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The role of SphK1/S1P signaling pathway in pulmonary fibrosis
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Abstract ; Fibrosis is a pathological process characterized by massive deposition of extracellular matrix
(ECM). Fibrosis occurs in various organs including the lung, liver, heart, and kidney, eventually leading to
structural distortion and severe dysfunction. Sphingosine-1-phosphate (S1P) is a biologically active lysophos-
pholipid that exerts a variety of activities including cell proliferation, survival, differentiation, migration, in-
flammation, angiogenesis, and endothelial barrier integrity. Many studies suggests that SphK1/S1P signaling
pathway plays an important role in the occurrence and development of pulmonary fibrosis. The functional
mechanisms of S1P would provide potential therapeutic strategies and targets for refractory fibrotic diseases.
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