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Progress on anti-angiogenesis new drugs
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Abstract: Nowadays two aspects were involved in research on new drugs of tumor vascular targeting therapy, including tumor
angiogenesis inhibitor (TAI) and vascular targeting agent (VTA). TAI aimed to inhibit the process of new angiogenesis and the most
studied TAI agents were VEGF TAI, MMP TAI, angiostatin, endostatin and so on. The VTA induced a tumor necrosis through
destroying vessels in tumor tissue, mainly including small molecularVTA and biological VTA. This review summarizes the types of
anti-angiogenesis drug, their molecule mechanisms and the clinical research progress.
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