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A Revolutionary Concept Slowly Gains Recognition 

When Saul Kent and I established the Life Extension Foundation in 1980, we had no idea what we were in 
for. As young men, our objective was to raise public awareness about the fact that pathological aging need 
not be an inevitable consequence of human maturation. We were convinced that if the public could be 
enlightened about the importance of anti-aging research, greater resources would be devoted to finding 
ways to significantly extend the healthy human life span. 

Back in 1980, few scientists believed that anything could be done to prevent 
the degenerative effects inflicted by aging. To counter this misconception, 
Saul and I pointed to then-current scientific studies showing that it was 
possible to prevent some age-related diseases and to slow the aging process 
itself, at least in animals. We argued that if enough funds were committed to 
research, therapies to retard human aging could be developed that would 
result in the greatest revolution in medical history. 

Few people in 1980 thought that intervention into biological aging was possible, and many 
questioned why we would want to interfere with nature. We argued that aging was the greatest 
scourge afflicting humanity and that if people had the opportunity to live longer, many of society’s 
problems would disappear. 

We based our philosophical arguments on theories that people with limited life spans are not particularly motivated to protect 
society’s long-term interests, since they themselves have only a relatively short time to live. Longer life spans, we asserted, 
would result in people behaving in a manner that would make the world a better place, since they themselves would have to exist 
in the environment they create.  

COSTS OF CHALLENGING CONVENTIONAL WISDOM 

Being controversial carries a heavy price. The news media viciously attacked our position and had no problem finding academic 
scientists to denigrate us in every way possible. The federal government raided our facilities twice, initiated an 11-year criminal 
investigation, and threw us in jail in 1991. 

We retaliated by filing multiple lawsuits against the federal government, which resulted in the return 
of all the property it had seized from us. We rallied health freedom activists to keep the FDA from 
turning vitamins into drugs. We enlightened Americans about the availability of lower-cost 
prescription drugs in other countries. And we eventually convinced the US Attorneys’  Office to 
dismiss the criminal indictments brought against us by the FDA. 

One benefit of all this controversy was that even though the news media did not treat us well, it did 
report what we were doing. Because of this media coverage, many enlightened people found out 
about us, joined as members, and even made substantial donations to support us. 

When the FDA conducted its first armed raid in 1987, we had only 4,000 members. Thanks to 
publicity generated by the FDA’s actions, this number grew to 25,000 members by the time our criminal indictments were 
dismissed in 1995. We now have over 100,000 members and each month mail 250,000 copies of Life Extension magazine to 
newsstands, subscribers, and members. 

SLOWING AGING: NO LONGER THOUGHT “IMPOSSIBLE” 

What we were ridiculed for in 1980 is now accepted as scientific fact—that is, humans can take steps to significantly reduce the 
deleterious effects of normal aging.1 Dozens of companies have raised billions of dollars to develop validated anti-aging drugs. 
Anti-aging doctors have formed and joined their own medical associations. The federal government now recommends some of the 
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healthy lifestyle changes, supplements, and drugs that we were vilified for advocating in the 1980s.2 Perhaps most notably, the 
news media has recognized the science behind our revolutionary objectives, and prestigious publications such as Scientific 
American have dedicated special issues to reporting what people can do to stave off aging. 

When reporting on so-called “new”  anti-aging breakthroughs, the news media continues to make some technical mistakes. To 
ensure so-called “balanced”  reporting, the media finds scientists who criticize the concept of anti-aging medicine, even though 
these scientists often do not know what they are attacking. For instance, while all scientists now appear to acknowledge the 
devastating effects of free radicals, Scientific American quoted a prominent researcher as stating: 

“Free radicals can’t be the bottom line when it comes to aging . . . Mice and men live in the same toxic world.”3 

What this scientist overlooked is that humans have many more DNA repair genes than mice and many more endogenous 
antioxidants like glutathione and superoxide dismutase. While free radicals burn up a typical mouse in less than two years, 
some humans can withstand attack by free radicals for over 100 years. The fact that mice and men live in the same world is not 
relevant to the issue of free radicals and aging. 

A good deal of the time, however, the news media reports solid facts that should encourage people to take practical steps to 
extend their healthy life span. While there is a lot more to slowing aging than suppressing toxic free radicals, the good news is 
that we can now quench these reactive oxygen species more effectively than ever before!  

