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[ Abstract | Macrophages are vital in maintaining tissue homeostasis in the lungs by
modulating and regulating immune responses. Based on different origins and anatomical
locations, macrophages in the lungs are categorized into alveolar macrophages, interstitial
macrophages, perivascular macrophages, and inflammatory macrophages. Alveolar
macrophages are located in the alveolar spaces and are primarily responsible for
maintaining alveolar surfactant homeostasis, defending against pathogens and regulating
immune responses. Interstitial macrophages can maintain homeostasis, regulate immunity
and anti-inflammation in the lung tissue. Perivascular macrophages play a crucial role in
inhibiting lung inflammation, improving pulmonary fibrosis, and regulating lung tumor
progression due to antigen-presenting and immunomodulatory effects. Inflammatory
macrophages, which are differentiated from monocytes during inflammation, regulate
the inflammatory process. This article reviews the origins of various subpopulations of macro-
phages in the lung tissue and their physiological and pathological functions as well as

discusses the underlying mechanisms and potential therapeutic targets.
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[ 45B&1E ] 2019 K % # 94 (coronavirus disease 2019, COVID-19) ;1% b [ 52 2 A
¥ 3% (chronic obstructive pulmonary disease, COPD) ; ¥ 4m fi— B % 2m AL 48 3% ) ik 1] -F
(granulocyte-macrophage colony-stimulating factor, GM-CSF ) ; i Z AL 4 B 1K 3 74 4%
# & % AR (peroxisome proliferator activated receptor, PPAR) ; 4L 4% & (cluster of
differentiation, CD) ; # 44 B -F B 4K (chemokine ligand , CCL) ;43 5 4 5 R 4 T &%
& (signal transducer and activator of transcription, STAT) ; ¥ J& 3% 5 B -F (tumor
necrosis factor, TNF) ; 4 8 % T 28 i2, (helper T cell, Th 28 it ) ; 42 4% RNA (messenger
RNA,mRNA) ; £ %41 2% 48 5 M & &4k (major histocompatibility complex, MHC ) ; #k
B MR A B 2 AR (lymphatic vessel endothelial receptor, Lyve) ; & i & /& &
& B (matrix metalloproteinase, MMP) ; oz 5" P9 & 4 5% M B& 2 BR %L 55 2 4K (tyrosine
kinase receptors, TIE)
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Figure 1 Anatomical locations and function of major subpopulations of macrophages in the lung tissue
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