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The FDA’s Cruel Hoax
By William Faloon
Do you remember how popular tryptophan was in the 1980s? Back in those days, people seeking to lose
weight, improve sleep, or alleviate depression used tryptophan to safely increase serotonin levels in their
brain.
Serotonin is the natural compound that promotes feelings of well-being, satiety, and relaxation. A serotonin
deficiency can result in sleep disturbance, anxiety, depression, and a propensity to overeat.
In 1989, the FDA restricted the importation of tryptophan. This forced American consumers to switch to
expensive prescription drugs that produced only partial effects at best.
Tryptophan is an amino acid found naturally in the foods that we eat. The reason its sale was stopped was
because of defective tryptophan made by a sub-standard company.

William Faloon

We believe that the FDA’s prejudicial position against tryptophan caused Americans to suffer widespread deficiencies of
serotonin in their brains. A result of serotonin deficiency may be reflected in today’s epidemic of obesity, depression, anxiety,
and insomnia.

TRYPTOPHAN IS BACK!
Despite intense lobbying efforts by pharmaceutical companies, the FDA could not rationally continue to block the sale of
tryptophan. After all, tryptophan is not only found in food, but the very tryptophan that the FDA restricted is still used in infant
formulas and intravenous feeding solutions. If there were any danger to tryptophan, we would have known about it long ago.
Pharmaceutical-pure tryptophan can now be imported for use in dietary supplements. This means that aging Americans may be
able to discard certain prescription drugs and once again treat their serotonin deficiency disorder with what Mother Nature
intended all along… the amino acid tryptophan itself!

WHY AGING PEOPLE NEED TRYPTOPHAN
Startling research findings reveal that brain serotonin levels decline sharply in most humans as they age!1-5 This helps explain
why so many people suffer common age-related disorders such as depressed mood and sleep difficulties. Based on these
discoveries, aging humans may improve their overall feeling of well being by restoring brain serotonin.
It was long ago established that tryptophan is the amino acid needed to produce serotonin in the
brain. Regrettably, the amount of tryptophan in a typical diet is barely enough to meet basic
metabolic requirements, let alone provide optimal brain serotonin levels.
Since tryptophan supplements were removed from the market, there have been increasing numbers
of overweight and obese Americans. It would appear that serotonin deficiency may play an
important role in the record number of Americans suffering from depression, insomnia, and excess
weight gain.

DEPRESSED PEOPLE ARE OFTEN TRYPTOPHAN-DEFICIENT
In people with major depression, blood levels of tryptophan are often significantly below normal.6-9 A
number of studies indicate that normal mood depends in large part on adequate brain serotonin stores.7,10,11

Human studies have shown that reducing serotonin levels (by depriving the brain of tryptophan) can induce depression within
hours and that supplementation with tryptophan can alleviate depressive symptoms.7,9,11

WHY THE AGING PROCESS CAUSES TRYPTOPHAN DEFICIT
Depression is one of the most common health disorders affecting elderly people. Doctors still consider it to be a normal
consequence of aging.
Recent studies, however, have identified specific age-related mechanisms that cause the degradation of tryptophan in elderly
individuals.12-15 The encouraging news is that there are ways for people to counteract the loss of their precious mood-elevating
tryptophan.
It turns out that pro-inflammatory cytokines cause tryptophan to degrade in the blood. This
occurs because these pro-inflammatory cytokines activate specific enzymes that deplete
tryptophan in the bloodstream. The result of diminished blood levels of tryptophan is serotonin
deficiency in the brain (and the onset of depression).
Pro-inflammatory cytokines are specialized biochemicals secreted by immune cells that are
only supposed to be activated in response to acute infection or trauma. As people age, they
often chronically overproduce pro-inflammatory cytokines, which subsequently cause
inflammatory-related diseases such as arthritis,16-19 cancer,20,21 dementia and depression,22-26
and atherosclerosis.27-29
Health-conscious Americans are already taking nutrients (such as fish oil,30-41 green tea,42-48 borage oil,49-51 curcumin,52-56 and
flavonoids),57-61 which help suppress pro-inflammatory cytokines.
The new findings about cytokine-induced degradation of tryptophan explain how aging humans become depressed and why
nutrients like fish oil alleviate depression.62-65
To give you an idea of how devastating inflammatory cytokines are to tryptophan levels, just look at what happens to people who
are given a cytokine drug called interferon-alpha. When interferon-alpha is given to hepatitis C victims, one of the most dangerous
side effects is the onset of depression so severe that users of this drug can become suicidal.63 It turns out that interferon drugs
cause tryptophan-degrading enzymes to surge, thus depleting tryptophan in the blood and making less tryptophan available for
conversion to serotonin in the brain.63,64,66 It would appear that supplemental tryptophan could enable those with hepatitis C to
benefit from interferon drugs without encountering severe depression.
In a fascinating new study, scientists measured levels of tryptophan degradation metabolites in the brain. It turns out that people
over age 50 had 30% more of these tryptophan degradation metabolites in their brains compared with people under age 50. The
doctors who conducted this study stated that their research indicates a 95% probability that older people will have increased
levels of these metabolites, reflecting excessive degradation of tryptophan in their brains.12
This finding further explains why depression is one of the most common mental health problems in adults age 60 and beyond and
suggests that supplemental tryptophan, along with cytokine-suppressing agents, could help restore serotonin to more youthful
levels and subsequently alleviate depression.

