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Research progress on drugs in treatment of idiopathic pulmonary fibrosis
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Abstract: Idiopathic pulmonary fibrosis (IPF) is a chronic pulmonary fibrosis disease with irreversible, progressive, and fatal
phenomenon, characterized by rapid progression and high mortality. And there are lack of effective diagnostic methods and treatment
drugs. Recently, with the understanding of its pathogenesis, IPF drug development have also made some progress. Pirfenidone and

nintedanib are new drugs approved and listed, and there are more than ten IPF drugs under development. In addition, there are some

hope for IPF treatment drugs, but now are not recommended.
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Table 2 IPF drugs under development
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Table 3 Nonrecommended IPF drugs in clinical trials
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