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Primary study of vortioxetine in inhibiting proliferation and migration of
esophageal cancer cells
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(1. Department of Clinical Laboratory ,Affiliated Hospital of North Sichuan Medical College ;2. Department of Laboratory Medicine , North
Sichuan Medical College ;3. Translational Medicine Research Center,North Sichuan Medical College , Nanchong 637000, Sichuan ,China)

[ Abstract] Objective:To investigate the effects and mechanisms of vortioxetine on the proliferation and migration of esophageal
squamous cell cancer. Methods: CCK-8 assay was used to detect the viability of Ecal09 and KYSE150 cells after treated with vortioxe-
tine at different concentrations (0,2,4,6,8,10 wmol/L). Moreover, transwell and scratch assays were employed to evaluate the migra-
tion of ESCC cells, plate colony formation assay was used to detect the proliferation. The differentially expressed genes were screened by
TCGA database, AutoDock software was used to predict the binding of vortioxetine and cyclooxygenase-2 ( COX-2) protein. Further-
more , the expression of COX-2 mRNA and protein were measured by RT-qPCR and Western blot, respectively. Results: The cell viabil-
ity of Ecal09 and KYSE150 decreased in a concentration-dependent manner after treatment with different concentrations of vortioxetine
(P <0.05) ,and the semi-inhibitory concentrations (IC50) were 5. 086 wmol/L and 5.179 wmol/L,respectively. Compared with the
control group,the cell proliferation and migration of the vortioxetine group were reduced (P <0.05). In addition, vortioxetine could in-
hibit the expression of COX-2 at mRNA and protein level (P <0.05). Conclusion : Vortioxetine inhibits the proliferation and migration
of esophageal cancer cells probablly through COX-2 down-regulation.

[ Key words] Esophageal squamous cell cancer; Vortioxetine ; COX-2 ; Proliferation ; Migration
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