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[ Abstract |

ber of cytokines and bioactive mediators. Adipose tissue exist a thythm of secretion; the expression and

Adipose tissue is an active endocrine and paracrine organ that releases a large num-

secretion are specific in each discontinuous fat depot all over the body; And these has been further indi-
cated that the biological function of adipose tissue is complicate. Furthermore it has been considered late-
ly that adipose tissue is an abundant origin of proinflammatory media that influence not only body weight
homeostasis but also inflammation, coagulation, fibrinolysis, that may directly cause the injury of blood
vessels, insulin resistance and atherosclerosis. Adipokines have been known as the molecule link between

obesity and metabolism syndrome. Thus adipose tissue of endocrinology has already become a new field of

endocrinology.
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