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Abstract: The sustained growth and dissemination of tumors are dependent on the process of new vessel formation or angiogenesis.
Vascular endothelial growth factor receptors (VEGFR) which is one of important regulatory factors could promote the proliferation and
survival of endothelial cells, increase the vascular permeability, and control the generation of new blood vessels. Tivozanib is a novel
oral quinoline urea derivative that is a highly potent and selective VEGFR. The compound has demonstrated antiangiogenic and
antitumor activities in vitro and in vivo and is an ongoing phase Il registration trial in renal cell carcinoma.
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