Supplementary Figures
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Supplementary Figure S1: USF1 binding in EMSA experiment. USF1 binding to the radiolabeled
probe corresponding to -424/-404 bp of the SLC25A13 gene promoter region. Five ug of HepG2 cell
nuclear extract proteins were incubated with the radiolabeled probe and in the presence and absence
of unlabeled specific (WT) or mutated (MUT) competitor in 100-fold molar excess. The sequences of
WT and MUT competitor are indicated in figure.
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Supplementary Figure S2: FOXA1, FOXA2 and FOXA3 gene silencing efficiency. HepG2 cells were
transfected with siRNA targeting FOXA1 (siFOXA1), FOXA2 (siFOXA2), FOXA3 (siFOXAS3), or
control scramble siRNA (C) and used to quantify FOXA1, FOXA2 and FOXA3 mRNAs. Means + S.D.
of four replicate independent real-time PCR experiments are shown. All differences between samples
and relative controls were significant (**p < 0.01 one-way ANOVA followed by Student’s-t-test).
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Supplementary Figure S3: FOXA2 binding in EMSA supershift experiment. FOXA2 binding to the
radiolabeled probe corresponding -932/-909 bp of the SLC25A13 gene promoter region. Five ug of
HepG2 cells nuclear extract proteins were incubated with the radiolabeled probe and in the presence
and absence of unlabeled specific (WT) or mutated (MUT) competitor in 100-fold molar excess. The
sequences of WT and MUT competitor are indicated in figure. Lane 4 shows the supershift in the
presence of specific antibody against FOXA2.



