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[Abstract] The timely recovery of cerebral blood perfusion is the best way to improve the survival rate
of patients with cerebral ischemia,however,the recovery of cerebral blood perfusion may also induce cerebral
ischemia-reperfusion injury. Autophagy is the self-protection mechanism of neurons. The regulation of cell au-
tophagy by intracellular phosphatidylinositol kinase (PI3K)/threonine protein kinase C (Akt)/target of rapa-
mycin (mTOR) pathway plays an important role in eliminating aging damaged organelles,improving cell en-
ergy metabolism and reducing cell apoptosis. The pathophysiological mechanism of cell autophagy mediated by
PI3SK/Akt/mTOR signaling pathway and the current therapeutic intervention were reviewed in this article,so
as to provide reference for improving the prognosis of patients with cerebral ischemia and drug research and
development.
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