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The role of PKR and its modification to the function of host cell in hepatocellular
carcinoma
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We previously reported that protein kinase RNA-depended (PKR) is overexpressed in
hepatocellular carcinoma (HCC) with hepatitis C virus (HCV) infection, as compared with surrounding
non-HCC tissues. Cell proliferation significantly increased by PKR expression, moreover that was
dependent on PKR-modulated c-Fos and c-Jun expression in the HCV-replicating cell lines. We also
confirmed the coordinate expression of c-Fos and c-Jun with PKR in human HCC specimens. These findings
suggest that the overexpressed PKR would some roles for proliferation of HCC, and could be one of the
targeted molecules to treat the HCC related with HCV.
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