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How ER exit sites disassemble during mitosis is not well understood. TANGOL1 acts as a scaffold for ER
exit site disassembly in cooperation with Sec16 under the control of CK1-mediated phosphorylation and
PP1-mediated dephosphorylation. Impaired dephosphorylation during mitosis induces ER exit site
disassembly. In this study, we have shown that Sec16 is also regulated by phosphorylation by kinases and
phosphatase for ER exit site organization.
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