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Inhibition of proliferation, migration and invasion of nasopharyngeal carcinoma cells
by knocking down COL1A1 gene
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Abstract: Objective To investigate the effect of collagen type | alpha 1 (COL1AT) gene on proliferation, invasion and migration of na-
sopharyngeal carcinoma cells. Methods The study was completed from September 2017 to December 2018. Quantitative polymerase
chain reaction (qPCR) and Western blotting were used to detect the expression of COL1A1 in nasopharyngeal cancer cell lines (C666-1,
CNE1, CNE2). CNE1 cells were randomly assigned into control group, negative control (si—-NC) group and knockdown COLIA1 (si—
COL1AT1) group. The siRNA COLIA1 plasmid was transfected into CNE1 cells by Lipofectamine 2000, and the control group were cul-
tured normally, while those in si=NC group were transfected into negative control group. The transfection effect was detected by qRT-
PCR and Western blotting. The cells proliferation, invasion and migration were detected by MTT and Transwell assay. Western blotting
was used to detect the expression of E—cadherin, Vimentin, N—cadherin. Results The expression of COL1A1 mRNA [(3.56510.341),
(4.253i0.4lO),(3.96810.378)] and protein expressions [(2.214i0.216),(3.152i0.305),(2.519i0.221)] was significantly increased in na-
sopharyngeal cancer cell lines (C666—1, CNE1, CNE2) (P<0.05). The siRNA COL1A1 plasmid could down-regulate the expression of
COLIAT (0.352+0.045) gene and (0.245+0.232) protein (P<0.05). Knocking down the expression of COL1A1 inhibited the proliferation
[(0.536i0.059),(0.66510.067),(0.89310.081)] of CNEL1 cells (P<0.05), decreased the invasion (52.895+5.635) and migration (113.254+
13.279) ability (P<0.05), increased the level of E-cadherin (2.152+0.223) protein (P<0.05), and decreased the levels of Vimentin (0.362+
0.045) and N—cadherin (0.423+0.043) protein (P<0.05).Conclusion COL1A1 may promote the proliferation, invasion and migration of
nasopharyngeal carcinoma cells by inhibiting epithelial- mesenchymal transition (EMT).
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