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[Abstract] Objective To investigate the effect of sufentanil postconditioning on myocardial is-
chemia-reperfusion injury in rats in vivo and the role of PI3K/Akt signaling pathway.
Methods Ninety healthy male SD rats were randomly allocated to Sham group(the coronary suture
was passed, not tied, and maintained for 150 min), group IR (ischemia for 30 min followed by 120
min reperfusion) , group Sufen (administration of 1 pg/kg sufentanil for 3 min at the onset of reperfu-
sion following 30 min of ischemia), group SL (administration of sufentanil and 0. 3 mg/kg 1.LY294002
DMSQO) for 10 min prior to reperfusion) and group IL (only administration 0. 3 mg/kg .Y294002 for
10 min prior to reperfusion). HR and MAP were measured at the following time points: end of stabi-
lization prior to ischemia (baseline) ; 30 min of ischemia; 60 and 120 min of reperfusion; at the end of
120 min reperfusion, the rats were sacrificed for assessment infarct area, the expression of Bax and
Bel-2 mRNA; the myocardial tissue samples were collected 15 min following reperfusion to determine
the total and phosphorylated Akt expression by Western blot. Results There were no significant
differences in the HR among the 6 groups; MAP were significantly decreased at 60 and 120 min fol-
lowing reperfusion (P<C0. 05) in group IR, groups SL and IL. compared to group Sham; there were
no significant differences in the total Akt expression among the 6 groups; phosphorylated Akt were
significantly upregulated, the infarct area were significantly decreased, Bax mRNA levels were signif-
icantly decreased and Bcel-2 mRNA levels were significantly increased (P<C0. 05) in group Sufen com-

pared to group IR, there were no significant differences respectively between groups SL,IL and IR.
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Conclusion  Sufentanil postconditioning can induce myocardial protection through activation of the

PI3K/Akt signaling pathway and inhibition of cell apoptosis via down-regulation Bax and up-

regulation Bcel-2 expression.
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