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Abstract

Objective: To study the mechanism of anti-apoptotic effect of electroacupuncture (EA) in acute local cerebral
ischemia-reperfusion(I/R) rats.

Method: Ninety-six male adult SD rats were randomly divided into three groups: sham-operated group, model
group and EA group. The model of middle cerebral artery occlusion(MCAO) was established with thread liga-
tion method. The EA group were administered with EA at Quchi (LI11) and Zusanli (ST36) acupoints on the
contralateral paralyzed limb at 2h after cerebral I/R. Then, 24h after I/R, rats brains were taken out for TU-
NEL, Western-blot and RT-PCR examinations, and the blood for ELISA examinations.

Result: At 24h after I/R, neurological behavior improved, and the apoptotic cells in ischemic brains decreased
in EA group compared with model group (P <0.05). The expression of Bcl-2 increased and Bax decreased sig-
nificantly in EA group, brain derived neurotrophic factor(BDNF) in blood was milder in EA group than those
in model group (P <0.05).

Conclusion: EA can significantly regulate anti-apoptotic effect and promote neurological function recovery in ce-
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rebral I/R rats in early stage.
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