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The role of cell pyroptosis in pneumoconiosis induced pulmonary fibrosis
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Abstract: The prevalence of pulmonary fibrosis in pneumoconiosis is increasing year by year, and the pathogenesis is complex.
At present, there is still a lack of effective treatment in clinical practice. Pyroptosis is a newly discovered programmed cell death
process, which plays an important role in respiratory diseases, especially in the pathogenesis of pulmonary fibrosis. Research

targeting the pyroptosis pathway has become a hot topic. This article reviews the related research on the occurrence, development

and treatment of pyroptosis in pneumoconiosis with pulmonary fibrosis.
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