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MR OBEEE  (330) : We investigated about the role of Wilms’ tumor 1 (WT1) gene and
Protein kinase R (PKR), which over-expressed in the tissue of hepatocellular carcinoma
(HCC). The expression of WT1 in HCC was related with oncogenesis, recurrence, tumor
growth and prognosis. The PKR was induced by interferon, as well as by ribavirin, both
drugs are well known as anti-hepatitis C virus (HCV) drugs. The interaction of PKR and
HCV would have some possibilities related with the hepatocarcinogenesis induced by HCV,
and overexpressed WT'1 and PKR might be therapeutic target of HCC.
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