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Arginylation

Kohei Minobe!, Satoshi Kurosaka?®

The structure, localization, activity, and interaction of proteins are regulated by various
modifications following translation. Those modifications, such as phosphorylation, acetylation,
and ubiquitination for well-known examples, are called posttranslational modifications. A
posttranslational modification, called “Arginylation” , is the addition of arginine to target
proteins, mediated by arginyltransferase (ATE1). Arginylation has been first reported in 1960s
and after decades of progress of researches on its functions in live cells/organisms, this
posttranslational modification is still poorly understood. This review focuses on critical roles

of arginylation, especially that are revealed in studies using gene modified mice
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