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Abstract

Objective: To observe effects of electroacupuncture (EA) of "Quchi (LII11)" point, "Zusanli (ST36)" point on
the structure of cortical mitochondria and autophagosome in cerebral ischemia reperfusion (MCAO) rats.
Method: The model MCAO rats were constructed according to Koizumi methods. After EA at "Quchi", "Zusan-
li" point intervention, the volumes of cerebral ischemia were observed by TTC staining, electron microscope
was used to observe the autophagosome and the structure of mitochondria. Western blot was used to detect au-
tophagy marker protein expression levels of Atg4 and LC3B.

Result: TTC staining showed that EA reduced cerebral infarct volumes of rats in model MCAO group. EA in-
tervention inhibited the transformation of LC3B 1 to LC3B II. In addition, compared with model group, in
EA group the expression of Atg4 decreased, whereas the expressions of PI3K and mTOR proteins increased.
Conclusion: MCAO could promote autophagy occuring in cortical cells, while EA at "Quchi (LI11)", "Zusanli
(ST36)" for 3d could inhibit the autophagy, the mechanisms maybe mediate PI3K-mTOR signaling.
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