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To maintain the genome information durin? successive cell division cycles,
DNA replication is regulated so that it occurs only once in a cell cycle. When DNA replication
starts, PCNA is loaded at a replication site and Cdtl binds to it, which is targeted for degradation
by CRL4-Cdt2 to prevent re-replication. In this process, the recruitment of CRL4-Cdt2 to PCNA must
be correctly regulated. To address such a regulation, we adopted a live image analysis of Cdt2
recruitment to PCNA. We present evidence that PCNA-interacting motif plays a primal role of Cdt2
Egﬁguitment and that DNA binding domain and phosphorylation in Cdt2 fine tune its recruitment to
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