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Association between ischemic preconditioning time and the protective

effects of hind limb ischemia/reperfusion injury in rats
Si Xiaomao' > Qiu Peng' Zhu Huagang' et al

(' Dept of Vascular Surgery The First Affiliated Hospital of Anhui Medical University

Hefei  230022;°The TCM Hospital of Nanling County Wuhu City Nanling 241300)
Abstract Objective To investigate the relationship between different ischemic preconditioning protocols and the
protective effects of hind limb ischemia/reperfusion injury in rats in purpose of choosing an optimal ischemic pre-
conditioning scheme. Methods An experimental study was designed using 40 SD rats divided in five groups (n =
8). Group A: the sham group laparotomy and separating the abdominal aorta without clamping for 240 minutes
(min). Group B: ischemia/reperfusion rats submitted to ischemia for 120 min and reperfusion for 120 min. Group
C D and E: animals submitted to three cycles of clamping and releasing the aorta for 1 5 and 10 min respectively
before being submitted to the ischemia/reperfusion procedure; the oxidative damage inflammatory and protective
effects among five groups were evaluated by measuring serum levels of SOD MDA I[L-6 TNF-o IL-H0. Results

Compared with group B SOD activities were significantly higher in group D(P <0.05) SOD activities were sig—

nificantly higher in group E compared with group D(P <0.05). Compared with group B the level of IL-6 TNF-
o increased obviously in group C D E(P <0.05). IL-6 TNF-o ILHO0 was the highest in group E among five
groups (P <0.05). Conclusion The relationship between ischemia preconditioning time and anti-exidation in
hind limb ischemia/reperfusion injury seems paralleled. The inflammatory response accompanied with the ischemia
preconditioning becomes serious with ischemia time prolonging. Preconditioning doesn”t show anti-inflammatory
effect. Five min/three circulation ischemia preconditioning scheme is an optimal protocol.
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