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Ubiquitin-like modification (SUMOylation) and genomic stability
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[Abstract] The mechanism of protein post-translational modifications in regulation of cell mitosis and genomic stability is always a hot issue in biological

researches. The present review introduced the functional activity of de-SUMOylase SENP3 in sister chromatin dissociation at mitosis, and demonstrated a

new molecular mechanism of cross-talk regulation between protein SUMOylation and phosphorylation in maintaining genomic stability.
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