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Functional analysis of a novel regulatory axis of a proteasome in cancer
development
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We demonstrate that transcription factor NRF3 (NFE2L3) induces the gene
expression of 20S proteasome chaperone POMP. The upregulation of the NRR3-POMP axis enhances the 20S
proteasome assembly, leading to the ubiquitin-independent degradation of tumor suppressor proteins,
including retinoblastoma (Rb) and p53. The upregulated axis further causes tumorigenesis and
metastasis, and poor prognosis of colorectal cancer patients. These results uncover the significance
of this novel 20S proteasome assembly axis in cancer development.
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