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[Abstract] The remodeling and fibrosis of myocardial interstitial are main pathological manifestations
of diabetic cardiomyopathy. The mechanism of diabetic cardiomyopathy is not clear,but may be related to
disorder of glycometabolism, myocardial microvascular lesions and so on. Adipose tissue can secret many
bioactive factors,such as apelin,omentin, visfatin, chemerin and so on. The effects of these adipokines on
renin-angiotensin system, myocardial insulin resistance,cardiac energy metabolism and vascular endothelial

function may directly or indirectly affect myocardial fibrosis, which then play roles in diabetic cardiomyopathy.
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