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Supplemental Table

Supplemental Table. Candidate genes which were upregulated at least three-fold by EtBr- and CAP-induced mitochondrial dysfunction in
HepG2 cells.
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Supplemental Figures
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Supplemental Figure 1. Treatment of HepG2 cells with ethidium bromide (EtBr), and chloramphenicol (CAP) resulted in mitochondrial
dysfunction. These treatments caused (A) decline in oxygen consumption, (B) depletion of mitochondrial DNA (mtDNA), (C)
downregulation of mtDNA encoded cytochorome ¢ oxidase subunit II, but not nuclear DNA encoded core 2 subunit of Complex III in
HepG2 cells. The copy number of mtDNA was measured by ACt value of mitochondrial ND1/18S nDNA in genomic DNA. Data are the
mean + SEM of the results from three independent experiments.
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Supplemental Figure 2. Validation of the real-time quantitative PCR in the measurement of the relative mtDNA copy number (4) and AR
transcript in cDNA (B). The specificities of the ND1 and AR primers were demonstrated by RT-PCR (C).
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Supplemental Figure 3. The addition of recombinant AR had no effect on cisplatin-sensitivity of HepG2 cells. Human recombinant AR (0
and 1 ng/ml) was added to the culture medium 1 hr before treatment of cisplatin, and the HepG2 cells were then maintained in the medium
containing cisplatin (0 or 10 uM). After 36 h of incubation, the DNA content was measured by flow cytometry as described in Materials and
methods.
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Supplemental Figure 4. Oligomycin induced AR release in a time-dependent manner. Cells had been cultured with the medium containing
0.5 pg/mL oligomycin for 1 h, and were then washed thoroughly with a fresh medium. After incubation for indicated periods of time, AR
concentration in the condition medium was measured by ELISA.



