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Effect of Gu Hong Injection on the Function of Cerebral Cortex Mitochondria in Rats with Cerebral Ischemia. Feng Lu,Wang Mingyang
Liv Junya, et al. Department of Pharmacology , Institute of Basic Medical Sciences / Peiking Union Medical School, Chinese Academy Medi-
cal Sciences, Beijing 100005, China

Abstract Objective To observe the effect of Gu Hong injection on the function of cerebral cortex mitochondria in rats with cere-
bral ischemia reperfusion injury. Methods The model of middle cerebral artery occlusion (MCAO) in SD rats was prepared by the meth-
od of thread embolism. The drug was administered immediately after the operation, and the effect was evaluated by 14 days after continu-
ous administration. The expression changes of mitochondrial autophagy related protein Beclinl, Parkin, KIFC2, SNAP - 25 and UCP3
were detected by Western blot. Results Compared with the model group, the Guhong injection can significantly reduce the symptoms of
the neurological deficit in ischemia and reperfusion rat model and recovery of sensorimotor function, and effectively reverse the lack of
changes in mitochondria and the autophagy related protein expression in cerebral cortex of the model rats. Conclusion It is possible that

the action mechanism of Gu Hong injection on improving cerebral ischemic injury may be related to the activation of mitochondrial

autophagy.
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