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Analysis of the roles of cyclin D1 in breast cancer stem cells
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WFZER R OMEEE (FE3C) : Cyelin D1 induces the expression of Dnmt1l, Dnmt3a and Dnmt3b, and
increases methylation in the promoter region of Musashil. These results demonstrate that
Cyclin D1 may play an important role in tumorigenesis of breast stem cells by
epigenetically affecting Notchl signaling through Musashil.
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