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Abstract : E3 ubiquitin ligases(E3s) is a key component in the ubiquitin—protein degradation pathway,which
regulates a variety of biological processes including cell cycle DNA damage response and
transduction by specifically recognizing substrates and catalyzing the covalent linkage of ubiquitin (Ub).
At present, various small molecule inhibitors targeting E3 ubiquitin protein ligase have been developed
for the treatment of gynecological tumors. However, due to the complexity of the pathogenesis of
tumors, the role of E3 ubiquitin protein ligase has also shown diversity. In order to more effectively use
E3 ubiquitin protein ligase as a drug target, we need to have a deeper understanding of its specific
mechanism of action in different types of gynecological tumors, in order to provide more precise and
effective treatment plans for gynecological cancer patients.
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