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Abstract

Objective: To explore how FSTL1 and autophagy affect the occurrence and development of pulmonary fibrosis (PF), and to
provide a theoretical basis for the prevention and treatment of PF. Methods: The mice were randomly divided into four groups, the
pulmonary fibrosis model was established by intratracheal infusion of bleomycin, and the changes of lung tissue were observed by
different treatments. Groups A, B and C were given bleomycin and group E was given saline. HE and Masson staining were used to
observe the changes of inflammation and pulmonary fibrosis, a-SMA and collagenl protein were detected by IHC, serum FSTL1
and TGF-p contents were detected by Elisa, and LC3B and p62 protein expressions were detected by WB. Results: After 7 days
of administration of bleomycin, the level of autophagy in lung tissue decreased and the level of FSTL1 increased. After autophagy
inhibition treatment, pulmonary fibrosis was aggravated, the level of FSTL1 was increased, and the degree of inflammation was
increased. There were differences in the severity of pulmonary fibrosis and the expression level of autophagy related proteins in mice
compared with the early treatment of bleomycin alone and the simultaneous treatment of autophagy inhibition.Conclusion: Inhibition
of autophagy leads to bleomycin-induced pulmonary fibrosis and increased FSTL1 expression in mice with pulmonary fibrosis,
but no significant difference in FSTL1 expression was observed between the early stage of the disease and the autophagy inhibitor
treatment.
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