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Advances of metabolomics in diabetic nephropathy”
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[ Abstract ] Diabetic nephropathy (DN) is one of the most common microvascular complications of dia-
betes mellitus. It is also the leading cause of end-stage renal disease. As one of the four technologies in the field
of systems biology,metabolomics analysis is a process of monitoring all exogenous metabolites changes in tis-
sues or biofluids with time. The usage of metabolomics alone or with other omics offers the potential approach

to improvement in early diagnosis,therapeutic effect and prognosis in DN. In this article, we reviewed the re-

cent progress of metabolomics in DN.
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