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Elucidation of regulations of PCNA dynamics by the mismatch repair system
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The replication clamp PCNA is an essential factor that functions as a
platform for numerous factors involved in DNA replication and repair. The aim of this study is to
elucidate regulatory mechanisms of the PCNA unloading reaction by clamp loader complexes and DNA
repair systems, especially the eukaryotic mismatch repair system. Analyses using Xenopus egg
extracts revealed that the EIgl-RFC complex is the major PCNA unloading complex. Furthermore,
purified EIgl-RFC was not sufficient to exhibit PCNA unloading activity in a reconstitution system,
suggesting that additional factor(s) may be involved in the regulation.
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