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The SMC5/6 complex plays a pivotal role in chromosome dynamics, but its
function is still elusive. This study aimed to unveil a fundamental function of the human SMC5/6
complex by taking advantage of the auxin-inducible degron technology, which enabled us to rapidly
degrade a target protein in cells. As a result, I showed that the SMC5/6 complex suppresses the
formation of DNA entanglements during DNA replication, thus maintaining chromosome integrity.
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