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(Abstract] Objective To observe the effect of acupuncture at acupoints of Dazhui, Baihui, and Renzhong on the
expression of plasma vascular endothelial growth factor (p—VEGF) protein in the brain tissue of rats with cerebral ischemia—
reperfusion injury, and to explore the partial mechanism of action of acupuncture in cerebral ischemia reperfusion. Methods A
total of 60 rats were included in the study, among which 24 rats were randomly selected and divided into normal group and
sham —operation group, with 12 rats per group; the remaining 36 rats were first prepared into a middle cerebral artery
occlusion model using the Zea longa’s suture method, and then randomly divided into model group, acupuncture group, and
edaravone group, with 12 rats per group. Upon presence of stable vital signs in the model rats, the rats in the normal group,
sham—-operation group, and model group were restrained without acupuncture; the rats in the acupuncture group were subjected

to acupuncture at the acupoints of Dazhui, Baihui, and Renzhong, with the acupuncture needles retained at the acupoints for
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30 minutes; the rats in the edaravone group were intraperitoneally injected with edaravone at a dose of 3 mgkg (diluted to
1 ml); all the above treatments were repeated once every 12 hours. Neurological deficit score (NDS) evaluation was performed in
the rats before the first treatment and after the last treatment. After six rounds of treatments, the rats were sacrificed to observe
the ratio of cerebral infarction areas on TTC staining and to determine the the expression level of p-VEGE protein by Western
blot. Results Compared with the normal group and the sham-—operation group, the model group had significantly increased NDS
and ratio of cerebral infarction areas (P <0.01), suggesting that the model was successfully established. Compared with
the model group, the acupuncture group and the edaravone group had significantly reduced NDS and ratio of cerebral infarction
areas (P<0.01), but significantly increased expression of p—VEGF protein (P<0.01). There were no significant differences between
the acupuncture group and the edaravone group in NDS, ratio of cerebral infarction areas, and expression of p—VEGF protein

(P>0.05). Conclusion Acupuncture at Dazhui, Baihui, and Renzhong can significantly alleviate cerebral ischemia—reperfusion

injury, possibly by up-regulating the expression of phosphorylated VEGF protein and promoting angiogenesis.
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