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By Neal D. Barnard, M.D.

The prostate is an organ that sits snuggled up under the
bladder. In spite of decades of research, we still have
no idea what it is doing there. We do know that pros-

tate secretions end up in semen. But sperm are perfectly ca-
pable of fertilizing an egg without the prostate’s contributions.
When the prostate is removed, men live without it quite hap-
pily. The only health problems are caused by the surgery it-
self.1

One might wonder if the main purpose of the prostate is
to aggravate older men. As time goes on, many men have an
enlargement of their prostates, causing annoying and some-
times painful urinary problems. The prostate is also the num-
ber one cancer spot in a man’s body.

These problems are not inevitable. They depend in part on
what men eat. Like so many other parts of our biology, the
mixture of nutrients we choose every day can encourage pros-
tate cells to grow into an aggravating mass or can help them
stay put.

The bladder empties into a tube called the urethra, which
passes through the prostate gland, where it is joined by an-
other tube carrying sperm from the testes. Starting at about
age 30, the prostate cells alongside the urethra start to multi-
ply. If this continues, they can pinch off the urethra, causing a
poor urinary stream, dribbling, pressure, and, ultimately, in-
fection and kidney damage. Irritation of the urethra causes
the urge to urinate and repeated nighttime trips to the bath-
room. It does not take much prostate growth before the uri-
nary symptoms begin. The technical term for an enlarged pros-
tate is “benign prostatic hyperplasia.” It is not cancer because
these cells will not invade neighboring tissues or spread to other
organs.

By age 80, some cell multiplication has occurred in most
men. Only about half of them actually have significant en-
largement of the gland, and only a quarter have any urinary
symptoms. In many men, the prostate actually shrinks as they
get older.2

Mild prostate symptoms sometimes improve with no treat-
ment at all. In one research study, men with mild prostate en-
largement were followed for five years, by which time a quar-
ter of them had improved without treatment. About half
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stayed the same, and another quarter had gotten worse.3

However, men with difficulty urinating should not defer medi-
cal treatment because they can end up with serious kidney prob-
lems, not to mention continued discomfort.

Doctors sometimes prescribe drugs to relax the pressure
in the prostate or to block the hormones that lead to enlarge-
ment. Finasteride (Proscar) is in the latter category. It shrinks
the prostate and is well tolerated. In more severe cases, urolo-
gists remove a bit of prostate tissue, which, with modern tech-
niques, can be done through the penis. The operation is called
a TURP, or transurethral resection of the prostate, and is very
commonly done.4 In some cases, a simpler procedure works,
making only small incisions in the prostate (transurethral in-
cision of the prostate, or TUIP). A researcher named Burhenne
developed a balloon device for dilating the prostate (transure-
thral balloon dilation of the prostate, TUDP) and actually tried
it on himself. Similarly, other researchers are trying out a tran-
surethral laser-induced prostatectomy (TULIP). Balloon and
laser procedures are still experimental.5

Although male readers have undoubtedly crossed their legs
by this point in the discussion, a TURP is actually a fairly easy
procedure, particularly compared to treatments used in times
past. The main downside of the TURP is that, by eight years
after the operation, up to 16 percent have to be repeated.6

Your Prostate Would Rather Be a Vegetarian

Changing your eating habits can help prevent prostate
problems. The reason is not hard to imagine. The pros-

tate is under hormonal control. In the prostate cells, testoster-
one is turned into a powerful hormone called DHT
(dihydrotestosterone), and DHT is what drives prostate enlarge-
ment. This is the conversion that finasteride blocks.

Foods can strongly influence sex hormones, including tes-
tosterone. Could it be that cutting out meats and dairy prod-
ucts and adding more vegetables to our plate could turn down
the hormonal stimulation of the prostate and prevent pros-
tate problems? That is, in fact, exactly what researchers have
found. Daily meat consumption triples the risk of prostate
enlargement. Regular milk consumption doubles the risk and
failing to consume vegetables regularly nearly quadruples the
risk.7 Prostate hyperplasia is reportedly increasing in Asian
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countries, paralleling the westernization of the diet that has
occurred in recent decades.8

The meat-based diet that has become routine in Western
countries and is now spreading to other parts of the world
encourages many hormone-related conditions, and prostate
enlargement is no exception. Even if you grew up as a meat
eater, your prostate would rather be a vegetarian.

