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Effect and Mechanism of Epalrestat on Urinary Podocyte Related Protein Nephrin Expression in Early Type 2 Diabetic Nephropathy Patients.
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Abstract Objective To observe the effect and mechanism of epalrestat on urinary podocyte related protein nephrin expression in
early diabetic nephropathy patients. Methods Fifty two type 2 diabetic nephropathy patients were divided into control group and treatment
group (epalrestat 50mg 3 times a day for 12 weeks). Before and after the treatment, Blood pressure, blood glucose, blood lipid, glycosy-
lated hemoglobin, serum creatinine and urinary albumin excretion rate (UAER) were measure in both groups. Meanwhile, urinary TGF —
B1 and nephrin were determined by ELISA assay. Results  After treatment, blood glucose, blood lipid,blood pressure, glycosylated hemo-
globin and serum creatinine remained stable( P >0.05) , and a significant decrease in UAER was observed in epalrestat group after treat-
ment (P <0.05). Compared with the control group, the levels of TGF — B1 and nephrin were obviously descended after administration of
epalrestat. Conclusion Epalrestat could reduce the expression of urinary nephrin in early type 2 diabetic nephropathy patients, which
might be through inhibiting the expression of TGF — 1.
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