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[ Abstract]

ipates in a variety of physiological processes, but also regulates metabolism. Low level of androgen increases

Testosterone is an important hormone in men since it not only keeps masculinity and partic-

the risk of metabolic syndrome, type 2 diabetes, as well as the incidence of atherosclerosis and other metabolic

diseases in men. On the other hand, elevated androgen level in women is associated with insulin resistance and
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dyslipidemia. Androgen can also affect blood glucose, lipids, adipocytokines and body components.
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