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[ Abstract ]
(miRNA) , etc. Diabetic nephropathy (DN) is one of the major chronic complications of diabetes. Abnormal

Epigenetic regulations include DNA methylation, histone modifications and microRNA

levels of some specific gene promoter region methylation, and acetylation of histone acetylation and microR-

NAs are involved in the occurrence and development of DN. Further research of the relationship between epi-

- LRk

genetics and DN could provide a new approach for the treatment of DN.
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