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Supplementary Fig. 1. B220 induces mitotic arrest in three different cancer cells.
Cells were treated with the indicated concentrations of B220 for 24 h, and cell lysates
were immunoblotted using the indicated antibodies.
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Supplementary Fig. 2. B220 induces JNK-dependent G2/M cell cycle arrest and
apoptosis in HCT116 cells. Cells were treated with the indicated concentrations of
B220 for indicated times, and cell lysates were immunoblotted using the indicated
antibodies.
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Supplementary Fig. 3 Wu et al.

B220 (uM) Ros (10 uM) Ros (20 uM)
B220 (uM) CTL 0.05 0.1 CTL 0.05 0.1 CTL 0.05 01
p-p62 (T269/5272) [ W W

b’bnw

P-ACHn [N . w— - - -

Supplementary Fig. 3. Effects of combined treatment with B220 and roscovitine
(ROS) for 24 h in HCT 116 cells. Cells were treated with B220 in the presence or
absence of roscovitine (ROS) for 24 h, and cell lysates were analyzed by Western
blotting.

Supplementary Fig. 4 Wu et al.
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Supplementary Fig. 4. Knockdown of Atg5 reversed B220-induced expression of
G2/M phase cell cycle arrest markers. Cells were treated with the indicated
concentrations of B220 for 24 h, and cell lysates were analyzed by Western blotting.
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Fig. 3 Wu et al.
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Fig. 4 Wu et al.
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Fig. 5Wu et al.
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Fig. 6 Wu et al.
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