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Elucidation of the mechanism of maintenance of quiescence in cancer stem cells
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In addition to the properties of self-renewal and multipotency, cancer stem cells
share the characteristics of their distinct cell cycle status with somatic stem cells. Cancer stem cells
(CSCs) are maintained in a quiescent state (GO phase) with this characteristic conferring resistance to
anticancer therapies that target dividing cells. Elucidation of the mechanisms of CSC quiescence might
therefore be expected to provide further insight into CSC behaviors and lead to the elimination of
cancer. In this project, with the aim of deciphering the mechanism of maintenance of quiescence in breast
cancer stem cells, we generated mouse models of this cancer and several breast cancer cell lines
deficient in putative GO maintenance factor.
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