TRYPTOPHAN AND SLEEP
Poor sleep affects a significant percentage of older individuals. Trouble falling asleep, waking not rested, waking too early, and
difficulty maintaining sleep are the chief sleep complaints in this age group. In response to complaints of poor sleep, more
Americans are prescribed sleeping pills than ever before.

Before tryptophan was taken off the market, it was an enormously popular supplement used to
alleviate chronic insomnia. Between 1962 and 1982, 40 controlled studies described the effects of
tryptophan on human sleepiness and/or sleep.67 During the 1980s, placebo-controlled human
studies documented the sleep-inducing effects of tryptophan.68-71
With the new knowledge that tryptophan-depleting enzymes increase as people age, there is now a
biochemical basis to help explain why so many older individuals suffer sleep deprivation miseries.
Serotonin enables one to calm down and relax. Without adequate serotonin to naturally tranquilize
the brain, it becomes excruciatingly difficult for older people to get to sleep.
After low-cost tryptophan supplements were restricted, the door swung wide open for
pharmaceutical companies to earn billions of dollars selling prescription benzodiazepine drugs such
as Xanax® and Halcion®, as well as other sleep-inducing medications such as Ambien®.

TRYPTOPHAN DEFICIENCY AND OBESITY
When the brain is flooded with serotonin, satiety normally occurs. A serotonin deficiency has been associated with the
carbohydrate binging that contributes to the accumulation of excess body fat.72 Obese individuals have low blood tryptophan
levels,73 which indicate that their overeating patterns may be related to a serotonin deficiency in the brain.
In a study of obese subjects, levels of tryptophan and the ratio of tryptophan to the other large
neutral amino acids in the blood were measured over a 24-hour period. Compared with normal
subjects, low tryptophan and a low ratio of tryptophan to other amino acids were seen in the obese
study subjects throughout the 24-hour period.74 The significance of this low ratio of tryptophan is
that the other amino acids compete with tryptophan for transport through the blood-brain barrier. If
there are high levels of other amino acids in relation to tryptophan in the blood, relatively little
tryptophan will enter the brain, causing a chronic serotonin deficiency. This explains the constant
hunger that causes so many people to become and remain obese.

WHY DIETS SO OFTEN FAIL TO INDUCE SUSTAINED WEIGHT LOSS
For those who try to lose weight by consuming fewer calories, the failure rate is well established. In
a study that evaluated both depressed and non-depressed women, the effect of dieting was
evaluated in relation to blood tryptophan levels. The results showed that in response to consuming a
very low calorie diet (1,000 calories/day), blood tryptophan levels plummeted.75
This finding indicates that the intense hunger that occurs in response to reduced calorie intake is at least partially caused by the
tryptophan deficiency that ensues. The implication is that it may be impossible for certain people to chronically reduce their
calorie intake because a deficit of tryptophan/serotonin would cause unbearable chronic hunger.

LOW SEROTONIN INDUCES CARBOHYDRATE CRAVING
It is well known that carbohydrate binging plays a role in unwanted weight gain, yet Americans consume more carbohydrates
than ever. Despite numerous books extolling the fat-loss benefits of “low-carb” diets, few people are able to avoid excess
carbohydrate ingestion over the long term.
One reason that people eat too many high-glycemic carbohydrates is the brain’s need to
achieve “feel good” levels of serotonin. While serotonin is made from the amino acid
tryptophan, eating protein-rich foods does little good since other amino acids in the food
compete for transport into the brain. When carbohydrates are ingested, the resulting insulin
surge causes a depletion of these competing amino acids in the blood by increasing their
uptake into muscle, thus sparing tryptophan to more readily transport into the brain for
conversion to serotonin.
The need for tryptophan can most easily be understood by the carbohydrate binging that occurs when people become serotonindeficient.

WHY DIETARY TRYPTOPHAN IS INADEQUATE
In any normal diet, be it omnivorous or vegetarian, protein-based tryptophan is the least plentiful of all amino acids.

