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Abstract: Idiopathic pulmonary fibrosis is a chronic, progressive, fibrotic interstitial pneumonia of unknown
etiology. The cure rate is low and the mortality rate is high. At present, effective treatment drugs are scarce.
Irreversible activation of PARs plays an important role in maintaining pulmonary function, and abnormal expression
and activation of PARs can promote the process of inflammation and idiopathic pulmonary fibrosis. Therefore,
targeted PARs may be a new therapeutic method in the treatment of idiopathic pulmonary fibrosis. This paper
introduces the function and mechanism of PARs in promoting idiopathic pulmonary fibrosis, and summarizes the
advance in anti-fibrosis drugs targeting PARs.
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