remedy in Chinese tradition dating
back over 4,000 years. The observed health benefits of this folk remedy now
being validated by modern scientific investigation include: lowers total
cholesterol, increases HDL cholesterol levels, reduces blood pressure, acts as a
"blood thinner" by inhibiting platelet aggregation, reduces risk of heart attack
and stroke, reduces risk of cancer, enhances immune cell function, improves
digestion, and prevents dental cavities and gingivitis.
Green tea catechins are definitely included in a broad brush approach to the
health benefits of flavonoids, which includes potential for the prevention and
treatment of cardiovascular disease, cancer, inflammatory conditions, asthma,
periodontal disease, liver disease, cataracts, and macular degeneration.
Epidemiological studies suggest that populations drinking 8-10 cups of Green
tea daily have markedly reduced rates of gastrointestinal cancers as well as
lower rates of cancer of the pancreas, breast, and lung. Japan, for example, has a
very low incidence of cancer which is thought secondary to their relatively high
intake of Green tea.
Laboratory studies supporting the cancer protective effect of Green tea
demonstrate that catechins and other polyphenols inhibit free radical precursors
to cancer as well as block the effects of other tumor promoters including
estrogen, growth factors, and cancer causing chemicals like benzopyrenes and
nitrosamines.
The anticancer effect of Green tea polyphenols, specifically catechins, in human
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and animal studies has been impressive enough for the National Cancer Institute
to include Green tea polyphenols in its "Designer Nutrient Program", a research
effort to investigate the cancer preventative and therapeutic benefits of foods
and food products.
Extensive international research reveals that Green tea catechins have apoptic
activity in human cancer cell lines including prostate, skin, lymphoma, ovarian,
colon, adenocarcinoma, liver breast, lung, and stomach cancers.
Green tea consumption is protective for gastrointestinal cancers in large studies.
Green tea polyphenols have shown promise in vitro as antineoplastic
substances, due to their ability to scavenge oxidative initiators of neoplasia
(Yoshikawa, Picard).
Laboratory and epidemiological studies indicate Green tea catechins exert a
protective effect against prostate cancer. Green tea drinkers have lower rates of
prostate cancer with the lowest rate of prostate cancer in China with the highest
consumption of tea (Gupta).
Antimutagenic properties of catechins against tumors found in laboratory
animals were reproduced recently when tested against four human tumor cell
lines from carcinomas of the breast, colon, lung and melanoma. Epigallocatechin
gallate was the most potent catechin against all four tumor lines. It was
recommended that in vivo animal trials be conducted prior to consideration of
testing Green tea catechins against cancer in humans.
Green tea inhibits cancer in laboratory studies by several mechanisms including
enhanced cell-mediated immunity, increased glutathione-S-transferase activity
(increases glutathione, a powerful intracellular antioxidant), inhibits tumor
growth rate, blocks tumor-induced inhibition of intracellular communication, and
scavenges free radicals. Green tea polyphenols specifically block the formation
of carcinogenic nitrosamines.
When volunteers were given Green tea in combination with 300 mg of sodium
nitrate and 300 mg of proline, the formation of nitrosoproline was strongly
inhibited (Stich).
Daily intake of Green tea polyphenols appears to have multiple health benefits
summarized below, including reduced risk of cancer and cardiovascular disease:
? Catechins protect against radiation, including increased survival and
decreased incidence of radiation-induced tumors.
? Catechins have antimutagenic activity against both spontaneous and
chemically-induced mutations.
? Catechins have anti-tumor activity, inducing phase I and II metabolic enzymes
that increase the formation and excretion of detoxified metabolites of
carcinogens, slowing the rate of cell replication and thus the growth and
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development of neoplasms, and preventing spontaneous and chemically-induced
cancer development.
? Catechins are powerful antioxidants that inhibit oxidation of LDL-cholesterol,
reduce cholesterol levels, and reduce body fat, resulting in a decreased risk of
heart disease.
? Catechins have regulatory effects on blood pressure and high blood-pressure
induced strokes. Individuals consuming more than five cups a day having a
500% decrease in stroke incidence.
? Catechins have antibacterial activity against foodborne pathogenic bacteria
and cavity-inducing bacteria, modifying the intestinal microflora, reducing
undesirable bacteria and increasing beneficial bacteria.
? Catechins have an antihyperglycemic action, lowering both blood-glucose and
normalizing insulin release.
