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Protective Effect of Rapamycin on Rat Kidney after Bilateral Ureteral Obstruction. Wang Fang, Zhang Yan, Zhuang Yangyang, Cai
Yong,Xia Peng,Yang Yirong,Zheng Shaoling. Centre for Transplantation,The First Affiliated Hospital of Wenzhou Medical College, Zhe-
Jiang 325000, China

Abstract Objective To explore the protective effects of rapamycin on bilateral ureteral obstruction recanalization rats. Methods
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Forty — eight rats were randomly individed into sham operation group ( sham group), BUO group, rapamycin treatment group. The bilater-
al ureter were exposed and occluded in BUO group and rapamycin treatment group. Twenty — four hours later, the obstructed ureters were
decompressed by removal of the ligature. Sham animals underwent identical surgical procedures, but the ureter was simply manipulated,
the wound was then closed inlayers. Rapamycin was given 0. 4ml per day[ 2mg/ (kg + d) ] by intragastric from the day before surgery until
the rats were killed in rapamycin treatment group. Sham group and BUO group were given the same volume of saline by intragastric. The
urine and blood were collected at 4days, 7days after surgery, and the functional data were observed. The expression of KIM - 1,1L - 18,
TGF - B1 and a — SMA were examined by immnohistochemistry and immunoblotting. Results  After release of obstruction, the serum
creatinine and urea nitrogen in BUO group were higher than those in rapamycin treatment group at day 4 and 7 (P <0.05). In papamycin
treatment group, the protein expression of KIM —1,IL - 18 ,TGF — B1,and o« — SMA in renal were significantly lower than those in BUO
group at day 4 and 7, but still higher than those in the sham operation group (P <0.05). Conclusion The down - regulation of KIM —

1;IL -18;TGF - B1;and o — SMA expression by rapamycin may play a protective role to alleviate BUO - induced interstitial fibrosis of

kidney and protect the renal tubular after BUO.

Key words Rapamycin;KIM —1;IL -18;TGF - B1;a — SMA; Ureteral obstruction
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