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Effects of simvastatin and irbesartan on AOPP,ICAM-1 and IL-1p in patients with diabetic nephropathy
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Abstract: Objective

products (CAOPP) ,intercellular adhesion molecul-1(ICAM-1) and interleukin-18(IL-1B) in patients with diabetic nephropathy. Meth-

To investigate the effects of simvastatin combined with irbesartan on levels of advanced oxidation protein

ods From May 2014 to May 2015, 60 cases of diabetic nephropathy patients were divided into observation group and control
group. The control group was treated with irbesartan,and the observation group was treated with simvastatin combined with irbe-
sartan. Blood pressure,blood lipid, renal function, ICAM-1,1L.-18 and AOPP were detected before and after treatment in the two
groups. Results  After treatment, levels of total cholesterol, triacylglycerol, serum creatinine, blood urea nitrogen, urine albumin ex-
cretion rate, ICAM-1,1L-18 and AOPP in observation group were significantly lower than the control group(P<C0. 05). The clinical
efficacy of the observation group was 96. 67 % , which was higher than the 70. 00% of the control group(P<C0. 05). Conclusion

Simvastatin combined with irbesartan could be with significant therapeutic effect in diabetic nephropathy patients,and effectively re-

duce the levels of AOPP,ICAM-1,1L-18,which might be worth in clinical application.
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