HOW TO LIVE TO BE 100 

In a recent issue devoted to the subject of human longevity, TIME magazine brought out some 
interesting facts that are worth repeating. In investigating statistics relating to centenarians, TIME 
found that a whopping 90% of these people were functionally independent until they were 92 years 
of age, and 30% were in good shape at 100 years old and beyond.4 

TIME interviewed scientists who stated that while the genes you are born with have some influence 
on your longevity, the dominant determinant of how long you will live is your lifestyle. TIME cited a 
Swedish study that examined identical twins who were separated at birth, whose results showed 
that lifestyle accounts for 70-80% of the determining factors that predict longevity.5,6 

WHY DO THE JAPANESE LIVE THE LONGEST? 

TIME magazine reporters traveled to Okinawa to ascertain why this particular group of Japanese lives such long, healthy lives. 
Eating a diet low in salt and fat—but high in fruits and vegetables packed with antioxidants—was cited as one reason why 
Okinawans have such low rates of heart disease, cancer, and stroke.4 

The most notable fact about Okinawans is that they “consume more soy than any other population on earth.”  TIME noted that 
while Okinawans consume 60-120 grams of soy per day (compared to 30-50 grams for the average Japanese), Americans on 
average consume virtually no soy. According to TIME, consumption of antioxidant-rich soy “may be one of many reasons why 
deaths from cancer in Okinawa are far below the US rate.”4 

Compared to Americans and Europeans, aging Okinawans also have very low rates of Alzheimer’s disease and other forms of 
senility. TIME attributed this phenomenon in part to Okinawans’  consumption of foods that are high in vitamin E and may protect 
the brain. Food sources of vitamin E provide the full spectrum of tocopherols (including gamma tocopherol), unlike common 
dietary supplements that contain only alpha tocopherol.7-11 

SCIENTIFIC AMERICAN CITES ENCOURAGING STUDIES 

In a special issue titled “The Science of Staying Young,” Scientific American reports on exciting anti-aging research projects, 
including many that address the role of antioxidants in slowing age-related disease.12 

In the opening narrative, Scientific American states that by 2050, there will be five times more people in the world over the age of 
80 than there were in 2000. The United Nations predicts that people over 80 will be the fastest-growing segment of the world’s 
population.13 While some economists view this trend with alarm, Scientific American optimistically predicts that medical 
advances will reduce the “degradation that time imposes on our bodies and minds.”12 

The role of free radicals in accelerating aging processes is discussed throughout this special issue of Scientific American. One 
of the articles sought to determine why certain people reach the advanced age of 95 and older while maintaining good health. 
One explanation is that these healthy oldest humans appear to have longevity genes that combat free radical damage, and thus 



slow aging by reducing oxygen damage to cellular DNA. 

While growing numbers of Americans are taking antioxidant supplements, the fact is that nothing has worked as well to date as 
the natural antioxidants—such as glutathione and superoxide dismutase—that are produced in our cells. While some of us have 
genes that continue producing natural antioxidants in advanced age, most people need help. The good news is that science is 
developing “super antioxidants”  that quench destructive free radicals much more effectively than common supplements like alpha 
tocopherol. 
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DEADLY ROLE OF OXYGEN RADICALS 

Scientific American’s special issue provides abundant information on the destructive force of free radicals and how this relates to 
aging. The magazine described how oxygen radicals damage almost every critical component of cells, including DNA, proteins, 
and membranes. 

Researchers interviewed by Scientific American describe how they were able to double the life span of insects by programming 
their genes to produce more natural antioxidants such as superoxide dismutase.14 They note that pigeons live 35 years, or about 
12 times longer than rats of approximately the same weight—with the difference being that pigeons produce half as many free 
radicals as rodents do. 

According to Scientific American, oxidants bombard the DNA inside our cells roughly 10,000 times each day, but many of the 
free radicals generated are intercepted and neutralized by antioxidants. They note, however, that free radical damage adds up 
over time and “the result just may be an older, frailer you.” 

Encouragingly, researchers interviewed by Scientific American describe studies in which old rats looked and functioned like 
younger rats following oral administration of antioxidants.12 The researchers cautioned, however, that humans cannot expect the 
same benefits from most conventional supplements, as these do not supply the full spectrum of nutrients found in fruits and 
vegetables, and their nutrients may not be adequately disseminated throughout the body. Exceptions were nutrients like lipoic 
acid, which is uniquely able to boost antioxidant activity within the cell and protect against mitochondrial decay. 

