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Enolase 1 over-expression promotes proliferation and migration of lung cancer
PC14 cells

DING Congcong, GAO Zhaowei, ZUO Jiahui, LIU Chong, DONG Ke, ZHANG Huizhong (Department of Clinical Laboratories, The
Second Affiliated Hospital of Air Force Medical University, Xi'an , 710038, Shanxi, China)

[Abstract] Objective: To investigate the effect of enolase 1 (ENO1) expression on proliferation, apoptosis and migration of lung can-
cer PC14 cells. Methods: ENO1 over-expression vector-pcDNA3.1/ENO1 was constructed and transfected into PC14 cells at logarith-
mic growth phase with liposome Lipofectamine™ 2000. G418 was used to screen PC14 cells that stably expressing ENO1. The effects
of ENO1 over-expression on proliferation, migration and apoptosis of PC14 cells were detected by CCK-8 method, scratch-healing as-
say and flow cytometry, respectively. Results: The ENO1 over-expression cell model was successfully constructed. Compared with
PC14-vehicle and wild-type PC14 cells, the mRNA and protein expression levels of ENOI1 in PC14-ENOI1 cells were significantly ele-
vated (all P<0.05), and the proliferation of PC14-ENO1 cells was significantly increased (all P<0.05). The relative mobility of PC14-
ENOI cells was significantly higher than that of pcDNA3.1-vehicle cells and wild-type PC14 cells ([13.26+1.13]% vs [8.46+1.11]%,
[7.8641.00]%, both P<0.05). There was no significant difference in apoptotic rate among PC14-ENO1, PC14-vehicle and PC14 cells
(all P> 0.05) Conclusion: Over-expression of ENO1 promotes proliferation and migration of lung cancer PC14 cells.
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