By the way, the enzyme that turns testosterone into DHT
(5-alphareductase) is also found in the scalp,9 where it works
mischief of a different sort. DHT plays a critical role in bald-
ness. Without it, men will not lose their hair, no matter what
their genetics may dictate. DHT activity in the scalp may be
subject to dietary manipulation.

Nutritional treatments for prostate enlargement are being
explored by an increasing number of practitioners. The first
step is a low-fat, vegetarian diet. Physician and medical au-
thor David Perlmutter, M.D., has reported success in reducing
prostate symptoms using the following regimen (all listed
supplements can be found at health food stores) in addition
to a vigorous program of dietary changes:

1. Saw palmetto (Serenoa repens), a natural plant extract,
taken in a dose of 160 milligrams twice a day.

2. Cold-pressed flaxseed oil, two tablespoons per day. If this
causes loosening of the stool, the problem usually abates
after a week or so.

3. Vitamin E (Carlson brand), 400 IU per day with food. Re-
duce to 100 IU per day if you have high blood pressure.

4. Vitamin B6, 100 milligrams per day.

5. Avoid caffeine and keep alcohol consumption to a mini-
mum.

Saw palmetto is extracted from a type of palm tree and
has been shown to prevent the conversion of testosterone to
DHT and to reduce prostate symptoms in clinical tests.10 The
flax oil provides essential fatty acids and vitamin E is used to
protect the flax oil against oxidation.

Prostate Cancer

Prostate cancer differs from prostate enlargement in that
cancer cells can invade neighboring tissues and spread to

other parts of the body. If cancer cells would simply stay put,
the disease would be little more than an inconvenience.

Researchers have examined the prostates of men who have
died from accidents or other causes and have found some-
thing you might not have expected. Among 30- to 40-year-old
American men, 30 percent have cancer cells in their prostates.11

By age 50, this figure rises to about 40 percent.12 This is a shock-
ingly high percentage. But in most cases, these are latent can-
cer cells. While they are clearly abnormal, they are not yet at
the stage where they rapidly multiply and spread. In many
cases, they never will be. Again, foods can make the difference.

A comparison of different countries is revealing. In Asia
and Latin America, latent cancers are much rarer than they
are in the United States or Western Europe. Moreover, the risk
of these cells growing into invasive or spreading tumors var-
ies in precisely the same way. A man in Hong Kong has a 16
percent likelihood of having latent cancer cells in his prostate
after age 45, while a Swede’s risk is double that figure, at 32
percent. And compared to a man in Hong Kong, the Swede is
eight times more likely to die of the disease.13

Cancers are like weeds whose seeds blow from place to
place. On moist, fertile soil, they take root and grow uncon-
trollably. But if the soil is not watered or fertilized, they lie
dormant or even whither away. The Swedish diet makes the
male body fertile soil for cancer. Asian diets do not provide
such welcoming ground for cancer growth. No country has a
perfect diet, but the trend is clear. Countries with fatty, meaty
diets have much higher cancer rates than countries that use
rice, other grains, beans, or vegetables as their staples.

Testosterone and related hormones stimulate prostate can-
cer cells like fertilizer on weeds. The high-fat, meat-based diet
boosts testosterone’s effects and has been linked in many stud-
ies to high rates of prostate cancer.14

Vegetarians and populations whose culinary traditions are
based on rice, soy products, or vegetables not only have lower
cancer rates; they also have a far lower risk of progression
should cancer cells gain a foothold.15 The possibility that sur-
vival for cancer patients may be improved to the extent that
they adopt a plant-based diet is bolstered further by the find-
ings that vegetables and fruits strengthen the immune cells that
seek out and destroy cancer cells and inhibit their spread.

More research is needed to know just how extensive the
effects of dietary change might be, but one high-profile case
suggests the potential. Anthony J. Sattilaro was president of
Methodist Hospital in Philadelphia and became perhaps the
most famous advocate of the use of diet against cancer. In his
best-selling book Recalled by Life,16 he raised the question as
to whether diet can turn the tide on cancer, and the fact that
there was simply not enough information yet available to
speak with assurance.

