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WFFER SO EE (3£30) : BRCAL complex was comprehensively analyzed through the cell cycle.
HERC2 specifically interacts with BRCAl. The interaction is maximal during the S phase
of the cell cycle, and rapidly diminishes as cells enter mitosis. HERC2 is an E3 ligase
to target the BARDl-uncoupled BRCA1l for degradation, to regulate BRCA1 stability.
Concomitantly, HERC2 contributes to pre-replicative complex (pre-RC) formation and
activation by the inducible phosphorylation of MCM protein and results in regulation of
origin firing and replication. HERC2 plays a role in replication fork progression and
stabilization with Claspin, to be involved in the G2/M checkpoint. The study elucidated

HERC2 plays critical roles in BRCAl-mediated G2/M checkpoint.
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