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Effects of Ponatinib on human umbilical vein endothelial cell function in vitro
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Abstract: Objective To investigate the effect of Ponatinib on human vascular endothelial cell proliferation, migration, angiogenesis
and the synthesis and release of NO and to evaluate the mechanisms of thrombotic adverse reaction of Ponatinib in vitro. Methods
CCK-8 assay, wound healing test, tube formation assay, and NO detection Kit were used to investigate the cytotoxicity, migration,
angiogenesis, and NO release of Ponatinib on human umbilical vein endothelial cells (HUVECs). Results It was found that the ICs,
value of Ponatinib on HUVECs was (0.69 + 0.05) umol/L. Non-toxic concentration of Ponatinib was able to inhibit the proliferation,
migration, angiogenesis, and NO release (P < 0.05). Conclusion Ponatinib may injure the vascular endothelial cells by inhibiting the
proliferation, migration, angiogenesis, and other functions of human vascular endothelial cells, which might be one of the main
mechanisms of thrombotic adverse reaction, so as to provide the references for future research on the thrombosis mechanisms of
Ponatinib.
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