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ABSTRACT :OBJECTIVE To introduce advances in research on angiogenesis inhibitor in recent years. METHODS  Literature on

angiogenesis inhibitor was summarized. RESULTS Recently, much progress has been made in the research of angiogenesis inhibitor.

CONCLUSION The advances in the research on angiogenesis inhibitor are of significance for developing anti-tumor agents with high

efficiency and low side effect.
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Tab 1  Angiogenesis inhibitors approved in USA and other

countries
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