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Figure 1s

A-B. Wound healing assays showed that the downregulation of EPHB4 inhibited the migration
abilities of SCC9 and UM1 cells.

C-D. Wound healing assays showed that the up-regulation of EPHB4 promoted the migration
abilities of SCC9 and UM1 cells.

(scale bar size: 500 pm).
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Figure 2s
Tongue xenografts mice models before taking specimens.
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Figure 3s

Mass spectrometry experiments detected 137 proteins that bind to EPHB4 in SCC9 cells.
Proteins that interact with the internal control IgG were not excluded.
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Figure 4s

A. After inhibiting HMGB1, the clone formation ability of OSCC cells decreased;

B. After using the NF-kB inhibitor JSH-23, the clone formation ability of EPHB4 overexpressing
cells decreased compared to the control group;



