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[ Abstract]  Autophagy is a conserved lysosomal degradation pathway that can degrade and recover long-lived or
misfolded proteins and damaged organelles to maintain cellular energy and function. Cerebral vascular endothelial cells are an
important part of the neurovascular unit (NVU) , and their tightly connected structure is the main structure of the blood—brain
barrier (BBB) , and the integrity of BBB is the guarantee of maintaining the homeostasis of the central nervous system (CNS) .
When cerebral ischemic stroke (CIS) occurs, autophagy can be activated in a variety of brain cells, including cerebral vascular

endothelial cells, neurons, microglia and astrocytes, among which cerebral vascular endothelial autophagy can affect BBB integrity,
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apoptosis and inflammation. Studies have shown that the activation or inhibition of autophagy in cerebral vascular endothelial

cells may be related to silence information regulator 1 (SIRT-1) /forkhead box protein O3a (FOXO3a) , phosphoinositide 3—kinase

(PI3K) /protein kinase B (Akt) /mechanistic target of rapamycin (mTOR) , nuclear factor kappa—B (NF- k B) and other signaling

pathways, and regulation of cerebral vascular endothelial autophagy can reduce the apoptosis rate, reduce inflammation and protect

the integrity of BBB, thereby reducing cerebral ischemia, hypoxia and reperfusion injury. This article reviewed the pathological

process of CIS, autophagy of cerebral vascular endothelial cells and its pathogenesis, and the role of cerebral vascular endothelial

autophagy in the pathological process of CIS, and concluded that regulation of cerebral vascular endothelial autophagy may be a

potential effective method for the treatment of CIS.
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