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Figure S1. Compound 1 (maximiscin) and pyridoxatin have nearly identical potency and efficacy 

in MDA-MB-468 cells. SRB assay concentration-response curves for maxmiscin and pyridoxatin 

in MDA-MB-468 cells after 48 h of treatment.  
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Figure S2. Compound 1 (maximiscin) induces p53 phosphorylation in MDA-MB-468 cells. 

Intracellular signaling antibody array data for P-S15-p53. MDA-MB-468 cells were treated with 

1 µM maximiscin for various time points prior to lysis and analysis of the extract on the antibody 

array.  
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