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[ Abstract | Objective: To investigate the effect of sevoflurane pretreatment on angiotensin II receptor
and inflammation in hippocampus of rats with focal cerebral ischemia-reperfusion injury. Methods:
Eighty healthy male SD rats were randomly divided into control group (Sham group) , cerebral ische-
mia-reperfusion group (IR group ), sevoflurane cerebral ischemia-reperfusion group ( SP group ),
AT2R antagonist sevofluranecerebral ischemia-reperfusion group (SPD group) and AT2R antagonist
cerebral ischemia-reperfusion group (PD group). Neurological deficit score, TTC staining and 1L-1
content in hippocampal tissue were measured 24 hours after reperfusion. Results; In comparison with
that sham group, the neurological deficit score and the volume of cerebral infarction in the IR, the SP,
the SPD and the PD group were increased. The contents of AT2R, TNF-a and IL-1 B increased, the
difference was statistically significant (P <0.05). Compared with IR group, the score of neurological

deficit and the volume of cerebral infarction in SP group were decreased, and AT2R was significantly
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up-regulated. The content of TNF-a, IL-1 B was decreased, and the difference was statistically signifi-

cant (P <0.05). Compared with SP group, the neurological deficit score, cerebral infarction volume
and the content of TNF-a and IL-1 B in SPD group were increased. The expression of AT2R

decreased, and the difference was statistically significant (P <0.05). Conclusion: The protective

effect of sevoflurane pretreatment on focal cerebral ischemia-reperfusion injury is related to the

activation of hippocampal AT2R, to reduce inflammation in hippocampal tissue.
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