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Figure S3. Hepatic mRNA Expression of AOM-metabolism enzymes. (a) Baseline CYP2el
mRNA levels were significantly elevated in WT mice on selenium-deficient diets (0.02 ug/g
diet; p<0.05), but not in (b) AOM/DSS-treated animals. mRNA levels of (c¢) Adhl, (d) Dnmt1
in control animals, (e) Dnmt1 in AOM/DSS-treated mice, (f) Dnmt3a in control animals and
(g) Dnmt3a in AOM/DSS-treated animals did not differ between genotypes. Bars represent
means (N=8) + SEM, analyzed by 2-way ANOVA.



