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Investigation of the role of histone reader in cancer stem cells and application
of its inhibition to modulate differentiation ability of cancer stem cells
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In this study, to develop therapeutic strategy for cancer stem cells by
targeting histone reader, we explored the role of human CDYL2 in cancer stem cells (CSCs).
Expression of exogenous CDYL2 increased the CSC population in two breast and three colorectal cancer

cell lines, and upregulated genes involved in cancer invasion and cancer metastasis. On the other
hand, CDYL2-knock-out decreased CSC population in colorectal cancer cells, and its reduction was
cancelled by CDYL2-rescue. The effect of CDYL2 expression on drug sensitivity was also investigated.

In breast cancer cells with CDYL2-overexpression, the sensitivity to 5-FU was significantly
decreased, and in CDYL2-knock-out colorectal cancer cells, the sensitivities to 5-FU and irinotecan
were enhanced, indicating the possibility of a combination therapy of CDYL2 inhibitor and cytotoxic
drugs. These data demonstrate that CDYL2 is important for maintenance of cancer stem cells.
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