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Advances in the related research of M2 macrophages in pulmonary fibrosis P! Ding-nan, MO Bi-wen. Depart-
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China

[ Abstract] Pulmonary fibrosis is an interstitial lung disease in which excessive deposition of extracellular matrix
leads to the destruction of lung structure and scar formation. M2 macrophages are a kind of innate immune cells, which
can regulate tissue repair by secreting a variety of pro-fibrotic mediators and play an important role in the pathogenesis
of pulmonary fibrosis. This paper reviews the research progress in the effect of M2 macrophages on the pathogenesis of
pulmonary fibrosis.

[ Key words] Pulmonary fibrosis; M2 macrophages; Macrophage polarization
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