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Investigation of the function of a deubiquitinase, Otubl on the targeted
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In this study, we investigated the role of Otubl induction in [211At]MABG
treatment. We confirmed the increase in Otubl protein expression by [211At]MABG treatment an
successfully suppressed this response using Otubl-specific siRNA. Downregulation of Otubl with SiRNA

suppressed not only the cytotoxic effect of [211At]MABG significantly, but also the increase in p2l
protein expression by [211At]JMABG. These results suggest that Otubl contributes to the anti-tumor

effects of [211At]MABG by regulating p53-p2l signaling.
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