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Rapid protein degradation reveals functional coupling between the MCM helicase
and cohesin, and their pleiotropic functions
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It is of critical importance for organisms to precisely transmit chromosomal

DNA to daughter cells and offsprings for the maintenance of life and species. In this study, by
taking advantage of the auxin-inducible degron technology in human cells that enables rapid
inactivation of target genes, | studied two important steps in chromosome transmission, DNA
replication and chromosome segregation, with unprecedented time-resolution observation, and gave
some critical and interesting findings. Especially, this study made a major breakthrough in the
study of the SMC5/6 complex, whose role is still controversial in the world, giving foundations of
future studies .
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