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The French Lilac (called Galega
officinalis) was used in middle age
Europe for the treatment of “frequent
urination” and “thirst”

Sterne was the first to used for diabetes
in humans and published his results in
1957

In mice metformin increases life span by
20%, in humans it has been never used
outside the diabetic population

Metformin prevents cancer and heart
disease in diabetics



Moiseeva et al Aging Cell 2013

Some exciting research
from the University of
Montreal has found that
the drug metformin,
commonly prescribed
for diabetes and
polycystic ovary
syndrome (PCOS), has
the potential to slow
aging and fight cancer.
The study, published in
Aging Cell, found that
metformin reduces the
body’s production of
inflammatory cytokines,
which accelerate aging.



http://www.sciencedaily.com/releases/2013/03/130327093604.htm
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Moiseeva et al Aging 20013, Algire et al Cancer Prev Res 2012



Senescence as a result of progerin
expression
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