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Research advances in the pathogenesis and treatment of diabetic nephropathy
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Abstract ; Diabetic nephropathy (DN) is one of the most common chronic complications of diabetes mellitus. The pathogenesis of DN is
complex , which is interacted by multiple factors and pathways. It has been one of the research hotspots at home and abroad. Many symptomatic
treatments have been studied for different pathogenesis,but there is no specific treatment drug for DN at present. This article briefly reviews
the pathogenesis and treatment of DN based on the existing literatures and new advances, so as to provide some references for its clinical
diagnosis and treatment.
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