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Progress on epigenetic mechanisms of oncogenic reprogramming
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Abstract: Over tumorigenesis and tumor progression, oncogenic reprogramming occurs and consequently forms
cancer stem cells (CSCs). With self-renewal and plasticity, CSCs account for tumor initiation, metastasis, drug
resistance and relapse. Accordingly, it is of great scientific and clinical significance to investigate CSC biology.

Epigenetic regulation mechanisms, including chromatin remodeling complexes, histone modifications and
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noncoding RNAs, play critical roles in oncogenic reprogramming. Therefore, these epigenetic modulators tightly

regulate the self-renewal and differentiation of CSCs, which drive tumor formation and progression. The epigenetic

mechanisms of oncogenic reprogramming, regulation of CSC self-renewal, and intervention against epigenetic

modulators of CSCs emerge as the frontiers of CSC biology study. In this review, we summarize recent progresses

on the epigenetic mechanisms of oncogenic reprogramming and cancer stem cells, including chromatin remodeling,

histone modifications, and noncoding RNAs.

Key words: oncogenic reprogramming; cancer stem cells; chromatin remodeling complexes; histone modifications;

noncoding RNAs
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