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[ Abstract]

Age is an independent risk factor for IPF. With the age increases, aging cells continue to accumulate. There is a variety

Idiopathic pulmonary fibrosis (IPF) is an unexplained chronic and progressive interstitial pneumonia.

of evidence that cellular senescence can promote the occurrence and development of IPF through senescence-associated
secretory phenotype (SASP), telomere dysfunction, mitochondrial dysfunction, DNA damage, epigenetic changes, in-
flammatory response, protein homeostasis imbalance, and other mechanisms. This paper summarizes the role and mecha-

nism of cell senescence in IPF, which not only can deepen the understanding of the pathogenesis of IPF, but also provide

theoretical support for the prevention, diagnosis and treatment of IPF.
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