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Abstract : Cisplatin is widely used in the treatment of different types of malignancy,but drug-resis-
tant is frequently occurs in the treatment course.Recently cisplatin resistance is reported to be
closely related to protein ubiquitination,which is catalyzed by three kinds of enzymes,including u-
biquitin activators(E1),ubiquitin binding enzymes(E2) and ubiquitin ligases(E3). E3 can affect the drug
sensitivity of cisplatin by regulating and recognizing substrate in the ubiquitination process. The
molecular mechanisms of ubiquitin ligases regulating substrates related to cisplatin resistance are
summarized in this article.
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