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WFZER R OMEEE (FE) : Ki23057 is a new small-synthetic tyrosine kinase inhibitor that
blocks autophosphorylation of the VEGF receptor2 (VEGFR2). Ki23057 inhibited
VEGF-induced proliferation of human umbilical vein endothelial cells (HUVECs), whereas
no inhibitory effect of Ki23057 on the proliferation of colon cancer cells was observed
by means of the cell count assay. Ki23057 inhibited tube formation of HUVECs and tyrosine
phosphorylation of VEGFR2 in HUVECs. Ki23057 exhibited a significant inhibitory effect
on the growth of the xenografted tumors and the spreading of cancer cells to liver. Ki23057
may be a promising new antiangiogenic agent for colon cancer.
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