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Abstract: Objective To evaluate the influence of Alprotadil on uric protein of patients suffering from
early-staged diabetic nephropathy. Methods Patients who have been firmly diagnosed as early-staged dia-
betic nephropathy were chosen and divided into two groups, namely, Alprostadil group ( group A ) and con-
trast group ( group B ). The observation lasted for twelve weeks, and indexes such as uric protein were
checked. Results There was no significant difference( P >0.05 )between group A and group B in fasting
glucose,2h postprandial blood glucose, and serum creatinine , while decrease of the uric protein of group A
was more obvious than group B( P <0.01 ). Conclusion Alprostadil may evidently lower the uric protein
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ter extent, slowing the deterioration of the renal function.
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