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The purpose of the study was to assess if per-oral administration of sorafenib can inhibit
muti-step carcinogenesis for chemically induced hepatocellular carcinoma (HCC) in rat
model. Contrast enhanced MRI using Gd-EOB-DTPA and immunohistochemically stained
liver specimen were performed to evaluate the induction of the hypervascular HCC. As a
result, an earlier administration of the sorafenib resulted in less developments of
hypervascular HCC by inhibiting vascular inductions to the dysplastic nodules.
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