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Current evidence indicates that macrophage responses in pulmonary fibrosis are
heterogeneous but consistently implicate a shift toward profibrotic programs enriched
in alternatively activated, M2-like populations rather than a simple expansion of

resident macrophages alone [1] [2] [3].fin bleomycin models, depletion of lung
macrophages or Ly6C”hi monocytes attenuates collagen accumulation and fibrosis

M2-polarized macrophages contribute to tissue re Citation g

myofibroblast differentiation and fibroblast actiyation; for example, recruited

macrophages in fibrotic lungs were predominantly M2, M2 cells enhanced
R-MSC-to-myofibroblast differentiation through Wnt/p-catenin signaling, and
1g™+ interstitial macrophages localized around fibrotic nodules with profibrotic

Mechanistically, extracellular matrix—integrin f4p1-Rac2
signaling and CCL1-driven CCR8/AMEFR signaling have each been shown to promote
M2 polarization and fibrosis, underscoring that macrophage polarization is actively
regulated during disease progression rather than merely reflecting injury [6] [7].
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1. Monocyte-derived alveolar macrophages drive lung fibrosis and persist in the lung
over the life span
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WEEL N Little is known about the relative importance of monocyte and
tissue-resident macrophages in the development of lung fibrosis. We show that
specific genetic deletion of monocyte-derived alveolar macro...
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W E S RATIONALE: Idiopathic pulmonary fibrosis (IPF) is a devastating disease.
Antiinflammatory therapies, including corticosteroids, are of no benefit. The role of
monocytes and macrophages is therefore co...
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SCFEEEL N This study investigates the role of immune regulation in the progression of
idiopathic pulmonary fibrosis (IPF). Through single-cell profiling, the study reveals
the distinct components of immune cell...

4. M2 macrophages promote myofibroblast differentiation of LR-MSCs and are
associated with pulmonary fibrogenesis

Y£3 : Jiwei Hou; Jingyan Shi; Ling Chen; Zhongyang Lv; Xiang Chen; Honghui Cao;
Zou Xiang; Xiaodong Han

#AF]: Cell Communication and Signaling (2018)

DOI: https://doi.org/10.1186/s12964-018-0300-8

WEE N : BACKGROUND: Idiopathic pulmonary fibrosis (IPF) is a devastating
disease characterized by the histopathological pattern of usual interstitial pneumonia
and is associated with a high mortality rate. Re...

5. Profibrotic properties of C1q+ interstyhd\riacrophages in silica-induced pulmonary
fibrosis in mice DOI

Y3 : Tatsuro Ogawa; Shigeyuki Shichino; Stroormooruraraouras; KOuji
Matsushima

#A+]: Biochemical and Biophysical Research Communications (2022)



WPS_1716949428
矩形


WPS_1716949428
Instruct
提供DOI及文章要点，

可直接定位原文核查


DOI: https://doi.org/10.1016/j.bbrc.2022.02.037

YEH . This study revealed the role of interstitial macrophages (IMs) in
pulmonary fibrosis (PF) and their potential as a therapeutic target. IMs were found to
have pro-fibrotic and anti-inflammatory propert...
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W E . This study demonstrates that CCL1 plays a crucial role in macrophage M2
polarization in pulmonary fibrosis. It interacts with AMFR and CCR8 receptors to
promote the formation of macrophage M2 phenotyp...



