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ABSTRACT: Diabetic nephropathy (DN) is one of common microvascular complications in diabetes mellitus.DN has a high
morbidity and mortality in diabetic patients around the world. And in China, DN is one of common cause of end-stage renal failure. As
the number of diabetic patients with nephropathy is increasing yearly, glycemic control as a tradition therapeutic to manage diabetic
nephropathy remain unsatisfactory. Some ground-breaking therapeutic options are urgent needed to prevent the development and
progression of diabetic nephropathy. Recent studies suggested renin-angiotensin aldosterone system (RAAS), protein kinase C (PKC),
nicotinamide adenine dinucleotide phosphate oxidase (NADPH oxidase), transforming growth factor g (TGF-B), etc. are activated during
the course of diabetes mellitus and that these pathways individually or collectively play a role in the induction and progression of diabetic
nephropathy. Since these mechanisms are very complicated, a comprehensive understanding of molecular mechanisms involved in the
pathogenesis of the disease is necessary. Therefore, the purpose of this paper is to discuss the discovered mechanisms and downstream
pathways in the pathogenesis of diabetic nephropathy.
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