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[Abstract] Objective To investigate the role and mechanism of Tankyrase 2 (TNKS2) in promoting malignant behav—
ior of lung squamous cell carcinoma. Methods The TNKS2 low expression cell model was replicated in H647 cells by
shTNKS2 transfected , and the TNKS2 high expression cell model was replicated in A549 cells via transfected with lentivi—
ral vector.The two cell models were verified by RT-PCR and Western blotting analysis.The abilities of apoptosis , prolifera—
tion and invasion were detected by flow cytometry and Transwell. Results After shTNKS2 interference, the expression of
TNKS2 mRNA and protein decreased synchronously in H647 cells (1=51.98,70.23, P<<0.05) , while the expression of
TNKS2 mRNA and protein in A549 cells increased after overexpression of TNKS2 gene (1=54.64, 16.84, P<<0.05).Flow
cytometry showed that the apoptosis increased in H647 cells after interference with TNKS2 when compared with the con—
trol group (1=35.10, P<<0.05) , whereas in A549 cells, apoptosis decreased after overexpression of TNKS2 compared with
the control group (=58.09, P<<0.05).After TNKS2 gene interference, the proliferation ability of H647 cells decreased at
24h and 48h (1=5.77,6.92, P<<0.05) , and the invasiveness of H647 cells decreased synchronously (1= 6.75, P<<0.05).
After overexpression of TNKS2 gene, the proliferation ability of A549 cells increased at 24h and 48h (1=452.90,96.45, P
<0.05) , and the invasive ability of A549 cells was also enhanced (i=12.87, P<<0.05). Conclusion The TNKS2 plays
an important role in the malignant phenotype of lung squamous cell carcinoma, and this role may be through TNKS2/@-

catenin pathway to promote the proliferation and in—
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