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We found that Supervillin (SVIL) was localized to the central spindle during cytokinesis.
The localization was dependent on the phosphorylation of Ser238 of SVIL. Expression of
SVIL with the substitution of Ser238 (SVIL-S238A) to alanine inhibited progression of
cytokinesis. Furthermore, aberrant ingression of cytokinetic furrow was observed in
SVIL-S238A expressing cells. Our results show that phosphorylation of SVIL is essential
for the completion of cytokinesis.
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