rhAfE HE A S BE S 2020 4F 10 45 32 4555 10 1 Chin Crit Care Med, October 2020, Vol.32, No.10

° 1269 -

- Tk -

VMR 5 57 v Al = 0 28 R AR AL AL B RO AR SR FR

EA OKH® B!

VBl R S R B TR E B R EEAE, B 200433 5 2 S E A K B B8 E IR R ERT,
81 236000

W@AEAEH 8K, Email : xinlvg@126.com

[(FEE] SR (ALD R R H WL fa B05E , i S0 RAR = o Jlive W4 i ( AMs ) A b 2R 77 ALL R
SER AR LR HAEZEAEN . UFoE B AR b i I8 7 XS HUH], 7T RORIG IR B ia ALL $ELTT 2 p 3
WG, AT R B, M it 15 2% R A A QIS P R4 L WA AR £k, 2 ALL A 8 RAE SO, A
SCHE B NEAN AR AL | LB A% 2 5 R AR s B A AR Ak K A AR bS5 ALL 22 R 26 ZR 4 AH e 9%
HEREHEATEEAR T DA R4 e 4 AR f X ALL BOVEFI AN L, MG R BG ALL $2 At Bk .

[EIA)] St ; Evgdniamil ; sl gt

BEE&WHE : HEX HARSE 4 (81871601)

DOI : 10.3760/cma.j.cn121430-20200426-00335

Research progress on polarization regulation mechanism of alveolar macrophages in acute lung injury
Wang Sheng', Zheng Li’, Lyu Xin'
'Department of Anesthesiology, Shanghai Pulmonary Hospital of Tongji University, Shanghai 200433, China; *Department
of Anesthesiology, Fuyang Hospital of Anhui Medical University, Fuyang 236000, Anhui, China
Corresponding author: Lyu Xin, Email: xinlvg@126.com

[Abstract] Acute lung injury (ALI) is a common clinical critical disease, with a high mortality. The imbalance of
alveolar macrophage (AMs) polarization plays an important role in the occurrence and development of ALI inflammation.
The study of the regulation mode and mechanism of macrophage polarization can provide more theoretical basis for
clinical prevention and treatment of ALIL In recent years, it has been found that epigenetics and immune metabolic
microenvironment can affect the macrophage polarization and the immune inflammatory response of ALL In this review,
the progress of macrophage polarization, epigenetics and immune metabolism regulating macrophage polarization, the
relationship between macrophage polarization and ALI were summarized, so as to clarify the effect and significance of

regulating macrophage polarization on ALL, and provide new ideas for the prevention and treatment of ALI in clinic.
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