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[ Abstract]

ical conditions, astrocytes mainly provide energy and nutritional support for neurons, affect synaptic forma-

Astrocytes are the largest number of cells in the central nervous system. Under physiolog-

tion and synaptic plasticity, participate in neurotransmitter metabolism and blood-brain barrier formation,
and affect the permeability of blood-brain barrier. Under surgical and anesthetic stress, astrocytes are over-
activated, mediating neuroinflammatory processes, affecting neuronal energy supply and transmitter metabo-
lism, leading to abnormal synaptic plasticity, blood-brain barrier disruption, and increased permeability,
which in turn leads to perioperative neurocognitive dysfunction.
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