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Advances in research on drug therapy of diabetic nephropathy

LI Hong-yan, CHEN Xiao-guang
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Abstract ; Diabetic nephropathy is one of the most serious complications in diabetic patients. Hyperglyce-
mia induces renal damage directly or through hemodynamic modifications. Recent studies suggested that
the biochemical mechanisms accounting for the adverse effects include GLUT-1, AGE, PKC, Ang Il ,
TGF-B1, CTGF and so on. Some new agents targeting pathogenesis molecules have been applied in clinical

trials. In this review the advances in research on drug therapy of diabetic nephropathy are summarized.
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