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Carcinogenicity of chrysotile: Pathogenesis and epidemiologic studies A0 Ziging'? ( 1. China
Academy of Safety Science and Technology,Beijing 100029 ,China; 2. Key Laboratory for Work Safety against Toxic and Dust
Hazards ,SAWS, Beijing 100029, China)

Abstract: Chrysotile is one type of asbestos. The potential pathogenicity of chrysotile is currently a controversial issue. This
article discussed the carcinogenic and fibrotic mechanisms of chrysotile,its etiological factors (including fiber concentration,
form, durability and so on)and the epidemiologic study results, so that we can understand clearly the health hazards of chrysotile.
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