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Research progress on histone lysine crotonylation
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Abstract: Histone lysine crotonylation (Kcr) was identified as an emerging histone acylation in 2011. Recent
studies suggest that Kcr plays a significant role in gene expression, cell development and disease therapy. Most
researches concentrating on biochemistry of Kcr have obtained considerable development, and the physiological
functions of Ker begun to get attention in recent years. In this review, we make a brief discussion on the
identification of Kcr, writers and erasers of Kcr, crotonylation reader proteins and Kcr biological functions, which
include regulation of gene expression, sustaining transcription during meiotic sex chromosome inactivation and
functions of non-histone Kcr. This knowledge is theoretical basis for the future exploration of lysine crotonylation.
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