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Effect of the expression of CENP I on the biological function of lung adenocarcinoma
H1650 cells and its mechanism
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Abstract Objective To investigate the expression level of centromere protein ( CENP ) I in lung adenocarcinoma cells,to study the
effects of CENP I on the proliferation, invasion, migration, apoptosis, and epithelial-mesenchymal transition (EMT) of lung adenocarci-
noma cells,and to explore the possible mechanisms related to its occurrence. Methods The expression of CENP [ mRNA and protein
in four types of lung adenocarcinoma cells and normal alveolar epithelial cells were detected by quantitative real-time polymerase chain
reaction (RT-qPCR) and Western blotting. The expression of CENP [ in H1650 cells was knocked down by the siRNA technique, The
transfection efficiency was detected by RT-qPCR and Western blotting. The effects of knock-down CENP [ on proliferation, cell cycle,
apoptosis, invasion and migration of H1650 cells were detected by the cell counting kit-8 assay, the transwell assay,and flow cytometry.
Western blotting was used to detect the expression of E-cadherin, N-cadherin, vimentin, Ki-67,cyclin D1, Bel-2,PI3K, AKT,mTOR,
p-PI3K, p-AKT,and p-mTOR. Results After the knock-down of CENP I ,the proliferative ability of the H1650 cells significantly
decreased, the number of apoptotic cells significantly decreased,and the cell invasion and migration abilities significantly decreased (P <
0.01). E-cadherin expression was upregulated and N-cadherin, vimentin, Ki-67, cyclin D1,Bcl-2,p-PI3K, p-AKT,and p-mTOR expres-
sion were down-regulated in the CENTI group compared with the control group (P < 0.05). The expression of p-PI3K, p-AKT, and p-mTOR
in the si-CENP I +IGF-1 group was upregulated compared to that in the si-CENP I group (P < 0.05). Conclusion High expression of
CENP I in lung adenocarcinoma cells promotes the proliferation ,invasion,and migration of lung adenocarcinoma H1650 cells and EMT
inhibits apoptosis, which may be related to the activation of the PI3K/AKT/mTOR signaling pathway.

Keywords lung adenocarcinoma; centromere protein I ; epithelial-mesenchymal transition; PI3K/AKT/MTOR signaling pathway
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A, CCK-8 result; B-E, flow cytometry results; F, G, Transwell assay results ( x 40). *P < 0.01 vs. group NC.
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Fig.2 Effects of CENP | knock-down on proliferation, apoptosis, cell cycle, migration, and invasion of H1650 cells
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