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Effect of ebesartan on expression of the relationship of renal tubular epithelial
cells MMP-2/TIMP-2 and a-SMA in type 2 diabetes
Li Hua ,Dong Junwu .Wu Yang .Song Xiaohong ,Li Chengxu ,Cai Yuan
(Department of Nephrology,Puai Hospital , Tongji Medical College of Huazhong
University of Science and Technology ,Wuhan 430030 ,China)
Abstract ; Objective
MMP-2/TIMP-2 and «-SMA in rats with type 2 diabetes. Methods

To investigate effect of angiotensin || (Ang [l ) type 1 receptor block ebesartan on expression of renal
All rats were divided into control group(group A),diabetes
mellitus group(group B) and treating group(group C). Type 2 diabetec rats were treated with ebsartan or vehicle respectively. Im-
munohistochemistry was used to measure expression of MMP-2, TIMP-2 and o-SMA at 8th week. Results (1) In the group B,ex-
pression of a-SMA and TIMP-2 were significant higher than the group A and was lower in MMP-2 expression(P<C0. 05). (2) a-
SMA had a significant negative correlation with tubular MMP-2 protein expression and Ccr,and a positive correlation with TIMP-2
expression. Conclusion Tubulointerstitial fibrosis was involved in the pathogenesis of the injury of type 2 diabetic nephropathy.
Ebesartan can restra in the process of Tubulointerstitial fibrosis in type 2 diabetic rats.
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