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[Abstract] Objective To investigate the effect of the glycogen synthase kinase-3 (GSK-3) inhibitor-
Laduviglusib on the invasion and migration of esophageal cancer cells through the chemokine (C-X-C motif)
ligand 6 (CXCL6). Methods The proliferation of esophageal cancer cells was investigated using the Cell
Counting Kit-8;the migration and invasion abilities of esophageal cancer cells were studied using migration
and invasion assays;the expression of CXCL6 in esophageal cancer was investigated by database search; the
effect of Laduviglusib on the CXCL6 protein was verified by Western blotting. Results The CXCL6 protein
was highly expressed in esophageal cancer;Laduviglusib inhibited the proliferation,invasion and migration a-
bilities of esophageal cancer cells,and weakened the expression of CXCL6 protein. Conclusion ILaduviglusib
reduces the expression of CXCL6 and inhibits the invasion and migration of esophageal cancer cells.
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