- 188 - ZmE T EEZG 2020 4F 3 H5E 22 555 2 1 Military Medical Journal of Southeast China ,Vol.22 ,No.2 ,March, 2020

ﬂ

HERESBEARPARZINNERHIARER

RERIE, 545 F L

B

B,

[BE] MERIECTNMERGIRERN—NEEARE, B AR B2 AEF (PND) . PND 2R giifieE H AR
HAIAR S R BERR 0 SRR, LR a5 a2 R BT A5 B A B AT A A RS M AF AT BE T B, PND 5 8K A9 (1 B B (8] FR R &2
JRIT PR G, PND B AE TR fgk i A 59E PND B A LR i i AL T BRIt & 4H . K1, 2 BHT M 1L PND 9 & 0
BLATI AN BB, RSk 22 A IR IR 40 22 B P48 i /2 PND WY CER R 38, SCRR R ZEXT M4 9OREAE PND mf R 34 R 407 4t il
BT A B A A A 28 DA R R RS0 (R VR T 5 IR A T 408

[RBIA]  HERIE; FARW b LN FBER ; 20 BT RS AT BE i

[FE4%ES] R749.1 [ XEkFRERL] A [XEHS] 1008-8199(2020)02-0188-05

[DOI] 10.3969/j.issn.1672-271X.2020.02.016

Review of neuroinflammtion and perioperative neurocognitive disorders

DUAN Jiao, TIAN Mi reviewing ,LI Wei-yan checking
( Department of Anesthesiology, Jinling Hospital , Nanjing School Clinical Medicine, Southern Medical University/
General Hospital of Eastern Theater Command ,PLA ,Nanjing 210002, Jiangsu , China )

[ Abstract ] Neuroinflammation has become a hallmark of neurological complications, such as perioperative neurocognitive dis-
orders(PND). PND is a recently recommended overarching term for cognitive impairment in preoperative and postoperative, which is
characterized as a decline in cognitive functions including memory , attention , information processing and cognitive flexibility. PND is as-
sociated with longer hospitalization and more treatment costs , mortality and disability rates in patients with PND are higher than those in
non-PND patients resulting in a huge communal burden. However, the pathogenesis of PND is still unclear . Increasing evidence sug-
gests that neuroinflammation is a key factor in PND . In this paper, we summarize the molecular and cellular mechanisms of neuroin-
flammation in PND, discuss two kinds of diseases of PND, and list some therapeutic methods under study.
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