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remifentanil against transient focal cerebral ischemia in rats J . J

Sufentanil postconditioning induces protection against focal

cerebral ischemia—reperfusion injury in rats
Cheng Cen Gu Erwei Lu Xianfu et al
( Dept of Anesthesiology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate whether sufentanil postconditioning induces protection aganist focal cerebral
ischemia—reperfusion injury in rats. Methods Seventy healthy adult male SD rats weighing 250 ~300 g were ran—
domly divided into five groups. All rats in IR group SP1 group SP2 group and SP3 group were subjected to the
right middle cerebral artery occlusion( MCAO) for 90 min and 24 h reperfusion. At 5 min before reperfusion the
rats were intravenously injected sufentanil 0.3 wg/kg( SP1 group) 1 wg/kg ( SP2 group) 3 wg/kg ( SP3 group)

or normal saline( sham group and IR group) . The neurological deficit scores( NDS) were evaluated at 24 h after
reperfusion then all the animals were executed. Six rats in each group were executed to evaluate the infarct volume
of the brain. The remaining rats in each group were executed to detect the apoptosis index. Infarct volume as a
percentage of volume at normal cerebral hemisphere was determined by 2 3 S-riph-enyltetrazolium ( TTC) stai—
ning. The neuronal apoptosis was detected by terminal deoxynucleotidyl transferase-mediated dUTP-biotin nick end
labeling assay( TUNEL) . Results At 24 h after reperfusion the neurological deficit scores and the apoptosis index
in the SP2 group and SP3 group were significantly lower than those in the IR group( P <0. 05) the infarct volume
in the SP2 group and SP3 group was significantly smaller than that in the IR group( P <0.05) . There were no sig—
nificant differences in the neurological deficit scores apoptosis index and infarct volume between groups of SP1 and
IR. Conclusion Sufentanil postconditioning at a dosage of 1 wg/kg can provide neuroprotection against focal is—
chemia-—reperfusion injury in rats.
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