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Roles of E3 ubiquitin ligase RNF168 as an adaptor molecule for histone H3
methylation
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53BP1 localizes to sites of DNA double-strand breaks (DSBs) and protects the DSB
ends from degradation. Since the localization of 53BP1 to DSB sites depends on E3 ubiquitin ligase
RNF168, we investigated the molecular mechanism how RNF168 regulates the 53BP1 accumulation at DSB sites.
Our data suggest that RNF168 forms protein complex with BAT3 and DOT1L and these proteins also regulate
the localization of 53BP1 to DSB sites. Even though other data implicate that contribution of the
function of RNF168 as an adaptor is partial, RNF168 can works as an adaptor for the localization of DOTLL
to DSB sites. Our data also suggest that RNF168 localizes to DSB sites by a mechanism that has not been
reported yet.
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