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Expression of Wnt/f-catenin signaling pathway in chronic renal tubulointerstitial fibrosis
induced by ischemia reperfusion injury in rats
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[Abstract] Objective To observe the expression of Wnt/p-catenin signaling pathway in chronic renal tubulointerstitial fibro-
sis induced by ischemia reperfusion injury (IRD)in rat model. Methods SD rats were divided into three groups:sham group,IRI 7 d
group and IRI 14 d group. Ischemia reperfusion injury in the rats of two IRI groups was made. The left renal artery was isolated,
and the left renal artery was clamped with non invasive blood vessel in IRI group,and the left renal artery was removed after 35
min. The sham group did not clamp the left renal artery. IRT 7 d group and IRI 14 d group were removed at sixth day and thirteenth
day after surgery respectively. The rats were sacrificed at fourteenth day and seventh day respectively. Renal function were com-
pared among the three groups of rats. The protein expression of B-catenin, fibronectin, a-SMA were detected by Western blot. The
location of B-catenin was detected by immunohistochemistry,and the content of collagen was detected by biochemical staining. The
pathological changes of the three groups were observed and compared by Masson staining. Results Compared with the rats of sham
group and IRI 7 d group, the protein expressin of Fibronectin,«-SMA and the level of collagen increased significantly in the rats of
IRI 14 d group. There was tubuloinsterstitial fibrosis in Masson staining in IRI 14 d group. Compared with the sham group, the ex-
pression of B-catenin increased in the rats of IRI 7 d group and increased more obviously in IRI 14 d group. Conclusion Wnt/B-cate-
nin signaling pathway may plays an importment role during the pathologic process of renal tubuloinsterstitial fibrosis induced by
IR
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