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[ Abstract] Objective To study the effect of adhesion spot kinase inhibitor TAE226 on the proliferation
ability of oral squamous cell carcinoma HSC-3 cells to provide reference for clinical treatment. Methods (1)
The CCK-8 assay was used to detect the optical density(OD) of HSC-3 cells acted by different concentrations
of TAE226 (1,5,10,20 pmol/L) for 12,24,36,48,60,72 h respectively. The cell proliferation inhibition rates
of different concentrations of TAE226 on the cellular proliferation were calculated; (2) the effect of different
concentrations of TAE226 on the cell cycle and apoptosis of oral squamous cell carcinoma was examined by a-
dopting the flow cytometry. (3) The data were analyzed by adopting the SPSS17. 0 software. Results (1) The
CCK-8 proliferation experiment results showed that compared with the control group,the different concentra-
tions of TAE226 acting on human oral squamous cell carcinoma cell line HSC-3 had the inhibiting effect on cell
proliferation (P<C0.05). When the concentration of TAE226 was 1 umol/L and 5umol/L,there was no statis-
tically difference significance in the cellular proliferation inhibiting rate at 12 h compared with the control
group. But with the time extension, the difference was statistically significant (P<C0. 05). With gradual in-
crease of the TAE226 concentration,its inhibitory effect on oral squamous cell carcinoma HSC-3 cell prolifera-
tion was increased gradually (P<C0. 05). (2) The flow cytometry results showed that TAE226 could promote
the apoptosis of oral squamous carcinoma cells, moreover had a positive correlation with the cell concentra-
tion. Meanwhile, TAE226 could block the cell cycle at G2 phase. Conclusion TAE226 can effectively inhibit
the cell proliferation of HSC-3 cells, promote the cell apoptosis and block the cell cycle in G2 phase.
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