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[ Abstract ]

prognosis. Western medicine treatment includes pirfenidone, nidanib, oxygen therapy, lung transplantation and other methods,

Pulmonary fibrosis is a chronic progressive interstitial lung disease with unknown etiology and poor

but the treatment costs are expensive and greatly increase the economic pressure of patients. Studies have proved that traditional
Chinese medicine has unique advantages in the treatment of pulmonary fibrosis. Epithelial-mesenchymal transformation (EMT)
is an important link in the occurrence and development of pulmonary fibrosis. In this paper summarizes the research on TCM

intervention on EMT based on transforming growth factor— B (TGF- 3 ) /Smad signaling pathway to alleviate pulmonary fibrosis, in

order to provide a direction for the study of pulmonary fibrosis.
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