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Mitochondrial Dysfunction and Lipid Metabolism Disorder in Podocytes of Diabetic
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Abstract: Diabetic nephropathy (DN), one of the microvascular complications of diabetes, is clinically characterized
by progressive decrease of albuminuria and glomerular filtration rate. In recent years, the role of podocyte injury in the
pathogenesis of DN has become a focus of research. Hemodynamic abnormalities, oxidative stress, autophagy, apoptosis,
mitochondrial dysfunction and lipid metabolism disorders all lead to podocyte injury. This paper discusses the relationship
between podocyte injury and mitochondrial dysfunction and lipid metabolism disorder in diabetic nephropathy, and
summarizes the existing Chinese medicine monomers and compound therapies targeting this pathway and protecting podocyte.
The findings summarized here may provide potential therapeutic targets and strategies for the management of DN associated
with podocyte injury.
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