? Catechins show antiviral effects, inhibiting reproduction of numerous viruses
including influenza and human immunodeficiency virus.
Additional research is being published almost weekly on the remarkable healing
properties of Green tea catechins. Important studies are summarized briefly
below:
Green tea also reduces oxidative stress caused by smoking, including decreased
oxidative DNA damage, reduced lipid peroxidation, and reduced urine levels of
free radicals. Green tea appears to significantly lower risk of cardiovascular
disease, even having a protective effect in smokers. Japanese males, for
example, have a relatively low risk of heart disease despite the fact 75% of adults
smoke tobacco.
This "Japanese Paradox" is similar to the "French paradox" in that the
polyphenols in Green tea have a protective effect against heart disease and
cancer just like the polyphenols in red wine protect the French against
cardiovascular disease in spite of their high fat diets.
In Japanese males over 40, the protective effects of Green tea against heart
disease and cancer increased exponentially in proportion to average daily tea
intake comparing risk in men drinking less than three, four to nine, and more
than ten cups of tea daily (Imai).
Green tea increases thermogenesis or fat oxidation. Green tea catechins
increased 24-hour energy expenditure, decreased respiratory quotient, and
increased urinary excretion of nitrogen and catecholamines compared to
controls and those taking caffeine alone. Green tea catechins independent of
caffeine inhibit catechol O-methyltransferase, an enzyme that degrades
norepinephrine, causing a more sustained effect of norepinephrine (adrenalin) on
thermogenesis and energy production from burning of fatty acids. This occurred
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without a stimulatory increase in heart rate, distinguishing Green tea from
sympathomimetic drugs, which can have adverse cardiovascular side effects
(Dulloo).
Green tea inhibits viral infections by a mechanism similar to elderberry
flavonoids. Catechins bind to the hemagglutinin of the influenza virus and inhibit
its absorption to the target cell, thereby inhibiting its ability to infect the target
cell (Nakayama).
Green tea correlates inversely with total serum cholesterol in a study of 1300
Japanese males. Cholesterol level was an average of 8 mg/dl lower in males
drinking 9 or more cups of Green tea per day compared to those consuming zero
to two cups per day (Kono).
Green tea lowers cholesterol by increasing fecal lipid excretion in lab animals
and may reduce levels in humans by a similar mechanism of increasing bile
acids (Yang).
In summary, studies confirm that flavonoids in Green tea have antibacterial,
anti-inflammatory, antiallergic, antimutagenic, antiviral, antineoplastic,
antithrombotic, and vasodilatory activity. Catechins from Green tea are potent
antioxidants that scavenge hydroxyl radicals, superoxide anions, and lipid
peroxyl radicals. In most experimental studies catechins demonstrate superior
antioxidant properties than Vitamin C or E.
Green tea catechins have bacteriocidal activity at concentrations of catechins
found in a single cup of Green tea.
Green tea catechins inhibit oxidation of LDL cholesterol, lower total serum
cholesterol levels, and increase levels of HDL cholesterol.
Green tea also contains components unrelated to the flavonoids. Approximately
3.5% caffeine, 6.5% lignan, 1.5% organic acids, 15% proteins, and 2% theanine,
an amino acid that has recently been shown to reduce blood pressure.
Standardized Green tea extracts contain on average 60-80% total polyphenols,
but may be as high as over 90%.
Green tea contains about 50-100 mg of caffeine, the principal ingredient
responsible for the social popularity of Green tea. Caffeine stimulates the central
nervous system, respiratory, cardiac, and skeletal muscle systems. Caffeine
causes coronary artery dilation, smooth muscle relaxation, and diuresis.
Long-term studies on caffeine consumption, interesting, refute acute studies that
caffeine is harmful to the cardiovascular system and aggravates hypertension
(Robertson). Most Green tea extracts, including the extract in Ellagic Insurance
Formula, have been decaffeinated.
Studies suggest that 200-400 mg of Green tea polyphenols approximates the
amount of catechins found in 8-10 cups of tea daily. Unfortunately, it is difficult
for most individuals to consume the 5-10 cups of Green tea daily that research
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has shown to be beneficial. One option is to take catechins concentrated in
extracted supplement form as provided in Ellagic Insurance Formula.
Approximately 200 mg of Green tea catechins in this formula corresponds to the
amount of catechins found in 5-8 cups of Green tea.

