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Silicosis therapeutics drugs targeted intervention on macrophage polarization
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Abstract: Silicosis is the most common and serious occupational diseases in China, its pathogenesis is closely related to
pulmonary macrophages. SiO, can polarize macrophages when it enters into the lung and is swallowed by them, the polarized
macrophages are divided into classically activated macrophages (M1) and alternatively activated macrophages (M2), they
release various inflammatory factors through complex regulatory mechanisms, respectively, and eventually lead to pulmonary fi-
brosis. This paper will give a review on the relationship between macrophage polarization and pulmonary fibrosis, and the silicosis
therapeutic drugs targeted macrophage polarization, in order to provide a theoretical basis for further exploring the pathogenesis of
silicotic fibrosis and finding new therapeutic methods.
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