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Research progress on the mechanism of gut microbiota participating in diabetes
nephropathy

XU Fei'®, CHEN Jin', LU Yuhan?, LI Zhiyong'*( a. Department of Pharmacology, School of Pharmacy, b. Department of
Endocrinology, First Affiliated Hospital of Naval Medical University, Shanghai 200433, China, 2. Department of Health Care,
Laoshan Hospital, Qingdao University, Qingdao 266000, China)

[Abstract] With the increasing prevalence of diabetes, the prevention and treatment of diabetes nephropathy have become a
worldwide problem. The molecular mechanism of the occurrence and development of diabetes nephropathy is still unclear, but

many studies in recent years have shown that gut microbiota plays an important role in the progress on diabetes nephropathy. The

research progress on the mechanism of gut microbiota participating in diabetes nephropathy was reviewed in this article.
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