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Abstract: Objective: To investigate the effects of Lobetyolin (LBT) on the proliferation, invasion, and migration of human

esophageal squamous cell carcinoma KYSE-30 cells and its underlying mechanism. Methods : Different concentrations
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(0, 10, 20, 40 pmol-L") of LBT were used to treat KYSE-30 cells, with O wmol-L" as the control group and the other
concentrations as the experimental groups. The effects of LBT on the proliferation, colony formation and invasion abilities
of KYSE-30 cells were detected by CCK-8 assay, colony formation assay and transwell assay, respectively; the expression
of proteins related to cell cycle, epithelial-mesenchymal transition and signaling pathways was detected by western blot.
Results : The results of the CCK-8 assay showed that compared with the control group, cell proliferation in the experimental
group was inhibited, with a statistically significant difference (P<<0.001). The results of the colony formation assay
showed that compared with the control group, the number of cell colonies formed in the experimental group decreased,
and the number of colonies decreased with the increase of LBT concentration, with a statistically significant difference
(P<0.001). The results of the transwell assay showed that the invasive and migratory abilities of the experimental group
were significantly lower than those of the control group, and the invasive and migratory abilities decreased with the
increase of LBT concentration, with a statistically significant difference (P<<0. 001). The results of western blot analysis
showed that compared with the control group, the proteins of AKT, p-AKT™*, p-GSK-3B*”and CyclinD1 in the
experimental group were significantly down-regulated. The epithelial marker E-cadherin in epithelial-mesenchymal
transition was significantly up-regulated , while the mesenchymal marker Vimentin and transcription factor Snail were

significantly down-regulated. All these changes were concentration-dependent , with statistically significant differences
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(P<0.05). Conclusion : LBT may suppress the proliferation and invasion of esophageal squamous cell carcinoma
KYSE-30 cells by modulating the PI3K/AKT/GSK-3f signaling pathway.
Key words: Esophageal squamous cell carcinoma; Lobetyolin; PI3K/AKT/GSK-33; Proliferation and invasion
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