Supplement S6. BCCIP deficiency induces spindle positioning defects and increased cell
division outside of the focal plane.
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Control (n=50) BCCIP-KD (n=55) resided in different planes of focus during telophase,
as evidenced by one spindle pole that remained
completely out of focus. Re-expression of BCCIPa but not BCCIPJ can rescue this defect.

B, C: BCCIP knockdown and control HeLa cells were arrested at metaphase with MG-132. The
metaphase distance from each spindle pole to the nearest cortex was measured (B), and the ratios
between these values were plotted (C).



