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[ Abstract]| Objective
(ERK5) on autophagy,apoptosis and proliferation of human lung fibroblasts (HLFs) and its influence on the
TGF-1 induced HLFs to establish the pulmonary fibrotic

cell model. After overexpressing ERK5 gene (ERK5), the expressions of autophagy,apoptosis, proliferation-

To investigate the regulation of extracellular signal-regulated protein kinase-5
phenotypic transformation of fibroblasts. Methods

related factors and phenotypic transformation marker a-SMA were detected by Western blot,and the cell pro-
liferation rate was detected by the cell proliferation/toxicity detection kit (CCKS8). Results After the treat-
ment with TGF-1,compared with the control group,the expression levels of -SMA and p62 proteins in the
ERKS5 group were increased,and the expression levels of LC3 1 and Beclin-1 proteins were decreased;the ex-
pression level of the pro-apoptotic protein cleaved-caspase-3 was decreased,and the expression levels of anti-
apoptosis protein Bel-2 and proliferating cellular nuclear antigen PCNA were increased,and the increase of cell
proliferation rate was detected by CCK8. Conclusion During the phenotypic transformation process of HLFs
induced by TGF-B1,the high expression of ERK5 promotes the cell proliferation and inhibits the cellular auto-
phagy and apoptosis.
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