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[ Abstract ] Objective: To investigate the effect of isoflurane (ISO) preconditioning on Bel-2 and Bax mRNA expression after ischemia/
reperfusion (I/R) in gerbil brain and the mechanism. Methods: Fifty gerbils were randomly divided into 5 groups: sham operation group,
I/R group,ISO group,5-HD+ISO group,and 5-HD group. The bilateral common carotid arteries were isolated but not occluded in the sham
operation group and occluded for 5 minutes in I/R group. The animals received isoflurane (1.2%~1.5% ) preconditioning 60 minutes before
I/R in ISO group, received 5-HD (10 mg/kg) ,the mitochondrial ATP-sensitive K* channel (mitoKyy) blocker,and ISO before I/R in 5-HD+
ISO group,and received 5-HD 30 minutes before I/R in 5-HD group. After 24 hours, the forebrains were sampled,and the total RNA was
isolated by trizol reagent. The expression of Bel-2 and Bax mRNA was determined by reverse transcriptase polymerase chain reaction. Re—
sults: Bcl-2 mRNA expression in ISO group was significantly higher than that in sham operation group and 5-HD+ISO group (P < 0.03).
Bax mRNA expression in groups I/R,5-HD+ISO,and 5-HD was significantly higher than that in sham operation group (P < 0.05). Con—
clusion: The isoflurane preconditioning has a protective effect on gerbil brain after I/R by promoting the binding of Bcl-2 to mitochondria and
simultaneously preventing Bax translocation to mitochondria, which is the result of the activation of mitoK .
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Fig. 1 Expression of Bck2mRNA in gerbil brain 24 hours after I/R
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Fig.2 Expression of Bax mRNA in gerbil brain 24 hours after I/R
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Tab.1 Comparison of the expressions of Bcl-2 and Bax mRNA

in gerbil brain(x + s)

2H 5 n Bel-2 Bax Bel-2/Bax
SHAM 10 0.83+0.36 0.84 +0.41 1.43+1.28
/R 10 0.83+0.51” 124+033" 0.85+0.58”
1S0O 10 122042 0.92+0.39 1.82+1.58
5-HD+ISO 10 0.82+0.31? 120040  0.74+0.30”
5-HD 10 089041 128+036"  0.71+0.32?

VE: 1)1 SHAM 4LILEE P<0.05:2)%5 1SD 411LE: P<0.05
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