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Effect of pioglitazone on oxidative stress and accumulation of matrix in diabetic rats
Zhang Hong s Hu Changjun ,Lu Weiping
(Department of Endocrinology A f filiated Huaian No.1 Hospital, Nanjing Medical
University , Huaian, Jiangsu 223300, China)

Abstract : Objective
Methods

To investigate the effect of pioglitazone on oxidative stress and accumulation of matrix in diabetic rats.
All rats were randomized into 3 groups:normal control rats(group NC) , diabetic rats(group DM) , diabetic rats treated
with pioglitazone(group DP). After 8 weeks of treatment, the kidney index, microalbuminuria, malondialdehyde, catalase,Cu,Zn su-
peroxide dismutase in nephridial tissue were measured by chromatometry, the pathologic change of kidney was measured. Further-
more, collagen-[V expression in kidneny was observed by immunohistochemistry. Results The kidney index, microalbuminuria,
MDA and the expression Col-1\ in group DM were higher significantly than those in the group NC and group DP(P<C0. 01) , Mor-

ever,CAT in the group DM was significantly lower than that in the other two groups(P<C0. 01). Conclusion Pioglitazone improves

diabetic nephropathy through downregulating the expression of TGF-B1 and upregulating MMP-9 in diabetic rats.
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