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Supplementary Figure S1
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Figure S1. Quantification of the effect of MAA and/or hemin on cellular oxygen consumption

(quantification of the results shown in Figure 2A and 2B). HL60 cells were cultured in the

presence of 10 mM glucose and treated with the toxicants for 24 hours. ATP coupled respiration

was calculated as the difference between basal respiration and proton leak and maximal

respiration as the respiration in the presence of FCCP minus respiration in the presence of

rotenone as shown in Figure 2. Concentrations used were MAA 100 uM, hemin 12.5 yM and N-

acetylcysteine (NAC) 1 mM. Results are presented as mean + SEM of n=3 independent

experiments in triplicate.

*p<0.05 vs. medium-treated control incubations of the same group. #p>0.05 vs. respective

incubations containing NAC.
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Figure S2. Effect of MAA and/or hemin on the mitochondrial DNA copy humber. HLG0 cells were
cultured in the presence of 10 mM glucose and treated with the toxicants for 24 hours. The
mitochondrial DNA copy number was determined as the mtDNA/nDNA ratio as described by
Quiros et al. (Curr Protoc Mouse Biol 2017;7:47-54). There were no significant differences

between the groups investigated.
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Mitochondrial membrane potential
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Figure S3 Effect MAA and/or hemin on the mitochondrial membrane potential. HL60 cells were
cultured in the presence of 10 mM glucose and treated with the toxicants for 24 hours. The
effect of the toxicants on the mitochondrial membrane potential assessed using
tetramethylrhodamine methyl ester (TMRM). The uncoupler carbonyl cyanide 4-
(trifluoromethoxy)phenylhydrazone (FCCP) was used as a positive control. Results are
presented related to vehicle-treated control incubations. N=3 independent experiments in
triplicate. *p<0.05 vs. vehicle-treated control incubations, #p<0.05 vs. the corresponding value of

incubations without hemin.
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Figure S4 Effect MAA and/or hemin on the cellular ATP content. HL60 cells were treated with the
toxicants for 24 hours. Cells were cultured in the presence of 10 mM glucose or in the presence
of 10 mM galactose in order to force the cells to mitochondrial ATP generation. A. Cellular ATP
content determined using the CellTiter-Glo® luminescent assay in cells cultured in 10 mM
glucose. B. Cellular ATP content determined using the CellTiter-Glo® luminescent assay in cells
cultured in 10 mM galactose. *p<0.05 vs. vehicle-treated control incubations, #p<0.05 vs. the

corresponding value of incubations without hemin.



