
Benfotiamine, a fat-soluble form of the vitamin thiamine, is
a pharmaceutical-grade supplement proven to reduce the
formation of Advanced Glycation Endproducts (AGE) in the
body. AGEs are body proteins which have been rendered
malfunctional by being twisted out of shape by reactions
with sugar. They not only don't do the job they're supposed
to be doing in the body, but they promote inflammatory
gene cascades and gunk up the body's protein 
detoxification and renewal machinery, contributing to 
biological aging. While many supplements - such as thyme
extract,1 inositol,2 acetyl-L-carnitine,3 and a whole host of
antioxidants (including n-acetyl-cysteine (NAC)4 and
flavonoids, such as quercetin,1 resveratrol,5 and others) -
are touted  AGE-fighters, these nutrients have only been
shown to inhibit AGE chemistry  in beakers at food 
chemistry labs. None of them has yet been shown to fight

AGE in a living organism, and there's plenty of reason to
believe that they will not do so, because the chemistry of
the stove top - or the lab bench - is so totally unlike what
happens in living systems.6

Other substances - such as taurine7 and curcumin8 - have
been shown to reduce AGE in animal models, but only at
doses many times greater than is used by even the most 
dedicated pill-popper.

Benfotiamine is the exception to the string of bogus claims.
Benfotiamine has been proven in clinical trials to restore
nerve function in diabetic neuropathy, the AGE-related
nerve damage which is all too common in people with 
diabetes.9,10,11,12,13,14,15,16 Experimental studies have shown
Benfotiamine's powerful anti-AGE effects in the prevention
and amelioration of AGE-related diabetic complications in
experimental models of diabetic retinopathy17 and
nephropathy (kidney dysfunction).18

Now, at the American Diabetes Association's 64th
Annual Scientific Sessions, the news on Benfotiamine just

got better. A new study19 has not only confirmed that
Benfotiamine helps to restore the function of nerves 
ravaged by experimental diabetes, but has shown for the
first time that Benfotiamine improves the function of
AGE-afflicted blood vessels, too!

The researchers first studied the nerve and vascular function
of experimental animals that had been suffering with 
diabetes for 24 weeks - the rough equivalent of 17 years
in a human diabetic. The picture wasn't pretty. Compared
to healthy animals, the delivery of blood to the delicate
bands of connective tissue that support the nerves that
enliven the body below the base of the spine was impeded
by 48.6% in diabetics. The flow of sensory information in
the nerves of the lower leg, and of movement commands
along the nerves from the base of the spine downward,
were both slowed by over 19% by diabetes.

Yet the assaults of 17 animal-years of diabetes were
largely reversed by Benfotiamine supplementation,
which restored 62.6% of their blood flow, 74.6% of motor
neuron velocity, and an amazing 91.7% of the sensory
nerve deficit!19 The dramatic restoration took just two weeks
- the rodent equivalent of less than a year and a half. The
researchers were also able to show that much of the
restoration of blood flow was the result of a restored 
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ability of the blood vessels to release nitric oxide (NO), a
key vessel-relaxing chemical messenger.

The researchers concluded that "benfotiamine reversed
some neural and vascular deficits in diabetic rats, with
particular benefits for NO-mediated processes, which
may have therapeutic implications for diabetic vascu-
lopathy and neuropathy,"19 but the implications go far fur-
ther. AGEs are a key molecular mechanism of aging, and
their effects in diabetes are just a fast-forward version of
what happens in all of us. For the healthy life extensionist,
the study is great news, revealing yet another way that this
powerful supplement protects against the ravages of AGE.
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*These statements have not been evaluated by the Food and Drug Administration. This
product is not intended to diagnose, treat, cure, or prevent any disease.

Citicoline is a brain phospholipids booster that has been clinically
studied for its benefits in Alzheimer’s disease, stroke, Parkinson’s
disease, head trauma and that it improves the odds of a good out-
come after high-risk brain surgery.

For the rest of us, Citicoline helps to maintain, protect, boost and
restore healthy brain function and has been confirmed in double-
blind, placebo-controlled trials to improve memory.


