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IMPACT OF SPOP MUTATIONS IN PROSTATE CANCER
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Abstract :

SPOP is a substrate recognition receptor of the Cullin-3 (CUL3)/RING type ubiquitin E3 complex.
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SPOP is one of the most frequently mutated genes in prostate cancer and is also frequently mutated in
other solid tumors. Prostate cancer-associated SPOP mutations lose substrate-binding ability and result
in failure in degradation of oncogenic substrates, leading to activation of the oncogenic pathway. SPOP
mutations also acquire genomic instability. Prostate cancer patients with a mutated SPOP gene have
been associated with a higher response to several types of hormonal therapy. SPOP mutations might
become a therapeutic target and provide new evidence for clinical decision making in the future.
(Nishinihon J. Urol. 84 : 621-624, 2022)
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