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Catgut embedding therapy at scalp points regulates autophagy in rats with cerebral infarction and reperfusion injury based on PI3K/Akt/Beclin —1

pathway
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Abstract: objective: to observe the effect of catgut embedding therapy on autophagy in brain tissue of rats with cerebral infarction and reperfusion injury,
and to explore the mechanism of catgut embedding therapy on protecting brain tissue. Methods: 36 mice were randomly divided into blank group,

model group and acupoint catgut embedding group (N = 12 in each group) . The model of cerebral ischemia reperfusion in rats was established, and
catgut embedding therapy was performed in the scalp acupoint catgut embedding group. The neurological deficit was evaluated by MNSS score, the
infarct size was detected by TTC staining, and the mRNA expression levels of PI3K, Akt and Beclin-1 were detected by RT-gPCR. Results: the neurologic
deficit score of the model group was significantly increased (P & LT; 0.05) , while the neurologic deficit score of the scalp acupoint catgut embedding
therapy was decreased (P & LT; 0.05) , suggesting that catgut embedding therapy can improve the neurologic deficit of the rats The results of TTC showed
that the infarct size of the model group increased significantly (P & LT; 0.05) , and the infarct size of the model group decreased significantly after catgut
embedding therapy (P & LT; 0.05) The mRNA expressions of PI3K, Akt and Beclin-1 were up-regulated (P & Lt; 0.05) , while catgut embedding could
significantly down-regulate the mRNA expressions of autophagy-related factors (P & LT; 0.05) . Conclusion catgut embedding at Scalp Point can inhibit the
expression of autophagy factor in rats with cerebral ischemia-reperfusion, and then relieve nerve function. Keywords: autophagy; Catgut embedding

therapy; cerebral infarction; ischemia reperfusion
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