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[Abstract] Pulmonary fibrosis is a chronic pulmonary disease with poor prognosis. It is one of the diffi-

cult diseases of respiratory system. The pathogenesis of pulmonary fibrosis is still unclear. The incidence and

mortality of pulmonary fibrosis have gradually increased in recent years,and the patients with pulmonary fi-

brosis have become younger. Currently, there are no effective drugs for preventing the disease process,which

is closely related to the uncertainty of its pathogenesis. Many cells and cytokines have been found in the patho-

logical process of pulmonary fibrosis,which play an important role in the process of pulmonary fibrosis. This

article will give a brief overview of this as a starting point.
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