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[Abstract] Objective To investigate the effects of sevoflurane post-conditioning on oxidative
stress and inflammatory reaction during rat cerebral ischemia-reperfusion, and to explore its cerebral
protective mechanism. Methods Thirty-six health male Sprague-Dawley rats (aged 12-14 weeks,
weighing 220-260 g) were randomly divided into 3 groups (n =12 each): sham control group (group
Sham), cerebral ischemia-reperfusion group (group IR), sevoflurane post-conditioning group (group
SPC). Cerebral ischemia-reperfusion model was established, ischemia for 30 min followed by reperfu-
sion 24 h. Rat middle cerebral artery was not occluded in group Sham. Cerebral ischemia-reperfusion
model was established in group IR. Group SPC was subjected to 2. 6% sevoflurane for 15 min in the
beginning of reperfusion. At the end of reperfusion, rats were cut off the head to take out the brain
tissue. The expression level of Iba-1 and HO-1 proteins was measured by western blot. The levels of
reactive oxygen species (ROS), malondialdehyde (MDA), TNF-a, IL.-18 and the activity of superox-
ide dismutase (SOD) were evaluated. Results Compared with group Sham, the expression of
cerebral cortex Iba-1 protein was higher than that in groups IR and SPC (P <C0. 05), the expression
of Iba-1 protein in group SPC was lower than that in group IR (P <C0.05). Compared with group
Sham, the contents of ROS, MDA, TNF-a and II.-18 were increased in groups IR and SPC (P <<
0. 05) . but the activity of SOD and expression of HO-1 protein were decreased (P<C0.05). And the con-
tents of ROS, MDA, TNF-« and IL-183 in group SPC were less than those in group IR, the activity of SOD
and expression of HO-1 protein in group SPC were higher than those in group IR. Conclusion Sevoflurane
post-conditioning can mitigate the microglia activation, reduce cerebral oxidative stress and inflamma-

tion, thus protect rat cerebral against ischemia reperfusion injury.
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