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Clinical efficacy of alprostadil combined with ealapril in the treatment of patients with diabetic nephropathy LUO
Hua, LIU Yan, HE Xiao-li*. The Affiliated Hospital of Yanan University, Yanan 716000 , China

Abstract Objective: To analyze the effects of alprostadil combined with epalrestat treatment on the oxidative stress and
urinary protein levels in patients with diabetic nephropathy. Methods: 674 patients with diabetic nephropathy were randomly
divided into the experimental group (alprostadil plus epalrestat treatment) and the control group (alprostadil treatment) , 387
cases in each group. The contents of malondialdehyde ( MDA) and superoxide dismutase ( SOD), blood urea nitrogen
(BUN), serum creatinine ( Scr), 24-h urine protein (UAE), HbAIC, fasting blood glucose (FBG), serum albumin
(ALB), total cholesterol (TC), and triglyceride (TG) levels were compared before and after treatment in two groups. Re-
sults: The total effective rate in the experimental group was significantly higher than that in the control group (90.44% us
72.87% , P <0.05). In the experimental group after treatment, MDA content was lower [ (4.6 £0.5)nmol/mL vs (8.2
0.8)nmol/mL] and SOD was higher [ (57.9 £4.3)U/mL vs (26.8 +£3.5)U/mL] than before treatment. After treatment,
the MDA in the experimental group was lower than that in the control group. The SOD content in the experimental group was
significantly higher than that in the control group (P <0.05). In the experimental group, the BUN, UAE, Scr, FBG, ALB,
TG and TC after treatment were significantly different from those before treatment (P < 0.05) , and after treatment, each in-
dex was better than the control group (P <0.05 for all). Conclusion: The alprostadil combined with epalrestat in treatment
of diabetic nephropathy can improve oxidative stress and reduce urinary protein level.
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