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ABSTRACT Objective: To investigate the effects of resveratrol post-treatment on Bax and Bcl-2 expression in rats with cerebral is-
chemia reperfusion injury. Methods: Sixty clean grade male SD rats were randomly divided into sham surgery group (n=12), I/R model
group (n=12) and resveratrol group (n=36). Resveratrol group was divided into low dose, medium dose and high dose groups (10 mg/kg,
20 mg/kg, 40 mg/kg) according to different doses, with 12 rats in each group.In sham operation group, only external carotid artery was
exposed and no ischemic treatment was performed. In the I/R model group, rat middle cerebral artery ischemia-reperfusion injury model
(ischemia for 2 h, reperfusion for 24 h) was prepared by the improved line plug method. Resveratrol group: modeling method was the
same as I/R model group. After 2h of ischemia, different doses of resveratrol were intraperitoneally injected into rats to compare the score
of nerve function defects in SD rats in each group. Western blotting and immunohistochemical methods were used to compare the expres-
sions of Bax and Bcl-2 in the hippocampal CA1 area of ischemic brain tissue in rats. Results: The scores of neurological deficits in the
low, medium and high dose groups were all lower than those in the I/R model group. With the increase of resveratrol dose, the scores of
neurological deficits decreased gradually, among which the scores of neurological deficits in the high dose group decreased most signifi-
cantly. In the resveratrol group, compared with the I/R model group, Bax expression gradually decreased in the resveratrol group with dif-
ferent doses, while Bcl-2 expression significantly increased, with the most significant change in the resveratrol high-dose group. Conclu-
sions: The high dose resveratrol can reduce the score of neural function defect in rats, reduce cerebral ischemia-reperfusion injury, and

have protective effect on cerebral ischemia-reperfusion injury in rats. Its mechanism is related to the expression of Bax and Bcl-2.
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Table 1 Scores of neurological defects in each group(xt s)

2-hour neurological defect ~ 24-hour neurological defect

Groups n Dosage( mg/kg )
score( points ) score( points )
The sham-operation group 12 - 0.00+ 0.00 0.00+ 0.00
I/R model group 12 - 2.38+ 0.53 242+ 047
The Res low does group 12 10 242+ 0.59 2.38+ 0.57
The Res middle does group 12 20 2.29+ 0.33 2.08+ 0.51
The Res high does group 12 40 2.33% 0.33 1.96+ 0.50*
Note: Compared with I/R model group, *P<<0.05.
2 BHEKXR Bax.Bcl-2 EHHIFRIE(xE 5)
Table 2 Expression of Bax and Bcl-2 in each group(xt s)
Groups n Bax Bcl-2
The sham-operation group 6 0.19+ 0.08 0.21+ 0.06
I/R model group 6 0.88+ 0.17 0.47+ 0.14
The Res low does group 6 0.85+ 0.13 0.49+ 0.15
The Res middle does group 6 0.70% 0.09* 0.66% 0.13*
The Res high does group 6 0.67+ 0.11* 0.72+ 0.20*

Note: Compared with I/R model group, *P<<0.05.
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Fig.1 The expression of Bax and Bcl-2 in each group
Note: 1:The sham-operation group; 2: /R model group; 3: The Res low
does group; 4: The Res middle does group; 5: The Res high does group.
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Table 3 Result of Bax and Bcel-2 in each group(xt s, a/HP)

Groups n Bax Bcl-2
The sham-operation group 6 8.33% 2.66 9.17+ 2.99
I/R model group 6 38.67+ 8.29 21.33+ 7.03
The Res low does group 6 36.67+ 4.41 22.83% 7.03
The Res middle does group 6 30.50+ 3.02* 30.33+ 5.68%*
The Res high does group 6 27.83+ 5.31* 32.17+ 6.37*

Note: Compared with I/R model group, *P<<0.05.
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2 BAXRRMMED CAl X Bax BIFIE
Fig.2 The Bax expression in CA1 area of ischemic hippocampus of rats in each group
Note: Al: Localization of CA1 region of hippocampus in the ischemic side of rats; B1: The sham-operation group; C1: I/R model group;
D1: The Res low does group; E1: The Res middle does group; F1: The Res high does group.

Fig.3 The Bcl-2 expression in CA1 area of ischemic hippocampus of rats in each group

Note: A2: Localization of CA1 region of hippocampus in the ischemic side of rats; B2: The sham-operation group; C2: I/R model group;
D2: The Res low does group; E2: The Res middle does group; F2: The Res high does group.
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