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Effects of dexmedetomidine on myocardial expression of Bax and Bcl-2 in rat myocardial ischemia/reperfusion injury *
Chen Pan , Zhao Ming” , Jiang Peng , Wang Shengjun, Gu Teng fei
(Department of Anesthsiology . Affiliated Hospital of Jiangsu University . Zhenjiang,Jiangsu212000,China)
Abstract: Objective To investigate the effect of dexmedetomidine on the expression of Bel-2 and apoptosis related protein Bax
in rat myocardium apoptosis during ischemia reperfusion. Methods 21 healthy male Sprague-Dawley rats were randomly divided in-
to 3 groups: sham group, I /R group(I/R group) and IR+ dexmedetomidine group(DEX group ). Ligation of left anterior descend-
ing coronary artery was performed for establishing the rat myocardial ischemia/reperfusion injury mode in vivo. Real-time and im-
munohistochemistry were used to analyze the expression of Bel-2 and Bax at mRNA and protein leves. TUNEL was used to analyze
apoptoic index and TTC staining was adopted to investigate the infract size. Results Compared with the sham group,the expression
of Bel-2 at mRNA and protein level were increased in the I/R group(P<C0. 05), the expression of Bax at mRNA and protein level
was significantly increased in the I/R group(P<C0. 05). Compared with the I/R group.the expression of Bcl-2 at mRNA and protein
level was heightenend(P<C0. 05) in the DEX group,Bax at mRNA and protein level was decreased in the DEX group(P<C0. 01 ).
The infract size and apoptotic index were reduced compared with the IR group. Conclusion Dexmedetomidine can inhibit the apop-
tosis of myocardium by up-regulating the expression of Bel-2 and down-regulating the expression of Bax at mRNA and protein lev-

el, which may be part of the molecular mechanism of dexmedetomidine on myocardial preservation.
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