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Abstract: K14, asaneukaryotic transcription factor, playsan important role in the regulationof cell proliferation,
differentiation, embryonic development and some other important physiological or pathological processes, and
can take part in the reprogramming from somatic cells to induced pluripotent stem cells. Here the latest research

progresses of K1f4 functions in cell proliferation, differentiation, cancer genesis, skinbarrier, heat shock and

induction of pluripotent stem cells were summarized for further study.
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