VITAMIN C
Hundreds of epidemiological studies have pointed to the importance of dietary
and supplemental ascorbate in the prevention of various types of cancer
including bladder, breast, cervical, colorectal, esophageal, lung, pancreatic,
prostate, salivary gland, stomach, leukemia, and non-Hodgkin's lymphoma
(Altern Med Rev 3(3):174-186, 1998).
Vitamin C was first recognized in the 18th century as a cure for scurvy in the
form of fresh citrus juices. Albert Szent- Gyorgyi first isolated ascorbic acid in
the late 1920's as 3- keto-L-gulofurnlactone. By the 1990's Vitamin C has become
the most commonly used single supplement in the US. Its use in cancer therapy
started with W.J. McCormick, a Canadian physician, who formulated in 1954 the
hypothesis that cancer is a collagen disease secondary to a Vitamin C
deficiency. While alternative cancer treatments, such as The Gerson therapy,
have been incorporating high doses of Vitamin C for years, the use of Vitamin C
supplementation in large doses for the prevention and treatment of cancer was
not aggressively advanced to the public until 1971 when Linus Pauling, PhD, and
Ewan Cameron, MD., presented studies of their use of high-dose Vitamin C for
treatment of patients with advanced cancer. Since 1971, considerable attention
has been paid to Vitamin C and cancer, particularly in the area of prevention. But
until recently, there has been a paucity of human studies using Vitamin C to treat
already existing cancer.
The chemopreventive properties of Vitamin C include:
? Vitamin C is a potent antioxidant that scavenges cancer- causing free radicals,
neutralizes carcinogenic chemicals such as nitrosamine and nitrites, and
regenerates active Vitamin E in lipid membranes.
? Vitamin C stimulates collagen formation necessary for "walling off" of tumors.
? Vitamin C inhibits hyaluronidase which keeps the ground substance around
the tumor intact and prevents metastasis.
? Vitamin C is a potent immunostimulant that enhances lymphocyte function and
rapidly mobilizes phagocytes, has potent anti-viral and anti-bacterial properties,
increases IgA, IgG and IgM antibody levels, stimulates interferon synthesis, and
accelerates and promotes wound healing after cancer surgery.
? Vitamin C regulates inflammation by increasing synthesis of prostaglandin
PGE1(anti-inflammatory) and inhibiting prostaglandin PGE2 (inflammatory).
? Vitamin C reduces the toxic effect of chemotherapeutic drugs such as
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Adriamycin.

VITAMIN A
Vitamin A is a fat-soluble vitamin that occurs in nature either preformed Vitamin
A or as provitamin or precursor Vitamin A. Preformed Vitamin A, such as retinol
and retinal in eggs, is ready to be used by the body directly from food sources.
The carotenoids and carotenes are forms of provitamin or precursor Vitamin A.
Carotenes (including beta-carotene) are a group of fat-soluble pigments found in
orange, dark yellow, and dark green vegetables and fruits. Provitamin A can be
converted into Vitamin A once ingested.
Researchers have identified over 600 active carotenoids, of which only 30-50 can
be converted into Vitamin A. Beta- carotene is readily converted into Vitamin A
and has many functions, including some which are independent of Vitamin A.
Retinol, retinal and retinoic acid are fat-soluble Vitamin A derivatives vital to eye
and retina function, that protect the mucous membranes of the mouth, nose,
throat and lungs from damage, and reduce risk of infection and cancer. Low
levels correlate with increased lung, larynx, esophagus, mouth, stomach, colon,
prostate and cervix cancers.
Increased dietary intake of carotene-containing foods is associated with a lower
incidence of certain lung, digestive tract, and other cancers. A study monitoring
8,000 men over a five-year period found that those with the lowest intake of betacarotene had the greatest risk of getting lung cancer. Another long-term study of
2,000 men demonstrated that smokers with the lowest intake of beta-carotene
were several times more likely to develop lung cancer than smokers with the
highest intake of beta-carotene. (Hendler).
Because Vitamin A is a fat-soluble vitamin, it may be toxic at high levels.
Deficiency of Vitamin A and carotenoids, however, are a much greater concern
than taking these nutrients in excess. Extensive medical and pharmaceutical
research have done with Vitamin A and carotene-derived substances, as
evidenced by thousands of articles in numerous scholarly journals, and
numerous diverse health care by products of that research, ranging from acne
medication (Retin A) to anti-cancer compounds.
Food sources of Vitamin A include animal and fish liver, eggs, milk and butter.
