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[ Abstract |

motes cell proliferation and angiogenesis, thus plays a role in promoting tumor growth and metastasis. mTOR

Tumor-associated macrophages (TAM) in tumor microenvironment ( TME) usually pro-

(Mammalian rapamycin target) plays an important role in regulating of tumor growth and angiogenesis,and
TAM can also promote and angiogenesis tumor growth through mTOR. Recently,tumor vessels based resear-

ches have became a hot spot. This paper reviewed the role of targeted mTOR on tumor angiogenesis in TAM.,
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