A typical diet provides only 1,000 to 1,500 mg/day of tryptophan, yet there is much competition in the body for this scarce amino
acid. Tryptophan is used to make various proteins that form structures of the body. In people with low-to-moderate intakes of
vitamin B3 (niacin), tryptophan may be used to make B3 in the liver at the astounding ratio of 60 mg tryptophan to make just 1
mg of vitamin B3.76 This means that in vitamin B3-deficient people, virtually all dietary tryptophan may be used to synthesize B3,
leaving none available for conversion to tranquilizing serotonin in the brain.
In people who are even marginally deficient in vitamin B6, tryptophan may be rapidly degraded into mildly toxic metabolites.77
Thus, the brain typically receives less than 1% of ingested tryptophan from dietary sources.
Dietary tryptophan contributes very little actual tryptophan to the brain, yet tryptophan is the only normal dietary raw material for
serotonin synthesis in the brain. Is it any wonder that so many people today suffer from disorders (depression, insomnia, excess
weight gain) associated with a serotonin deficiency?

A FINANCIAL WINDFALL FOR THE DRUG COMPANIES
At the time that the FDA restricted tryptophan, it was one the most popular dietary supplements sold in the United States.
Perhaps it is a coincidence, but since 1989, the percentages of overweight and obese adult Americans have soared. Could it be
that a nationwide serotonin deficiency has led to the high-carbohydrate overeating syndrome that so many Americans suffer from
today?
The removal of tryptophan created an economic windfall for the drug companies. Sales of drugs that interfere with the brain’s
reuptake of serotonin (like Prozac®, and later Paxil® and Zoloft®) shot through the roof, earning tens of billions of dollars of
profits for drug companies. While these drugs caused large numbers of unpleasant and possibly lethal side effects, the FDA
withdrew none of them.
The ensuing epidemic of weight gain and sleeplessness resulted in dozens of anti-obesity and anti-insomnia drugs being
approved by the FDA, some of which had horrendous side effects, and others that had virtually no efficacy.
Critics contend that the contaminated tryptophan coming from one sub-standard Japanese company provided a convenient
excuse for the FDA to restrict the sale of all tryptophan dietary supplements. The FDA’s actions guaranteed that Americans
would become tryptophan-deficient, and therefore turn to prescription drugs for relief from a host of disorders related to insufficient
serotonin in the brain.

WHAT YOU NEED TO KNOW: GREEN TEA
■

■

■

■

■

■

Population studies in humans, laboratory studies in animals and in cell culture, and clinical studies in human subjects
suggest a wealth of health benefits associated with green tea.
Green tea is rich in healthful polyphenols, particularly a catechin known as EGCG, which is a potent antioxidant.
Green tea may help prevent or manage cancer, heart and vascular disease, diabetes, obesity, Alzheimer’s disease and
other neurological degenerative diseases, bacterial and viral infections, and other conditions.
In Japanese populations, green tea consumption has been linked to longer life, especially in subjects drinking five cups
or more daily. Western populations consume relatively little green tea.
Green tea extract supplements may facilitate adequate consumption for maximal health benefits—without requiring
lifestyle changes.
Green tea supplements also avoid potential risks of esophageal cancer associated with drinking hot tea. This risk is
thought to be related to the high temperature of traditionally prepared tea, because green tea itself has no known
toxicity.

PHARMACEUTICAL-PURE TRYPTOPHAN NOW AVAILABLE
Consumers now have access to pharmaceutical-pure tryptophan as an over-the-counter dietary supplement. According to the
FDA, it is now the responsibility of the company who sells the tryptophan to ensure that it is not contaminated.

For 19 years, aging Americans have been forced to settle for less-than-optimal levels of tryptophan/serotonin in their bodies.
Based on what has been published in the peer-reviewed scientific literature, it would appear that consumers have suffered
enormously from a host of disorders related to lack of serotonin in the brain.
Pharmaceutical companies, on the other hand, have accumulated exorbitant wealth, as depressed, overweight, and sleepdeprived consumers were forced to experiment with costly and side effect-laden drugs in order to combat the effects of serotonin
deficiency.
If tryptophan dietary supplements provide relief to those suffering from common age-related disorders such as anxiety, depressed
mood, sleeplessness, and unwanted weight gain, the FDA’s nearly two-decade restriction on this natural agent may turn out to
be one of the cruelest hoaxes of all time.
In this month’s issue, we provide an in-depth discussion on tryptophan, including suggested dosing, precautions to look out for,
and optimal ways to safely benefit from it.
For longer life,

William Faloon
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