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Figure S4 Comparison of the effects of PXA and other compounds on [Ca”]cyt and

— DMSO AW _ in Ramos cells. PXA was compared to the protonophore carbonyl cyanide m-
— ceep chlorophenyl hydrazone (CCCP; 10 uM); to the Ca* ionophore ionomycin (10 uM); to
— PXA ) the ETC inhibitors rotenone (10 uM; complex|), antimycin A (10 uM; complex lIl),
— lonomycin azide (NaN,; 1 mM; complex IV), and oligomycin A (10 yuM; complex V); and to the
— Rotenone apoptosis inducer staurosporine (10 uM). (a) Effects on [Ca*],,, as measured by flow
— Antimycin cytometry using the fluorescent Ca*-sensitive dye Fluo-4-AM. All measurements

were performed in the absence of extracellular Ca* by maintaining the cells in Krebs-
Ringer buffer containing 0.5 mM EGTA during measurement. (b) Effects on AW, as

—— Staurosporine
measured by flow cytometry using the fluorescent AW -sensitive dye TMRE.

— NaN,
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Figure S5 Quantification of the effects of PXA on mitochondrial BAX accumulation and SMAC release in
HCT116 cells. The normalised standard deviation (SD) of the fluorescence intensity of GFP-BAX and
SMAC-mCherry upon treatment with PXA (10 uM) in individual cells (N=4) was used as a measure of
distribution inside the cells. Alow SD corresponds to homogenous distribution while a high SD corresponds
to accumulation. Thinner lines represent measurements of individual cells, while thicker lines represent the
average of all recorded cells.



