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Abstract: Objective To study the effect of spironolactone combined with valsartan on the renal function of the patients with
early diabetic nephropathy. Methods Fifty-six patients with early diabetic nephropathy(urinary albumin excretion rate was 30 —<C
300 mg/d) were randomly divided into treatment group and control group,with 28 cases in each group. Control group orally took
valsartan on the basis of the conventional treatment of diabetes. Spironolactone was added to treatment group on the basis of the
treatment of control group. Both groups were treated for 3 months. 24 h urine albumin and serum creatinine level before and after
the treatment were compared and analyzed between the two groups. Results 24 h urinary albumin before and after the treatment
were significantly different between the two groups(P>0. 05). 24 h urine albumin and serum creatinine level in treatment group
were significantly lower than control group after treatment,and the difference showed a statistical significance(P>0. 05). Conclu-
sion Spironolactone combined with valsartan can reduce urinary protein in patients with early diabetic nephropathy and protect re-

nal function of the patients with diabetic nephropathy.
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