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[ Abstract] Postoperative cognitive dysfunction (POCD) is a'common complication after surgery and
anesthesia, with poor prognosis, especially in elderly patients with POCD related performances as decreased
attention, consciousness and judgment, and often accompanied by abnormal changes in mood and
personality behavior, which has a greater social and economic impact on patients and their families. The re-
lated mechanisms of POCD include the co-action of central neureinflammation and peripheral inflammatory
factors, among which neuroinflammation plays an impertant role in the pathophysiological development of
POCD. However, how neuroinflammation is involved in the occurrence and development of POCD, has not
been fully clarified. This review summarizes the effects of neuroinflammation and its related research mecha-
nisms on POCD, in order to provide new ideas for exploring the pathogenesis of POCD and finding new po-
tential targets.
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