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ABSTRACT Objective: To study the role and mechanism of AFAP1 in A549 cells senescence induced by bleomycin. Methods:
A549 cells were exposed to bleomycin and then p21 and SA-B-Gal positive proportion which are markers of cellular senescence were
evaluated. AFAP1 was overexpressed in A549 cells, the expression of p21, AFAP1 and c-Src were detected by western blot. Results:
AFAPI1 expression was decreased in senescent A549 cells, the change of which was consistent with activated c-Src (Src pY416). However,
there was few variations in total c-Src as well as inhibited c-Src  (Src pY527). There was no difference in the p21, Src pY416 and senes-
cent phenotype between AFAP1-overexpressed cells and vehicle vector transfected control. Conclusion: AFAP1 expression decreased in
senescent A549 cells induced by BLM, overexpression of AFAP1 could not alleviated the senescent phenotype and downstream molecu-
lar activated c-Src.
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Fig.1 Establishment of senescent A549 cell model induced by BLM

Note: Data were expressed as mean £ SD, n=3. ***P<0.001, compared with control group; ###P<0.001, compared with control group.
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