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[ Abstract] Objective: To investigate the effect of forkhead box C2 (FOXC2) on the proliferation, invasion and migration
of esophageal cancer cells and relevant mechanisms. Methods: Human esophageal cancer cell line ( CaES-17, Eca-109,
TE13) and human esophageal epithelial cell line were selected. Esophageal cancer cells with high FOXC2 expression
(CaES-17) were selected as transfected cells. CaES-17 cells
[ HE] 2019-12-19 [fEEIBEI] 2020-04-14 were assigned to the siRNA FOXC2 group, the pcDNA-
[E€mB] "Rl 2018 iR S /ERHEIH (4 FOXC2 group, the untransfected group and the negative con-
5 : 18SXHZ0509) trol group. The expression of FOXC2 was detected by quanti-
[EiEE] 2R, E-mail:479331559@ qq. com tative real-time PCR ( qRT-PCR) ; the proliferation of cells
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was detected by CCK-8; the ability of cell migration was detected by scratch test; the ability of cell invasion was detected by

Transwell chamber test; and the expression levels of MMP2, MMP9, E-cadherin, N-cadherin, Vimentin, Snail, Wnt3a, B-

catenin and p-f-catenin were detected by Western blot. Results: The expression of FOXC2 protein in esophageal cancer

cells was significantly higher than that in esophageal epithelial cells. Up-regulated FOXC2 expression significantly increased

the expression of MMP9 and Snail; down-regulated FOXC2 expression remarkably decreased the proliferation, migration and

invasion of esophageal cancer cells, and reduced the expression of Wnt3a protein. Conclusion; The inhibitory effect of

FOXC2 on the proliferation, migration and invasion of esophageal cancer cells may be related to the regulation of MMP-9,

Snail and Wnt/B-catenin pathway.
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Figure 1. Expression of FOXC2 in Esophageal Cancer Cells ( **P<0.01, " P<0.05)

Human esophageal epithelial cells: As a control group, it was verified that FOXC2 expression increased in human esophageal cancer

cells.

EE: Esophageal epithelial; EC: Esophageal cancer.
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Figure 2. Effect of FOXC2 on the Biological Behavior of Esophageal Cancer Cells ( ** P<0.01, " P<0.05)

A. Expression of FOXC2 protein and protein bands; B. FOXC2 mRNA expression; C. Cell proliferation; D. Cell scratch test; E. Tran-

swell invasion assay ( crystal violet staining, 400 X ); F. Number of si-FOXC2 squeezing through basement membrane;

bands and expression of migration-or EMT-related protein. Compared with the control group,

G. Protein

""P<0.01, "P<0.05. EMT: Epitheli-

al-mesenchymal transition. EMT Epithelial-mesenchymal transition.
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Figure 3. Expression of Wnt/B-catenin Pathway Related Factors in Esophageal Cancer Cells ( ** P<0.01, “P<0.05)
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