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The anti-oxidation Effect of Probucol on the Old Patients with
Elderly Type 2 Diabetic Nephropathy

ZHAO Xinlan, QIN Aiping, LIU Yiqun,et al
(Department of Endocrinology ,Mawangdui Hospital of Hunan Province ,Changsha ,Hunan 410006, China)

Abstract;: Objective To evaluate the antioxidant efficacy of probucol in elderly type 2 diabetic nephropathy.
Methods A randomized study was performed on 60 patients with early elderly type 2 diabetic nephropathy. The patients
were randomly assigned to the control group (30 cases) which were given conventional treatment of diet, blood glucose,
blood pressure, anti-platele aggregation,and treatment group (30 cases) on the basis of conventional therapy plus taking the
probucol 0.5 g,2 times/day, for 12 weeks; Fasting blood glucose (FBG) ,renal function, urinary album in excretion rate
(UAER) , Superoxide dismutase(SOD) and malondialdehyde( MDA) were measured at baseline and after 12 weeks.  Re-
sults Compared with before the treatment, the indicators of blood glucose were decreased, with significant difference (P <
0.05). After the treatment,the UAER was decreased significantly (P <0.05) , concentration of the SOD levels were in-
creased compared to the control group whereas the levels of MDA were lower than that group which didn’ t use probucol,
with significant difference (P <0.05). Conclusion The treatment with probucol can improve oxidative stress in early
elderly type 2 diabetic nephropathy, resulting in reduced serum MDA levels, improved SOD activity and decreased urinary
albumin levels, thus contributing a greater protection effect on early diabetic nephropathy.
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