While you can overdose on fat-soluble Vitamin A supplements, large doses of
water-soluble beta carotene, found in carrots, broccoli, spinach, cabbage, orange
and yellow fruits, are non-toxic and remain an extremely potent source of
exogenous antioxidant activity.
Individuals deficient in Vitamin A are more susceptible to infectious diseases and
have higher mortality rates. Vitamin A stores are severely depleted during
infection. Infectious conditions associated with Vitamin A deficiency include the
measles, pneumonia, chicken pox, AIDS, chronic nephritis, and respiratory
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syncytial virus.
Vitamin A and its analogues inhibit cancer in numerous ways. They prevent
tumor initiation and proliferation, attack and destroy cancer cells, and may
actually reverse precancerous lesions. In addition to their anti-cancer properties,
the potent anti-inflammatory and antioxidant properties of Vitamin A and
carotenoids reduce some of the more toxic effects of radiotherapy and
chemotherapy.
Pregnant women should not use high doses of Vitamin A; instead, use
beta-carotene. Since Vitamin A is a fat-soluble vitamin stored in the body, toxicity
is possible. Beta carotene or plant sources contain precursor Vitamin A, and
cannot convert quickly enough to cause a toxic condition. A nonharmful
temporary skin yellowing may occur when large amounts of carotene-rich foods,
such as carrots or tomatoes are consumed.
Adults who consume an excess of 50,000 I.U. of Vitamin A per day for several
years may develop toxicity. Smaller daily doses may result in toxicity if there are
malfunctions in storage and transport of Vitamin A, which occurs in liver
cirrhosis, hepatitis, inadequate protein consumption, and in children and
adolescents. Symptoms of Vitamin A toxicity include dry, fissured skin, brittle
nails, cracks in the corners of the mouth and chapped lips, fatigue, nausea,
irritability, gingivitis, alopecia, and anorexia.

VITAMIN E
Vitamin E is a potent antioxidant with proven anti-cancer activity that also has
proven protective effects against cardiovascular disease. In its natural food
state, Vitamin E is actually a family of seven different tocopherols, but the form
used for most supplements and medical studies is the alpha- tocopherol form.
Vitamin E was originally isolated from wheat germ oil. Its fat-soluble properties
allow Vitamin E to function as a potent antioxidant in both the fat-soluble and the
water-soluble parts of the cell membrane. Vitamin E helps maintain cell wall
integrity and preserve energy metabolism of the cell by inhibiting lipid
peroxidation of cell membranes. Vitamin E is also an immune-enhancer and
protects against pollution-derived lung damage.
The anticancer activity of Vitamin E is thought to be via its antioxidant action and
immune enhancement properties. Vitamin E works synergistically with other
potent cellular antioxidants including Selenium, Vitamin C, zinc and others. For
example, Vitamin E enhances the cancer preventive effect of Selenium on
chemical-induced breast cancer in rats, acts with zinc as a stabilizer of cell
membranes, requires Selenium for adequate absorption from the gastrointestinal
tract, is destroyed more readily by free radicals in the presence of copper or iron
unless adequate Vitamin C is present, and is required to maintain normal levels
of Vitamin A in the liver and plasma.
Vitamin E has been shown to be one of the strongest protectors against the
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environmental pollutants, ozone and nitric oxide. Nitrites are major sources of
free radical damage to cells. Nitrites form with amines in the gut to form
carcinogenic compounds. Nitrites, like many chemicals, are not carcinogenic
until they are converted to an active form in the body. In some cases Vitamin E
can prevent the conversion of inactive forms of such cancer causing substances
to active forms.
Vitamin E also prevents the action of tumor promoting and tumor initiating
agents which are present in the environment and diet.
Vitamin E influences the effectiveness of many drugs currently used in cancer
treatment. In vitro studies show, for example, that Vitamin E acetate in
combination with vincristine, 5-fluorouracil,adriamycin, or chlorozotocin
produces a synergistic effect, whereas Vitamin E in combination with bleomycin,
l-(2-cholrethyl)-3-cyclohexyl-1- triazeno-imidazole-4-carboxamie (DTIC),
mutamycin or cis- diamine) dichloro-platinum II (cis-platinum II) produces an
additive effect in inhibiting growth of neuroblastoma cells.
In glioma cell cultures, Vitamin E acetate in combination with vincristine or CCNU
produces a synergistic effect, whereas Vitamin E in combination with bleomycin,
5-fluorouracil, adriamycin, DTIC, mutamycin and cis-platinum produces an
additive effect on the inhibition of growth.
