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Research progress of deubiquitinating enzyme BAP1 and tumorigenesis and development
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[ Abstract] Deubiquitination enzymes specifically hydrolyze ubiquitin molecules from ubiquitin-attached
proteins or precursors by hydrolyzing ester, peptide or isopeptide bonds at the carboxy-terminus of ubiquitin.
Deubiquitination enzyme may regulate cell proliferation and differentiation and inhibit the growth of tumor cells.
This review reviews the research progress of the deubiquitination enzyme BAP1 and the development of tumors,
including breast cancer,hepatocellular carcinoma, colorectal cancer, pancreatic cancer and prostate cancer.
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