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[ Abstract)

cerebral ischemia.

Objective  To observe the effect of electroacupuncture (EA) on the angiogenesis in rats with
Methods 30 male Wistar rats were randomly divided into 3 groups: normal group,model group
and EA group. After the establishment of acute middle cerebral artery occlusion (MCAO) , the rats were treated with
EA on DU20 and DU26. Then the expression of bFGF, Ang-2 and Tie-2 by immunohistochemical staining was ob-
served. Results The expression of bFGF and Ang-2 around the infarction locus of EA group increased remarkably
compared with normal group and model group and the increase of Tie-2 was not significant. Conclusion EA can

increase the expression of bFGF and Ang-2 around the infarction locus and promote the angiogenesis in rats with cere-

bral ischemia.
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