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Tumor Microenvironmental Change in Cancer Im-

mune Tolerance
SONG Qi-bin,CHU Yu-xin,HU Qin-yong
(Cancer Center,Renmin Hospital of Wuhan University , Wuhan 430060, China)

Abstract : Tumor microenvironment is the special environment of cancer cells,which com-
prises tumor stromal ,adjacent cells, vessel ,surrounding immune cells and molecules. Tu-
mor microenvironmental change plays a vital role in cancer progress,invasion,metastasis,
and immune tolerance. Further investigation of tumor microenvironment change may clarify
the mechanism of tumor immune tolerance,and investigate more effective immunotherapy.
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