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Abstract

UFMylation i1s a newly discovered post-translational modification that occurs in various
organisms. UFMT1 is similar to ubiquitin and covalently attaches to its substrate through a three-step
enzymatic reaction. Unlike ubiquitination, which involves multiple E1, E2, and E3 enzymes,
UFMylation involves only one of each type of enzyme. Many studies have shown that UFMylation
involves various cellular processes. Abnormalities in the UFM1 cascade are closely related to various
diseases, especially tumors. This article reviews the process and function of UFMylation, with a
focus on its role and molecular mechanisms in the occurrence and development of various cancers, to
identify new targets and strategies for the treatment of tumors.
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