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Overexpression of LncRNA PTCSC3 induces apoptosis and oxidative damage of non—small cell lung cancer
A549 and inhibits their proliferation and migration

CHEN Hong—yun, LI Xiao—ming, HUANG Guo-sheng, YANG Jin—hua, QIAO Fei

(Department of General Thoracic Surgery, The First Affiliated Hospital of Nanyang Medical College , Nanyang 473000, China)

Abstract Objective: To explore the effects of LncRNA PTCSC3 overexpression on non—small cell lung cancer (NSCLC) A549.
Methods: A549 cells were divided into control group, pcDNA group and pcDNA-IncRNA PTCSC3 group. The expression of Inc PTCSC3,
Ki67 and p21mRNA was detected by polymerase chain reaction. The apoptosis was detected by flow cytometry. The contents of reactive
oxygen species (ROS) were detected by kits. The proliferation of cells was detected by clone formation assay. The invasion of cells was
detected by Transwell chamber assay. The expression of apoptosis related proteins (caspase -3, caspase —9) and invasion related
proteins (E—cadherin,N—cadherin) were detected by Western blotting. Results: Compared with pcDNA group, PTCSC3 gene , apoptosis
rate,levels of cleaved caspase —3/caspase —3,cleaved caspase —9/caspase —9,p21mRNA and E —cadherin protein in pcDNA —IncRNA
PTCSC3 group were significantly increased (1=14.758,12.188,9.905,7.320,13.975,7.443 , all P<0.05 ), while contents of ROS, clone
formationrate,Ki67 mRNA,number of invasion cells per unit area and level of N—cadherin protein were significantly decreased (1=10.276,
9.615,20.444,6576,14.992,all P<0.05). Conclusion: LncRNA PTCSC3 overexpression inhibits the proliferation and migration of NSCLC
A549, and promotes its apoptosis by regulating oxidative stress and expression levels of related proteins.
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Fig2 Apoptosis of A549 cells and related proteins in each group
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Fig3 Contents of reactive oxygen species in A549 cells of each group
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Fig5 Invasion of A549 cells and related proteins in each group
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