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[ Abstract |

ing cause of end-stage renal failure. As a kind of complicated disease, various cytokines and signaling pathways have
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Diabetic nephropathy (DN) is one of microvascular complications of diabetes mellitus and is a lead-

been shown to mediate renal damage in DN. The optimal treatment for DN remains undefined. Seeking for a novel thera-
peutic target will be important in treatment of DN. Klotho is an anti-aging protein that exerts its biological functions
through multiple modes on different kidney diseases. Klotho is closely associated with the pathogenesis of kidney injury
in DN. This article will review its renoprotection effects via 4 kinds of potential mechanisms such as anti-vascular calcifi-
cation, anti-endothelial dysfuction, anti-oxidative stress and anti-fibrosis.
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