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Progress in Research of Diabetic Nephropathy Animal Model

LAI Jiemei, ZHOU Jiuyao ( Department of Pharmacology, Guangzhou University of Chinese Medicine, Guangzhou
510006 Guangdong, China)

Abstract: Diabetic nephropathy (DN) is one of late diabetic microvascular complications and is the leading cause of
the death of diabetics. But the etiopathogenesis of the DN and the diabetic microvascular complications havent been
elucidated. To study the etiopathogenesis and the interventions of DN, the establishment of an appropriate animal
model is necessary. This paper reviewed the research progress of DN animal models, analyzed the advantages and
disadvantages of experimental, spontaneous and transgenic animal models, and introduced the pathogenic mechanism,

manifestations of the disease, renal pathological changes and current application of each model. This paper will
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provide reference for the research of the DN pathogenesis and prevention, and the development of related drugs.

Keywords: Diabetic nephropathy; Animal models
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