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[ Abstract]) Pulmonary fibrosis(PF) is a fatal disease characterized by chronic inflammation
and fibrosis of lung tissue, with idiopathic pulmonary fibrosis(IPF) being the most common. At
present, fibrosis cannot be reversed, and the primary drugs used in clinical practice to slow down
disease progression are pirfenidone and nintedanib. However, lung function deteriorates rapidly
once the treatment is discontinued. Lung transplantation is the only curative treatment for PF, but
the scarcity of donors and high risks significantly limit the feasibility of the procedure. In recent
years, research has focused on the pathogenesis of PF, including epithelial injury and impaired repair,
dysregulation of the TGF-B/Wnt signaling pathways, and mitochondrial dysfunction, providing
new directions for targeted therapy. Emerging strategies, including targeted signaling pathway

inhibitors, stem cell therapy, immune modulation, IncRNA regulation, and nanodelivery systems,

DOI: 10.12173/j.issn.1004-5511.202504089
HAeME: ERaABFEELT EHME (81970529) ; AL REIRIFE (YDZJ2022012YTS072) 5 F#h4 T 4 f# At 4 & A & A1 Xl
THE (2021JC007 )
WiEE. FRE, B4, 85K, WEHAEERI, Email: hjli2012@]lu.edu.cn
X[ ZE, Email: 1iuf2012@]lu.edu.cn

yxxz.whuznhmedj.com


http://dx.doi.org/10.12173/j.issn.1004-5511.202203023
http://dx.doi.org/10.12173/j.issn.1004-5511.202504089

958 EF#FHE 2025 £ 8 A% 354 5F 8 # New Medicine, Aug. 2025, Vol.35, No.8

have demonstrated potential therapeutic value of PE. However, clinical translation still faces challenges, and further

optimization of treatment strategies is needed to achieve disease reversal. Future research should also explore

the molecular mechanisms of various therapeutic approaches in depth. This article systematically introduces the

research progress of PF treatment at home and abroad, and provides certain reference for new drug development.
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