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Fig. 1 Effect of 3-MC on CYP1A1 and SELENBP1 mRNA in
HepG2 cells. Cells were exposed to 3-MC at 0.1, 1.0 and 10 uM for
24 hr. For the control, the vehicle DMSO was added. Each bar
represents the mean = standard error of the mean (S.E.M.) of 3
samples. Significantly different from control, **, p<0.01
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Fig. 2 Effect of a-NF on CYP1A1 and SELENBP1 mRNA in
HepG2 cells. Cells were exposed to a-NF at 2.5, 5.0 and 10 uM for
24 hr. For the control, the vehicle DMSO was added. Each bar
represents the mean = standard error of the mean (S.E.M.) of 3
samples. Significantly different from control, * , p <0.05; **, p <

0.01; *** p <0.001.
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HepG2 cells. Cells were exposed to B-NF at 0.1, 1.0 and 10 uM for
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samples. Significantly different from control, *** p <0.001.
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