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Abstract: As an evolutionarily conserved protein found in most eukaryotic cells, ubiquitin is in-
volved in the regulation of key cellular biological processes. Ubiquitination is a posttranslational
process that covalently binds ubiquitin to a target protein to modify the target protein and regulate
cell activities. This paper reviews the research advances on the biological role of ubiquitin and
ubiquitination in the tumorigenesis and progression, which may provide a reference for the develo-
pment of new tumor targeted therapy.
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