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The effect of fosinopril on urinary albumin execretion rate and renal hemodynamics in type 2 diabetic patients

with normoalbuminuria

Ma Wenfan, Shen Shankang, Li Xiulan(Department of Endocrinology» The Central Hospital of Jianghan Petroleum
Administration, Qianjiang, Hubei 433124, China)

ABSTRACT OBJECTIVE: To observe the effect of fosinopril in decreasing the urinary albumin execretion rate (UAER) and
renal hemodynamics in type 2 diabetic patients with normoalbuminuria. METHOD:48 cases of type 2 diabetic patients with ap-
proximately normal blood pressure (not higher than 19. 9/12. 5kpa) and UAER betweenz>10~<(30mg/24h were treated with
multiple antihyperglycemic measures till their fasting blood glucose (FBG) was not higher than 7. Ommol/L and postprandial
blood glucose (PBG) was not higher than 10. 0 mmol/L. They were then divided randomly into two groups. One was an obser-
vation group (25 cases), they were administered with fosinopril (10mg/day) during 3 monthes. Another was a control group
(23 cases) , they were administered with placebo. The blood pressure (MAP), FBG, blood urea nitrogen (BUN), blood creat-
inine (CRE) and UAER were examined immediately and 3 monthes after observation. The double renal vascular pulsation indes
(PI) and resistance index (RI) in 22 cases of two groups were examined and calculated by Colour doppler flow imaging in same
duration. RESULTS: MAP, FBG, BUN, CRE and UAER in control group after observation were no significant in comparison
with those at beginning. But UAER in observation group was.significantly decreased from 19. 74 5. 3mg/24h at beginning to
10. 2+ 3. 8/24h at the end of observation (P<C0. 05) and other above indicators were no significant. The double renal vasculal
PI and Rl in two groups after observation were also no siginificant in comparison with those at beginning. CONCLUSION: Fosi-
nopril decreased UAER, but had insignificant effect on renal hemodynamics in 2 type diabetic patients with normoalbuminuria.
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MEA )iz 0 25 13.2£0.9 6.8%1.2 6.21+0.8 93.6+18.7 19.74£5.3
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