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Lignans Protect Against Prostate Cancer 

By William Faloon 

It would be simple if just one compound was shown to totally prevent prostate cancer. The 
scientific facts, however, reveal that reducing one’s risk of this epidemic killer requires a multi-
pronged approach. Life Extension members already consume nutrients that have been shown in 
numerous studies to reduce prostate cancer risk. Yet as we age and more gene mutations 
accumulate in vulnerable prostate cells, there is a need to block additional mechanisms that enable 
cells to transform (or evolve) into malignant tumors. Natural plant lignans have demonstrated 
remarkable multifaceted properties against the development and progression of prostate cancer, a 
disease that is poised to become the most common malignancy striking aging men.  

While potentially effective drugs like Avodart® cost over $1,000 a year, these novel lignans have 
been added at no additional charge to a formula used by most male Life Extension members. 

In Japan and China, the incidence rates of prostate cancer are almost 10-fold less than those reported in the United States and 
Europe.1 Scientific studies indicate that what we eat significantly influences the incidence and mortality of prostate cancer.2-8 

The lifestyle differences between East and West are considered major risk factors for developing prostate cancer. Traditional 
Japanese and Chinese diets are rich in foods such as fruits, vegetables, grains, and seeds—rich sources of lignans—whereas 
the typical Western diet tends to be a poor source of lignan compounds. It now appears that these lignans may play a role in the 
prevention and treatment of prostate cancer. 

WHY YOU WANT HIGH BLOOD LEVELS OF ENTEROLACTONES 

In response to eating certain plant foods, the intestine converts their lignans into compounds called enterolactones, which enter 
the bloodstream. Findings from human and animal studies indicate that these enterolactones protect against hormone-dependent 
cancers via several well-established mechanisms.9-11  

In a large Swedish study involving 1,499 prostate cancer patients and 1,130 controls, blood 
(serum) levels of enterolactones were measured.12 Men with the highest serum enterolactone 
concentration (fourth quartile) were 82% less likely to have prostate cancer compared with 
men in the lowest quartile. Men in the second and third quartiles of enterolactone levels were 
26% and 37% less likely to have prostate cancer, thus showing a definitive dose-response risk 
reduction with increasing enterolactone blood levels. 

A similar study conducted in Scotland on 433 prostate cancer cases with 483 men serving as 
controls showed that men with the highest serum enterolactone levels were 60% less likely to 
have prostate cancer compared with men who had the lowest levels.13 This study also showed 
that men who consumed the most soy foods were 48% less likely to have prostate cancer. The doctors who conducted this 
study concluded: 

“This study supports the hypotheses that soy foods and enterolactone metabolised from dietary lignans protect against prostate 
cancer in older Scottish men.”13 

A diet-based study conducted in western New York evaluated 433 prostate cancer patients and 538 controls.14 The findings 
showed a 34% risk reduction in the group consuming the highest amount of enterolactone-precursor lignan foods. These diet-
questionnaire studies can sometimes be inaccurate, but this one helps confirm the more precise Swedish and Scottish studies 
showing prostate cancer risk reductions of 82% and 60%, respectively, in men with the highest serum enterolactone levels. 



TREATING HUMAN PROSTATE CANCER IN MICE 

One way of identifying anticancer compounds is to test them against human tumor cells that have been injected into mice. A 
group of mice were inoculated with human prostate cancer cells to ascertain the effects produced by dietary administration of two 
different doses of the hydroxymatairesinol (HMR) plant lignan.15  

Compared with the higher-dose HMR lignan group, the lower-dose group had a 259% greater tumor 
volume. Furthermore, mice given the higher-dose HMR lignan in their daily food had a dramatic 
360% greater apoptotic index compared with the control group.15 Apoptosis is the natural 
termination of defective cells. Cancer cells are resistant to natural destruction, making them difficult 
to eradicate. The ultimate goal of most treatment modalities is to induce cancer cell apoptosis. 

In comparison to the lower-dose HMR lignan group, the control group mice (receiving no lignans) 
had 260% greater tumor volume. Mice given the lower-dose HMR lignan had a 353% greater tumor 
cell apoptotic index compared with the no-lignan group. Moreover, in the group receiving the higher 
lignan dose, the cell proliferation index was reduced by 21%, compared with the control group not 
receiving any lignans.15 

Anti-tumor effects were also observed when HMR lignans were administered in animals to evaluate their effects on mammary 
(breast), liver, intestinal, and uterine tumor development.16-19 

HOW LIGNANS PROTECT AGAINST CANCER 

The primary benefit of lignan consumption is to increase blood levels of enterolactone. Enterolactone is produced during the 
metabolism of plant lignans by the intestinal bacteria. Scientists have conducted extensive research to ascertain why 
enterolactones are so effective against prostate and other cancers.  

