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[Abstract] Objective To explore the effects and mechanisms of rutin on kidney oxidative stress injury
and Nrf2/HO-1 signaling in rats with obstructive nephropathy. Methods Male Wistar rats were divided into 4
groups:the sham group,the rutin+sham group and the operated group,the rutin+operated group. Rats in the
rutin+sham group and the rutin- operated group were intragastrically administered with rutin [ 100 mg e
kg ! ¢ d ! dissolved in 1% carboxymethylcellulose-Na (CMC-Na) buffer ]. The other two groups were given
an equal volume of 1% CMC-Na solution by gavage. 2 weeks after surgery,all rats were sacrificed and the ob-
structed kidneys were harvested. Level of malondialdehyde (MDA) , activity of superoxide dismutase (SOD)
and glutathione peroxidase (GSH-Px) in the obstructed kidneys were measured. Hematoxylin and eosin (HE)
staining was performed to observe the pathological changes of the obstructed kidney. Expression of heme oxy-
genase-1 (HO-1) in renal tissues were analyzed by immunohistochemistry. Western blot was used to detect the
expression of nuclear factor-E2-related factor 2 (Nrf2) and HO-1 protein. Results Compared with the sham
group,rats in the operated group showed significant kidney pathological injury, the level of MDA increased
(P<C0.05). The expression of Nrf2 and HO-1 increased,and the activity of SOD and GSH-Px decreased signif-
icantly (P<C0. 05). Comparing with the operated group,the rutin+operated group showed that rutin ameliora-
ted histological injury obviously,decreased the level of MDA ,increased the activities of SOD and GSH-Px,and

*  BEWB . AERFHARTREGTRIEE (2016A020220014) ., {EE B v T (1990 —) AL Be B UA A+, RTS8 E B AT .
BIEEE ,Email:lmz4919@126. com,



FRES 2019 F 1 A% 48 5% 2

213

enhanced the expression of Nrf2 and HO-1 in rats. Conclusion Rutin could ameliorate oxidative stress in rats

with obstructive nephropathy via Nrf2/HO-1 signaling pathway possibly.
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