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Fig. S1. Electron microscopy image of AT2 cells. (A) microvilli (arrow). (B) 

lamellar bodies (arrow). 

 

 

 

Fig. S2. Cell senescence protein P21 and P53 levels increased in mouse lung 

tissues of bleomycin-induced pulmonary fibrosis model. (A, B) In mouse 

pulmonary fibrosis model, the expression levels of p21 and p53 protein in lung tissues 

were detected by immunofluorescence assay. Original magnification, ×400. 

 

 



 

Fig. S3. Knockdown of DEC1 with DEC1 siRNA depressed AT2 cell senescence 

in bleomycin-induced pulmonary fibrosis model in vivo. Representative images of 

p21 protein expression in lung tissues were detected by immunofluorescence assay in 

a pulmonary fibrosis model with DEC1 siRNA lentivirus injection (Green: p21, red: 

SFTPC). 

 

 

 

 



 

Fig. S4. The depletion of p21 exhibited no discernible impact on the expression 

levels of DEC1 protein. (A) Three siRNAs targeting p21 were employed to treat 

alveolar epithelial cells, facilitating the assessment of siRNA-mediated interference 

efficiency (n=3). (B) RLE-6TN cells were treated with bleomycin and p21 siRNA, 

and the expression levels of senescence-associated proteins DEC1 and p21 were 

detected by Western blot analysis (n=3). *P < 0.05, ***P < 0.001, ns means 

nonsignificant. 


