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Mechanisms Related to Invasion and Metastasis of Tumor

Stem Cells
WANG Yao-han,ZHANG Pei-tong
(Guang’anmen Hospital , Academy of Chinese Medical Sciences, Beijing 10053, China)

Abstract : Tumor recurrence and metastasis are known to be closely related to tumor stem cells.
Understanding the relationship between tumor stem cells and tumor invasion are helpful may im-
prove the therapeutic effect of tumor. However,the mechanism of the invasion and metastasis of
cancer stem cells are still not clear. Current studies have shown that the related mechanisms mainly
focus on the epithelial-mesenchymal transition (EMT),tumor microenvironment,and so on. In addi-
tion, the treatment of cancer stem cells by traditional Chinese medicine has its unique advantages.
Key words : cancer stem cells;invasion and metastasis ;mechanisms
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