A number of studies show that the increase in estrogen that occurs in aging men is a culprit in the development of both benign 
prostate enlargement and prostate cancer.20-23 Enterolactone functions via several mechanisms to reduce estrogen levels.  

Enterolactone inhibits the aromatase enzyme that is responsible for converting testosterone into 
estradiol (a potent estrogen).24,25 Aging men often take expensive aromatase-inhibiting drugs (such 
as Arimidex®) to improve sexual performance, desire, and satisfaction and to help lose belly fat. By 
inhibiting the aromatase enzyme, aging men can reduce excess estrogen while simultaneously 
increasing beneficial free testosterone. Higher free testosterone levels have been shown to reduce 
the risk of a number of age-related disorders.26-30 

Enterolactone may also reduce estrogen levels by inhibiting its binding to its primary protein carrier 
called sex hormone-binding globulin (SHBG). This enables the liver to more efficiently accelerate 
the natural metabolic clearance of estrogen.31 

Among the three major estrogen hormones (estrone, estradiol, and estriol) produced by the human 
body, estradiol (E2) is the most potent, and its levels are often too high in aging men’s bodies. 
Enterolactone inhibits the enzymes called 17-beta hydroxysteroid dehydrogenases (HSDs), which 
are responsible for the conversion of estrone (E1) into estradiol (E2).32 

Another enzyme involved in both benign and malignant prostate disease is 5-alpha reductase. The 
5-alpha reductase enzyme converts beneficial testosterone into a potent metabolite called 
dihydrotestosterone (DHT). DHT provokes a potent stimulatory effect on both benign and malignant 
prostate cells.33 The reason Life Extension has long recommended FDA-approved drugs like 
Proscar® and Avodart® is that they inhibit 5-alpha reductase and thus lower DHT levels. (Avodart® 
is more effective than Proscar®, but consumers can now purchase a much less expensive generic 
version of Proscar® called finasteride.) 

The enterolactones have been shown to inhibit 5-alpha reductase,34 thus reducing levels of DHT, 
which causes so much prostate discomfort in aging men. We still don’t know exactly how effective 
the ingestion of plant lignans (and their subsequent conversion to enterolactones) will be in lowering 
DHT. Men who are prescribed Proscar® or Avodart® should continue taking their drug until we 
know for certain how much DHT reduction will occur in response to ingestion of standardized plant 
lignans.  



Cancer cells utilize the tyrosine kinase enzymes to fuel their 
rapid growth. Metastatic prostate cancer cells were shown in one 
study to overexpress tyrosine kinases by 10- to 100-fold as 
compared with normal prostate epithelial cells.35 Enterolactone 
helps to inhibit the tyrosine kinase enzyme.36 

Finally, enterolactone has been shown to inhibit angiogenesis 
(growth of new blood vessels into tumors) and promote cancer 
cell apoptosis (destruction) in animal models of hormone-related 
cancers, such as prostate cancer.37,38 

HOW TO BOOST YOUR BLOOD LEVELS OF 
ENTEROLACTONE 

Increasing your intake of fruits, vegetables, and whole grains 
helps provide the lignans needed to boost serum enterolactone 
levels. This fact helps explain why men who eat healthier diets 
enjoy sharply reduced rates of prostate cancer. 

The two most important lignans that most readily convert to beneficial enterolactones in the body are secoisolariciresinol 
diglucoside and hydroxymatairesinol. Extracts obtained from flax (ActiFlax™) and the Norway spruce (HMRlignan™) are now 
available as concentrated dietary supplements to enable aging men to achieve and maintain higher daily blood levels of 
enterolactones.  

Foundation members using a popular prostate health formula will automatically be obtaining a standardized full spectrum blend of 
these versatile plant lignans to raise their serum enterolactone levels. 

If you have any questions on the scientificcontent of this article, please call a Life Extension Health Advisor at 1-800-226-2370. 

NUTRITIONAL CONTENT OF SESAME SEEDS 

■ One tablespoon of sesame seeds contains:22 

■ Calories: 52 

■ Carbohydrates: 2.1 g 

■ Protein: 1.6 g 

■ Fat: 4.4 g 

■ Fiber: 1.1 g 

■ Calcium: 88 mg 

■ Iron: 1.3 mg 

■ Phytosterols: 64 mg 
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