PP SR A 2021 4E 10 H 20 HEE 21 855 108 Journal of Neuroscience and Mental Health, October 20, 2021, Vol.21, No.10 - 751 -

- LRIk -

1214 B BRI TR R B K T BE PR S S /N BT 48 A

AXIERNFRHER

M A=Dh T A

650101 S EA K 5 5% =M & B A 22 At
BAZAVEA : A, Email : yinmeisl@sina.com
DOI: 10.3969/j.issn.1009-6574.2021.10.014

(] BHAEVEMEARITIE (25 5 AR (OSAS) S — i DL A MR IEBE AR , 17 P2 P vl BV k4 (CTH)

& OSAS fied ZL AR B A FARAE . I JLAFESE T CTH BOA B IR ZT B #9831 CTH W] 347G
NI T AR L 5 | S P 8 S L BT DR T NI 5 iR A i 2 R e it s, i — 0 S BOA DI RE et 31
St CTH G/ NI AN 7 28, DL R/ R AN S 5 CTH BON D RERERT ) 23 FHLHI 1 —2534 , LAIh
TR SR
(KR ) BEARIPOETE, BHAENE;  IRPEMBRVEGSA A AERERT ;
EEUWE : RYIERRZAIE A QI HE 4 (20215052)

/N 2Rk

Research progress on the relationship between chronic intermittent hypoxia-induced cognitive
dysfunction and microglia Liu Renshuai, Luo Min, Yin Mei
Department of Neurology, the Second Affiliated Hospital of Kunming Medical University, Kunming 650101,
China
Corresponding author: Yin Mei, Email: yinmeisl@sina.com

[ Abstract ] Obstructive sleep apnea syndrome (OSAS) is a common sleep breathing disorder, and
chronic intermittent hypoxia (CIH) is the most important pathophysiological feature of it. In recent years, the
research on CIH-induced cognitive impairment has become a hot spot. Research has found that CIH can activate
microglia to cause neuroinflammation, release inflammatory factors, cause central nervous system damage,
and further lead to cognitive dysfunction. This article reviews the ways in which CIH activates microglia, and

the molecular mechanism of microglia's involvement in CIH-induced cognitive dysfunction, in order to provide

support for further research.
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