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Abstract

Objective: To observe the effect of scalp acupuncture on the expression of tissue inhibitor of metalloproteinas-
es-1(TIMP-1)in the rats with cerebral ischemia reperfusion for exploring the interaction mechanisms.

Method: One hundred and thirty male SD rats were randomly divided into three groups: sham operation
group, model group, and scalp acupuncture group. Cerebral ischemia/reperfusion model was induced by modi-
fied Longa's method. Scalp acupuncture group was treated with Baihui-Qubin acupuncture. The positive expres-
sion and protein content of TIMP-1 were detected by immunohistochemistry and western blot.

Result: Compared with model group, the expression of TIMP-1 in the scalp acupuncture group was on increas-
ing curve, but there was no significant difference between the two groups after 4h, 12h, 24h, 48h reperfusion
(all P>0.05). The expression of TIMP-1 in the scalp acupuncture was higher than that in the model group af-
ter 72h reperfusion(P < 0.05).

Conclusion: Scalp-acupuncture can effectively up-regulate TIMP-1 expression in the rats after acute cerebral
ischemia/reperfusion, which may be more obvious as the treatment time goes on. Increased TIMP-1 can re-
strain the activity of MMP-9 or block up the synthesize of MMP-9, which may ameliorate cerebral ischemia re-
perfusion injury.
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