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Figure 1: Binding of AM2-AAA, AM2 and MSL109 higG1, to A-431 and NCI-H1650 as assessed by
FACS.
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Figure 2: Disruption of Bel-xL-BIM complexes in (A) A-431 and (B) NCI-H1650 cells following
treatment with AM2-AAA, MSL109 higG-AAA or AM2. AM2-AAA disrupts BIM-Bcl-xL complexes

and promotes caspase activation (C).
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Figure 3: Inhibition of EBC-1 and H441 xenograft growth after treatment with AM2B-AAA, AM7-
AAA, DTX and combinations of DTX with AM2B-AAA or AM7-AAA.
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