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[ Abstract)

tein in neurons as well as neuronal apoptosis in hippocampus after focal cerebral ischemia-reperfusion in rats.

The effects of acupuncture on neuronal apoptosis after focal cerebral ischemia-reperfusion in rats

Objective  To investigate the effects of acupuncture on expression of cyclin D1 and CDK4 pro-
Meth-
ods Thirty adult heathly male Sprague-Dawley rats were divided into a control group (6 rats), an ischemia group
(12 rats) and an acupuncture group (12 rats). A model of middle cerebral artery occlusion (MCAOQ) in rats was es-
tablished with intraluminal filament occlusion. Acupuncture was employed to treat the model animals. The western
blot was used to measure the expression of cyclin D1 and CDK4 protein, and the flow cytometry was used to calculate
Results

neuronal apoptosis rate in hippocampus. A significant increase in cyclin D1 and CDK4 was detected at

48 h after reperfusion. The difference between ischemic group and acupuncture group with regard to the expression of

cyclin D1 and CDK4 as well as the cell apoptosis were statistically significant (P <0.05 or 0.01).

Conclusion

Acupuncture can protect cerebral tissues by regulating cell cycle factors and inhibiting cell apoptosis caused by ische-

mia-reperfusion injury.
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