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[Abstract] Angiotensin - converting enzyme 2 (ACE2) plays an important role in vasodilation ,
antiproliferation and anti-fibrosis through enhancing the degradation of Angiotensin Il to Ang-(1-7),which is
closely related with many diseases.In diabetic nephropathy, it is associated with glucose metabolism and renal
lesions through regulating microcirculation.It can also change the level of oxidative stress and induce the
epithelial-mesenchymal of kidney, thus participate in the development of diabetic nephropathy. And it gradually
becomes a new biomarker of some diseases and a new target of medicine therapy.Recent studies indicate that

ACE2 not only influences the development of diabetic nephropathy , also offers some new diagnostic and

therapeutic strategies.
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