Dr. Sattilaro was a young man when he was found to have
prostate cancer. By the time it was diagnosed, it had spread
throughout his body. Surgical removal was impossible; there
was nothing for him to do but to get his affairs in order.

By chance, he happened to meet some young people who
were advocates of macrobiotics, which is essentially a tradi-
tional Asian diet including generous amounts of rice and veg-
etables. There is a wealth of literature drawn from Asian tra-
ditional medicine on using diet in dealing with cancer and many
other health problems. Although Sattilaro was skeptical, and
initially taken aback by the idea of such a radical change in his
diet, he felt he had nothing to lose. He began a macrobiotic
program with the same rigidity that he had applied to his medi-
cal career. And as his book described, his symptoms began to
fade. Before long, all trace of the cancer, including that on his
X-rays, disappeared.

There were no double-blind studies, no control patients,
or anything else that would suggest that what happened to
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Dr. Sattilaro will happen for anyone else, although there is a
large cadre of people who report similar results.

I became interested in Sattilaro’s story, so I went in search
of him. He had resigned his job as head of Methodist Hospi-
tal and had moved to Florida. I met him in 1986. He was not
only alive ten years after his anticipated death, but youthful
and vigorous. He had adhered to the macrobiotic diet and
adopted a specific exercise program. He went swimming ev-
ery day. His cancer seemed to be gone, and he kept X-ray films
in a file for when he needed to remind himself of his remis-
sion. Sattilaro had been deluged with letters from other can-
cer patients, but always answered that he did not know if what
had happened to him could also happen for them. He was
not even sure that his dietary program should get the credit.

Eventually, he began to deviate from the diet, adding fish
and chicken, as if to test whether he was cured or simply in
remission. If it was a test, he failed. In July 1989, I called Dr.
Sattilaro and found him to be gravely ill. His cancer had re-
curred—“viciously,” he said. He was in good spirits, but har-
bored no illusions about the grim situation he was in. He knew
that the end was very near. He had resumed the use of pain-
killers, which at times made him quite groggy.

Can the regimen he followed be given credit for his
decade-long reprieve from cancer? Did his deviation from the
diet compromise his defenses against cancer? These are ques-
tions that, while intriguing, are not answerable.

For the patient contemplating surgery, doctors are often
less aggressive than for other cancers. This is partly because
prostate surgery can cause a lot of problems, at least in the
short term. Incontinence can last for weeks and is permanent
in a small percentage of cases.17 Damage to nerves and arter-
ies during surgery often causes impotence, although in some
cases the nerves and arteries can be spared.18 Doctors realize
that prostate cancer often advances very slowly. Most patients
live many years whether they have surgery or not, and some
researchers believe that surgery does not always change the
long-term odds very much.19

It is essential to tailor your treatment to your specific con-
dition, taking advantage of a second opinion if necessary. Doc-
tors may recommend observation alone, particularly for older
men whose tumors are small and less aggressive, as determined
by biopsy results.20 If surgery is deferred, the physician can
periodically monitor levels of PSA, prostate-specific antigen,
which indicates changes in the tumor.

Prostate-Specific Antigen

PSA, a protein made within the prostate and secreted into
semen, shows what the prostate is doing. If the gland is

disrupted for any reason—surgery, biopsy, trauma, or can-
cer—PSA leaks into the bloodstream and easily  shows up on
a simple blood test. A low level of PSA is present in the blood
of any man with a functioning prostate; higher levels alert phy-
sicians that a change of some type has occurred in the pros-
tate.

PSA levels vary greatly from one person to the next. For
cancer patients, doctors are less interested in the exact PSA level

than in changes over time. If the prostate is surgically removed
and there has been no spread of the tumor elsewhere in the
body, the PSA will fall to zero within three weeks after the op-
eration. Radiation treatments cause a slower drop.21 A PSA
increase may be a sign that further treatment is needed.

Increased PSA levels do not necessarily mean cancer. They
can also be caused by benign prostate enlargement, infection,
or surgical manipulation.

If your diet is right, you may never know you even have a
prostate except when your doctor asks to check it. The very
same low-fat vegetarian diet that is so good for you in many
other ways is by far the best diet for preventing prostate
problems.
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