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Abstract . Silicosis is a chronic interstitial lung disease caused by long-term exposure to silica dusts in occupational environ-
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ment. Its main features are lung inflammation and progressive pulmonary fibrosis, and with the development of the fibrosis, the
disease was further aggravated as well, which will seriously affect the health and life quality of the patient. There is still no effi-
cient therapeutic drug yet, but with domestic and abroad research progress on pathogenesis and pathophysiology of pulmonary fi-
brosis in silicosis, the study on the drug for silicotic pulmonary fibreosis has also made some progress. This article will briefly

summarize recent progress of the studies on three main kinds of anti-silicotic pulmonary fibrosis drugs, namely natural medicine,

synthetic drugs and biological drugs.
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