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Supplementary Figure 1: Dynamic BH3 profiling predicts chemotherapy sensitivity in RD and RH4
cell lines. Left panel: images from Western blot analysis from control CW9019 cells and after the
treatment with vincristine (left) and doxorubicin (right) for 36 hours. Right panel: Quantification of the
optical density of each protein and normalized with actin. Results expressed as fold increase represents
the increase in optical density compared to control cells.
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Supplementary Figure 2: Identification of effective treatments as single agents and combinations
with BH3 mimetics in a PDX model of RMS. (A) DBP results of PDX cells from RMS cancer patient
showing an increase in A% priming after S63845, ABT199 and SP2509 but not after cyclophosphamide
or etoposide treatment. Results expressed as A% priming represents the increase in priming compared
to control cells. (B) DBP results of PDX cells from RMS cancer patient with the sensitizer peptides
HRK BH3 peptide and MS1 BH3 peptide showed an increase after all treatments, indicating BCL-xL
and MCL-1 adaptation. (C) Image of tumors dissected from PDX mice after 25 days of treatment.




