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ABSTRACT Objective: To detect that whether NDV D90 has the ability to inhibit the migration and invasion of oralsquamous cell
carcinoma cell line. Methods: Immunocyochemistry was used to detect the changes of microtubules and microfilaments induced by D90;
the effect of D90 migration and invasion rate was assayed by Transwell assay; the change of SP1, RECK, MMP-2 and -9 expression
induced by D90 was detected by western blot and the change of MMP-2 and -9 activity was detected by gelatin zymography. Results: The
results demonstrated that D90 changed the morphology of microtubules and microfilaments to inhibit the cell motility; D90 possessed the
ability of inhibiting the migration and invasion rate of HN-6 cells. Meanwhile, D90 significantly decreased the expression of spl and
increased the expression of RECK to suppress the expression and activity of MMP-2 and MMP-9. Conclusions: NDV D90 possessed the
ability to inhibit obviously the migration and invasion of HN-6 cell.The finding provided a basis for clinical trials of NDV D90 to be a
new antitumor agents.
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Fig.1 The change of microtubules and microfilaments induced by D90(400x )
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Fig.2 D90 inhibited the migration and invasion of HN-6 cell(“*”at P<0.05)(200x )
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Fig.3 D90 decreased the expression of spl and increased the expression of RECK to suppress the expression and activity of MMP-2 and MMP-9
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