These studies suggest that the effectiveness of the interaction of Vitamin E with
cancer chemotherapeutic drugs depends upon tumor form and type of drug.
Vitamin E also enhances the effect of some naturally occurring substances such
as prostaglandins and sodium butyrate on neuroblastoma cells in vitro. The
relevance of the above results in humans is not known at this time.
Vitamin E appears to protect against radiation damage and to also protect
against radiation-induced cancers in vitro. Vitamin E protects cells from the
toxicity of certain heavy metals, including mercury-induced brain damage.
Vitamin E also protects against lung damage generated by cigarette smoke.
Vitamin E appears to protect against various cancers through several actions:
Vitamin E kills tumor cells directly, enhances the effect of tumor therapeutic
agents (drug, radiation and heat), reduces the toxic effect of tumor cells, and
enhances normal immune functions.
Vitamin E's ability to reduce free radicals may slow aging and reduce risk of
cancer risk.

SELENIUM
Selenium is an essential micro-nutrient whose best source is seafood given its
gradual disappearance from intensively farmed soils. Selenium is toxic in
extremely high doses but regarded as safe at normal supplement levels of 50-200
micrograms/day. A potent antioxidant, Selenium is an important co-factor for the
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body's natural antioxidant glutathione peroxidase system. Selenium in
partnership with Vitamin E protects against cancer and prevents lipid
peroxidation. Selenium is an effective detoxifier of heavy metals and boosts
immune function against bacterial and viral infections.
The most important recent study on Selenium came from the University of
Arizona where researchers were looking at the relationship of Selenium to
specific skin cancers in 1,312 volunteers with an average age of 62 and a history
of skin cancer. Each participant received either 200 micrograms of
yeast-Selenium daily, or a matching placebo.
After the study had been in progress for 10 years, researchers found that,
although incidence of non-melanoma skin cancer had not been influenced by the
supplement, new cases of life- threatening cancers were 37 percent lower among
those taking Selenium with highly significant reductions in the incidence of
colorectal and prostate cancer. The probability was less than 1 in 1,000 that this
beneficial effect occurred by chance. Possibly more significant, the study found
that the total cancer death rate was 50 percent lower in the treated group, with
mortality from lung cancer significantly and substantially reduced.
A second lesson from the study was that larger than previously used doses of
Selenium, 200 mcg per day in the form of Selenium yeast, were extremely
well-tolerated with no side effects or other evidence of toxicity, contrary to earlier
reports and concerns that such high doses of Selenium would be toxic. Most
Americans get less than 100 micrograms of Selenium a day without
supplementation, as the trace mineral occurs naturally in food, but in reduced
amounts secondary to gradual depletion from soils.

SUMMARY
We have a health care crisis in America today because we have ignored the
lessons of nature. Technology cannot prevent degenerative disease, nor does it
restore health or rejuvenate the human body. One approach that is based on
sound science and common sense is nutrition. Feed the body and heal the body.
Ellagic Insurance Formula is one of many natural and healthy alternatives that is
making a difference in the lives of thousands of health conscious consumers
who are committed to optimal vitality and longevity. Explore the references and
learn about the substantial health benefits of bioflavonoids.
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DISCLAIMER
The author, publisher, endorsers, distributors, companies, or anyone else whose
name appears in this book shall have no liability or responsibility to anyone with
respect to any loss or damage caused, or alleged to be caused, directly or
indirectly by the information contained in this book.
Information and understanding about health and medicine is expanding
exponentially every year. The best the author can do is put forth information as it
is currently known. This does not guarantee that the information in this book is
completely accurate or safe. This book is therefore an educational guide only,
and should not be used as a substitute for the advice and care of your personal
physician.
Although it is the author's intention to educate health conscious consumers and
motivate them to take a more active role in preventive measures that promote
vitality and longevity, no book, including this book, can replace the services and
knowledge of a trained health care professional.
This information is not intended for the diagnosis, treatment, cure, or mitigation
of any illness, disease, or medical condition. The content of this book is for
information only, and its application is not intended to encourage self-treatment
by the layperson. Any application of the information and/or recommendations in
this book is at the reader's own discretion and sole risk. Please see a qualified
health care professional for medical advice before taking Ellagic Insurance
Formula or any other nutritional supplement.

file:///C|/power/ghs/eif_booklet.htm (33 of 33) [2/28/2001 12:43:48 PM]

