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[ Abstract] Inflammation plays an important role in the occurrence and development of diabetic ne-
phropathy (DN). Hyperglycemia as the initiating factor, combined with advanced glycosylation end products
(AGEs) , oxidative stress and the renal hemodynamic changes causes a inflammation in diabetic renal tis-
sue. Except the hypoglycemic effect, metformin, as the first-line drugs for the treatment of diabetes , can
prevent and delay the occurrence and progress of DN through some anti-inflammatory mechanisms,which in-

clude activation of the AMP activated protein kinase ( AMPK) , anti-oxidative stress and improvement of insu-

lin resistance.
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