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ABSTRACT Objective: Wogonin, a flavone identified in Scutellariae radix, shows in vitro and in vivo anti-cancer properties. How-
ever, the mechanism of action of wogonin on human gastric cancer (GC) cells remains unclear. Herein, this strudy was performed to in-
vestigate the influence of wogonin on cell migration and invasion in human GC cells MGC803 and its role in epithelial-mesenchymal
transition (EMT). Methods: Effection on cell proliferation of human GC cells MGC803 was assessed by 3-(4,5)-dimethyl-2-thiazolyl)-2,
5-diphenyl-2H-tetrazolium bromide (MTT) assay. Wound-healing, transwell migration, and invasion assays were carried out to determine
changes in MGC-803 cell migration and invasion. The influence of the wogonin on EMT was analyzed by both Western blotting and im-
munofluorescence. Results: Wogonin with the concentration of more than 20 uM effectively suppressed the proliferation of human GC
MGC-803 cells. Different concentrations of wogonin inhibited the migration and invasion of human GC MGC-803 cells in a concentra-
tion-dependent manner. Furthermore, the application of wogonin resulted in the down-regulation of the mesenchymal biomarkers
vimentin and ZEB1 but up-regulated the epithelial biomarker E-cadherin. Conclusions: Our findings indicate that wogonin imparts
inhibitory effects on cell invasion and migration in GC, possibly by disrupting EMT.
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Fig.1 Effect of wogonin on MGC-803 cell viability
Note: *#P<0.01, *#*#P<0.001 relative to the control group.
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Fig.2 Wound healing assay involving MGC-803 cells exposed to wogonin
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Fig.3 Effect of wogonin on MGC-803 cell migration determined by Transwell assays
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Note: *#*#%P<0.001 relative to the control group.
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Fig.4 Effect of wogonin on MGC-803 cell invasion determined by Transwell assays
Note: ###pP<(.001 relative to the control group.
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Fig.5 Immunofluorescence assay to assess the effect of wogonin on E-cadherin and vimentin expression in MGC-803 cells
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Fig.6 Western blotting of EMT-associated markers E-cadherin and
vimentin, as well as ZEB1 in MGC-803 cells
Note: *#P<0.05, ##£P<0.01, and ***P<0.001 relative to the control group.
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