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Study on renal ischemic reperfusion injury in rats with obstructive jauncice
HE Yu HE Zhen-ping (Center of Hepatohiliary Surgerys Southwest Hospital Third Military Medical University, Chongqing 400038, China)

Abstract  Objective

cholate on the model of jaundiced rats established by bile-duct ligation. Methods

. ik

JRL

0. 4. 12.

To explore the influence of temporary ischemic reperfusion ( RI) on renal function and the curative effect of sodium deoxy-

Widar rats were divided into 5 groups  including sham-operation

group (S group), sham operation and renal RI group (SRI group), common bile duct ligation group(J group); common bile duct ligation and renal RI

group( JRI group), jaundiced rats treated with sodium deoxy cholate and renal RT group(JTRI group). One week after bile duct ligation, rat bilateral re-

nal arteries were transiently occluded for 10 min. Changes of renal histology and renal function were observed at different time points after renal reperfu-

sion. Simultaneously, the contents of malondealdehyde (MDA) and superwxide dismutase 3 (SOD3) in the kidney were measured. Results Creatinine

clearance rate Cer was decreased progressively in both JRI and JTRI groups along with the prolongation of the duration of repedfuson. InJ, JRI and

JTIR groups, the level of MDA in the kidney tissue increased while SOD decreased. Conclusion Jaundiced rat is sensitive to Rl injury. RI may be an

important mechanism of acute renal failure after obstuctive jaundice surgery. Sodium deoxycholate has no effects on this process.
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