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The effect of cancer stem cells on adjunctive therapy of malignant tumor
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Abstract: Chemotherapy and radiotherapy are very important treatments for malignant tumors, but there is no
single way to radically cure malignant tumors except for operation. Indeed, there is a well-recognized phenom—
enon about the repopulation and progression of tumors after anticancer therapy, such as chemotherapy, radio—
therapy and surgery. Maybe it is an important cause of treatment failure. The treatment resistance of cancer
stem cells and epithelial-mesenchymal transitions promoted by chemotherapy and radiotherapy may be

underlying mechanisms. This review will focus on the effect of cancer stem cells on adjunctive therapy of

malignant tumor.
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