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WFE R OMEEE (JE3C) : DEN (25 mg/kg) was injected intraperitoneally (i.p.) into
14-day-old male MSR-A knockout (MSR-A") mice and age-matched C57B1/6] (MSR-A"*) mice.
After 4 weeks, mice fed choline—deficient, L-amino acid-defined (CDAA) diet and
sacrificed after 30 weeks. Macroscopically, hepatic tumors were seen in both groups.
Microscopically, hepatic steatosis, inflammation, and fibrosis were seen. The numbers

+/+

and size of hepatic tumors tended to be smaller in MSR-A"" group than in MSR-A"" group.
These results indicate that MSR—A contributes to hepatocarcinogenesis in the mouse model

of steatohepatitis.
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