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[ Abstract]

elderly patients, which is characterized by cognitive decline, memory impairment, inattention and other

Perioperative neurocognitive disorder (PND) is a common postoperative complication in

changes. With the continuous growth of the number of elderly surgical patients, the number of patients with
PND will also increase. Given that the risk factors and predisposing factors for PND are complex, the specif-
ic mechanisms are unclear, and there are no uniform diagnostic criteria. This article summarizes the research

progress of brain-derived biomarkers of PND in recent years, in order to provide reference basis for the pre-

diction and diagnosis of PND.
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