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Roles of Mesenchymal Stem Cells in Cancer Progression
CHU Yu-xin,HU Qin-yong,SONG Qi-bin
(Cancer Center,Renmin Hospital of Wuhan University , Wuhan 430060, China)

Abstract : The interaction between tumor cells and microenvironment persists in the progression of
cancers. Mesenchymal stem cells(MSCs) are a group of pluripotent heterogeneous cells,which can
immigrate to the tumor sites and constitute the crucial components of tumor microenvironment. By
changing the tumor microenvironment, promoting tumor angiogenesis,inhibiting tumor immune re-
sponse, transforming to tumor associated fibroblast,and promoting epithelial to mesenchymal tran-
sition, MSCs facilitate the growth and metastasis of cancer. Studying the role of MSC in the pro-
gression of cancer will enhance our understanding the complexity of tumors and their microenvi-
ronment,and grope for novel therapeutic strategies targeting MSCs.

Key words : mesenchymal stem cell ; cancer ; microenvironment
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