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Effect of tyrosine kinase inhibitor dasatinib on melanoma cells
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[ Abstract | Objective To determine the effect of dasatinib on the proliferation, migration and
apoptosis of murine melanoma cell line B16F10. Methods MTT assay was used to detect the proliferation of
B16F10 cells after the treatment of dasatinib at different doses (3. 125, 6. 250, 12. 500, 25. 000 and
50.000 wg/mL) for different time periods (24 and 48 h). Wound healing assay and Transwell chamber assay
were used to assess the effect of dasatinib treatment on the migration of BI6F10 cells. DAPI staining was used
to observe the cell morphology before and after the treatment. Flow cytometry was employed to analyze the
effect of dasatinib on the apoptotic rate and cell cycle of B16F10 cells. Fluorescence microscopy was
performed to measure the effects of dasatinib on the mitochondrial membrane potential of B16F10 cells.
Fluorescence spectrophotometery was used to measure the activities of Caspase 3 and Caspase 9. Results
Dasatinib markedly inhibited the proliferation of B16F10 cells in a dose- and time-dependent manner. Wound
healing assay and Transwell chamber assay showed that dasatinib effectively suppressed the migration of

BI16F10 cells. After the cells were treated by 6.250, 12.500 and 25. 000 pg/mL dasatinib for 24 h, obvious
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morphological changes including nuclear fragments and apoptotic bodies were observed, and the apoptotic rate
were (34.06 £0.83)% , (50.24 £1.66)% and (88.91 £0.96) % , respectively, which were significant
different with that of the control group (P <0.05). Dasatinib had little effect on cell cycle and showed mild

arrest on the cells in G, phase. Dasatinib of 12. 500 pwg/mL resulted in the reduce of mitochondrial membrane

potential and enhanced activities of Caspase 3 and Caspase 9, which indicating that dasatinib may induce cell

apoptosis through mitochondria mediated Caspase signal pathway. Conclusion Dasatinib effectively inhibits

the proliferation and migration, induces the apoptosis in murine melanoma BI6F10 cells. It might be used as

an effectively therapeutic agent against human melanoma.
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