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Progress in epigenetic regulation mechanism of induced reprogramming
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Abstract: Epigenetic regulation is one of the fundamental mechanisms of cell fate transition and determination. In
2006, Japanese scientist Shinya Yamanaka found that differentiated somatic cells can be reprogrammed to
embryonic stem cell-like pluripotent state, named induced pluripotent stem cells (iPSCs) by induction of four
transcriptional factors including Oct4, Sox2, KIf4 and c-Myc. This induced programming technique is not only a

breakthrough on stem cells field, but also opens a gate for studying epigenetic regulation mechanism of cellular
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reprogramming in vitro. Understanding this mechanism will push the process of cell fate manipulation, then take

advantage on regenerative medicine to treat disease caused by injury, degeneration or defect of functional cells,

tissue or organ. Here we reviewed the progress in epigenetic regulation mechanism of induced reprogramming and

gave a perspective of future research aim in this field.
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