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We have previously reported that GRWD1 binds to the tumor-suppressive
ribosomal proteins RPL11 or RPL23 and inhibits the function. Consequently, GRWD1 suppresses p53 and
functions as an oncogene. In this study, we found that GRWD1 directly regulates the
transcriptional activity of p53. Furthermore, we focused on the ribosomal protein RPS17, whose
GRWD1 binding was identified by the previous mass spectrometry analysis, and examined whether RPS17
has tumor suppressive activity. As a result, we found that RPS17 functions as a tumor suppressor by
a regulating the localization of nucleolar factor nucleophosmin.
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