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[ Abstract] Angiogenesis is a common and important process of physiological and pathological. The process in-
volves a lot of cells,cytokines and related signaling pathways. The development of many diseases are closely related to
angiogenesis. Cytokines can affect angiogenesis by signaling pathways to mediate migration , proliferation , apoptosis of an-
giogenesis-related cell. In recent years,new research about mechanism of angiogenesis shows that VEGF pathway, Notch
pathway , PTEN/PI3K/AKTpathway , JAK/STAT pathway involved in regulating angiogenesis. Chinese medicine can be

regulating angiogenesis by adjusting signal transduction pathways,and had made certain achievements in the treatment of
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angiogenesis-based diseases.
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