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[ Abstract] < Objective To investigate the protective effect of isoflurane postconditioning against cer-
ebral ischemia-reperfusion (IR) injury and investigated the role of TGF-B/SMAD/JNK pathway in neuro-
protective mechanism. Methods Fifty male SD rats weighing 250-300 g, were randomly divided into five
groups (10 rats in each group) : sham group (group S), cerebral ischemia-reperfusion injury group ( group
IR) , isoflurane group (group ISO) , LY2517299 group ( group LY ), SRI-011381 group ( group SR). In
group S, only exploration surgery was performed. In group IR, cerebral IR injury was produced by middle
cerebral artery occlusion for 90 min, followed by 24 h reperfusion. Group ISO were immediately treated with
1.5% isoflurane for 60 min at the starting time of reperfusion. Rats in groups LY and SR were injected inhib-
itors or agonists for 30 min before middle cerebral artery occlusion model (MCAO) through the lateral ven-
tricle of the brain stereo locator for a total of 50 pl for 10 min. MCAO and isoflurane postconditioning were
routinely administered after injection. The protective effect was tested by neurological deficit scoring, TTC
staining. Apoptosis cells in hippocampus was detected by TUNEL stain. The protein content were determined
by immunostaining and western blot. Results Compared with group S, the neurobehavioral scores and the
neuronal apoptosis in groups IR and ISO were increased. The protein content of TGF-f, and p-JNK1/2 were

increased (P < 0.05). Compared with group IR, the neurobehavioral scores in groups ISO and SR were de-
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creased, the neuronal apoptosis was reduced, TGF-B, and p-SMAD2/3 were increased, p-JNK1/2 was de-

creased (P < 0.05). Compared with group ISO, the neurobehavioral scores in group LY were increased,

neuronal apoptosis was increased, TGF-B, was significantly decreased, p-JNKI1/2 was increased ( P <

0.05). Conclusion Isoflurane postconditioning can upregulate the expression of TGF-B, and downregulate

p-JNK, which acts against cerebral IR injury.
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