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ell degeneration depends on many factors including com-

plex genetics that influence aging. All factors leading to

aging are partially controllable, and aging is fundamentally
a result of controllable abnormal defects. Doctor Denham Harman
postulated a “free radical theory of aging” more than 50 years
ago. With a study of mice exposed to radiation, Dr Harman observed
destructive molecules as free radicals that changed the cell function
irremediably. Malnutrition and exposure to toxins increases the risk
of cell oxidation.? Previous studies supported the theory that the
free radical is a primary cause of common diseases such as brain
disease and kidney diseases.

Persistent inflammation occurs frequently with aging and is a
primary contributor to the deterioration that our body undergoes
as we grow old.? Inflammation can be triggered by both internal
and external causes, making it difficult to prevent. For instance,
excess belly fat releases inflammation-causing molecules called
cytokines.* Continuous low-level inflammatory assaults inflict
damage on everything from brain cells and arterial walls, to cell
regulatory genes.’ Heart attack, stroke, heart valve failure, cancer,
and Alzheimer’s have all been linked to chronic inflammation that
occurs in most of us as we age.

Glycation is the result of excessive glucose in the body reacting
with the body’s protein forming toxic substances and nonfunctioning
units.® Glycation can sometimes result in two strands of protein
being joined together, called cross-linking.” This is a process which
can damage the body’s organs.® Methylation is the process of
replacing a hydrogen atom with a methyl group. Human beings
depend on methylation to detoxify poisons, to repair DNA and to
supply anti-aging hormones. Hormone decline is one factor in
the aging process and aging is caused by hormone imbalances.
All male and female hormones affect the mental and physical
well being of humans. An abnormal hormone concentration is a
serious contributory factor of illness.

Overcoming the effects of aging

Preventing free radical damage’® is the most important factor
to fight aging. People need to take a series of measures in order to
reduce free radicals. These include consuming chemical-free foods,
avoiding exposure to ultraviolet radiation and toxins, in order to
prevent radical damage.''> People can counteract the effects of
these damaging factors by supplementing their daily diet with'*"*
vitamins, carotinoids, selenium, zinc, manganese, coenzyme Q10,
and lipoic acid. All of these substances are essential to attack free
radicals.”"7 Most people obtain phytochemicals from fruits and
vegetables in their diet but this is not deemed sufficient for optimal
antioxidant protection.'®"”
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C-reactive protein and fibrinogen are important blood
markers.?® A slight elevation of these markers can double
the risk of heart disease. Supplementary nutrition such as
omega-3 fatty acids and curcumin play an active role in
the reduction of inflammation.”>?* Homocysteine destroys
the vascular endothelial lining which is the cause of
cholesterol deposits on the vascular wall.**?” Consumption
of folic acid, vitamin B6 and B12 counteract the negative
effects of homocysteine.®®* The prevention of glycation
with carnosine is one of the most effective anti-aging
measures to be taken.**** An anti-aging lifestyle requires
adequate diet, exercise, sleep and stress reduction.

The anti-aging lifestyle

The prevention of anti-aging incorporate essential
components; diet, exercise, sleep and stress reduction. The
diet should emphasize the quality of lean protein complex
carbohydrates and healthful fats rather than the quantity.

Recommendations for anti-aging diet are:

- Eliminating sugar and refined carbohydrates.

- Increased more unsaturated fats (olive oil and nuts)
and essentials fatty acids (omega 3 acid salmon and
other fatty fish).

- Increased consumption of quality protein. At least
one third of calories consumption should be from
fish, egg white, lean cuts of organically raised beef
and poultry, low-fat organic diary products, beans.

- Take fresh vegetables and the widest possible
variety of brightly colored fruits and vegetables in
red, yellow and green foods; these are health
promoting phytochemicals.
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