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CUL3 is a scaffold protein of the Cullin-RING type ubiquitin (Ub) ligase
complex, which forms a complex with KCTD10 and leads to ubiquitination and proteolysis of RhoB. In

this study, the detailed mechanism of cell proliferation was elucidated at the molecular level.
Using human protein arrays prepared by wheat cell-free protein synthesis system, we succeeded in
identifying CNKSR1, a scaffold protein regulated by RhoB, and PTPRH, an EGFR phosphatase. We
identified the potential of novel molecular targeted drugs in HER2-positive breast cancer.
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