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ABSTRACT: As a reversible posttranslational modification, phosphorylation can modulate the protein's activity through altering its
conformation. Histidine phosphorylation plays a key role in signal transduction and is frequently involved in various human diseases. Due
to the lability of the phosphoramidate (P-N) bond of phosphohistidine, histidine phosphorylation is still difficult to detect and has only
been reported by a relative handful of studies, which is much less than other phosphorylation modification. In this article, we review the

advance of studies on the histidine phosphorylation in recent years and summary its biological functions, which can provide theoretical

support for further research.
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