CRITICAL NEED TO KEEP SUGAR OUT 

Of the various approaches to slowing aging, calorie restriction is considered the gold 
standard.15-31 The problem, of course, is that few people can adhere to a lifelong low-
calorie diet. 

Scientific American considered the beneficial bodily effects induced by calorie restriction, 
such as increased levels of the hormone DHEA and reduced blood levels of insulin and 
artery-clogging lipids.32-36 But one of the magazine’s most profound findings concerns 
calorie restriction’s effect of lowering glucose, which results in diminished cellular 
metabolic activity and fewer free radicals being generated.37 Scientific American produced a brilliant molecular drawing of how 
excess glucose may accelerate aging and how calorie-restriction mimetics could slow aging by blocking the ability of cells to 
use excess glucose.12 

As members know, the Life Extension Foundation has been a pioneer in investigating compounds to mimic the beneficial effects 
of calorie restriction. Our research has uncovered the calorie restriction-mimicking effects of the drug metformin.38-42 Based on 
widely publicized findings about resveratrol, we are now seeking to ascertain whether this flavonoid can favorably alter genes that 
cause our bodies to degenerate with age.43-74  

In reading Scientific American’s report on the broad-spectrum benefits of calorie restriction, the importance of keeping excess 
sugar out of one’s bloodstream becomes abundantly clear. People can now do this by taking relatively small amounts of super-
soluble fiber before meals. 

REASONS FOR OPTIMISM  

For those who think there is a limit to life span, Scientific American cites studies 
showing how the manipulation of genes in worms increased their life span to the human 
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equivalent of 500 years.75-77 Scientific American goes on to point out how researchers 
can now make normal human cells live forever in a petri dish—something that scientists 
have long ridiculed as an impossibility. 

If gene manipulation can be done in worms and human cell lines, how long will it be 
before it enables people to live for hundreds of healthy years? While pessimists reply 
“never”  because human genomic structure is too complicated, groundbreaking research 
funded by Life Extension has already identified ways to measure the effects of anti-aging 
compounds on gene expression.78-81 This enables scientists to identify and validate 
ways to manipulate old cells to behave more like younger cells. 

As the Life Extension Foundation enters its twenty-fifth year, the scientific community, 
the government, and even the news media are slowly recognizing that our concept of 
extending life is in fact technically feasible. This change in perception represents an 
enormous transformation in how humans view their role in the universe.  

MORE RESEARCH IS URGENTLY NEEDED 

As the New Year begins, we have reason to be optimistic about the prospect of living 
much longer than what is predicted by the mortality tables. We at Life Extension, 
however, are very much aware that time is not on our side. If our older members are to 
benefit from spectacular advances that may be only a few years away, the pace of 
scientific research must be accelerated. 

The encouraging news is that new antioxidants have been discovered that significantly 
suppress damaging free radical and inflammatory reactions that are linked to underlying 
aging processes. These more potent antioxidants were introduced to Life Extension 
members less than two months ago, and several articles in this month’s issue elaborate 
on the science backing these enhanced formulations. 

Every time you purchase a product designed to counteract age-related disease, you 
directly support our pioneering research. In 2004, the results of our work were published 
in several prestigious scientific journals, including the Proceedings of the National 
Academy of Sciences USA.82-84 Equally important to our research programs is that the 

proceeds from our supplement sales help us to educate greater numbers of people about the need to prioritize research that 
would lead to cures for today’s killer diseases, while at the same time discovering validated methods to eradicate biological 
aging. 

Because of our intensive work last year, Life Extension members can now obtain superior formulations that are priced lower and 
require swallowing fewer capsules than before. At this time of year, long-time members traditionally stock up on a large supply of 
Life Extension products. The reason is simple: until the end of this month, prices on all supplements are discounted below the 
low prices members enjoy throughout the year. 

For longer life,  

 

William Faloon 

I will never forget a cynical 
newspaper reporter asking Saul 
Kent in 1983 whether the concept 
of life extension was just a “fad”  
like the hula-hoop. Saul responded 
that good health and long life are 
not fads, and that once people 
derive the benefitsof living a 
healthier lifestyle, they will not 
return to habits that induce illness, 
depression, and premature death. 

To quote Victor Hugo, “There is 
nothing more powerful than an idea 
whose time has come.”  The 
concept of using scientific 
methods to extend the healthy life 
span may have been a radical new 
idea back in 1980, but based on 
the high level of interest in 
personal health issues, life 
extension’s time has come.  
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