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Epigenetic regulation of cancer stem cells
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Abstract: A long—standing goal of researchers is to understand how tumor origin and development and which
tumor cells must be eliminated for treatment to be successful. Recent studies have suggested that a subpopu—
lation of tumor cells possess distinct stemcell properties can proliferate extensively to formnew tumors and are
the real reason for tumor origin, recur and metastasis. At the same time, more and more studies have suggested
that epigenetic regulation may play important roles in cancer stem cell development. Here we review the recent
literature on cancer stemcells and epigentics, aswell as highlight the research progresses on epigentics regu—
lation on cancer stemcells.
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