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[Abstract] Ubiquitin-specific protease 7 (USP7) is a member of the ubiquitin-specific modification enzyme fam-
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ily and plays an important role in the occurrence and progression of tumors by interacting with oncoproteins, tumor sup-
pressor proteins, and even oncovirus-causing proteins. USP7 is expressed in various cancer tissues such as lung cancer,
cervical cancer, nasopharyngeal cancer, osteosarcoma, and prostatic cancer, and it correlates to diverse prognosis of dif-

ferent cancers. Therefore, USP7 can be used as a novel therapeutic target for the diagnosis and prognosis of partial tu-

mors. This article mainly reviews the research progress of the role of USP7 in the pathogenesis of cancer.
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