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Abstract Objective: To study the influence of electroacupuncture (EA) on the expression of ICAM -1 of
myocardial ischemia reperfusion injury in rabbits. Method: Totally 36 rabbits with normo-electrocardiogram were
divided into four groups: sham operating group, model group, EA at Neiguan points group, EA at Lieque points
group. Myocardial ischemia reperfusion injury model was established by ligaturing anterior descending branch of left
coronary artery for 30 minutes and reperfusion for 60 minutes in rabbits. Immunohistochemistry test was adopted
to detect the expression of ICAM-1. Result: The expression of I[CAM-1 in model group was significantly higher
than sham operating group (P<0.01). Compared with model group and EA at Lieque points group, the expression of
ICAM-1 in group of EA at Neiguan points was significantly lower. Conclusion: EA could significantly reduce the
expression of ICAM-1 in ischemia reperfusion injury myocardium and protected cardial muscle by decreasing the
damage of ischemia reperfusion injury myocardium.
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