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Abstract

<FONT face=Verdana=AIM: To observe if hepatitis C virus (HCV) core protein (CP)
influences the expression level of protein kinase R (PKR) and to map the direct
interaction domain between PKR and CP.<BR>METHODS: The expression levels of
PKR in Huh-7,Huh-7 transfected with CP plasmid and replicon Huh-7 harboring
selecting full length of HCV genome were studied.HCV structure and non-structure
proteins in replicon Huh-7 with interferon (IFN) stimulation were compared.Co-
immunoprecipitation and glutathione S-transferase (GST) binding assay were done
between PKR and CP.<BR>RESULTS: PKR expression level in replicon Huh-7 was
higher than that in Huh-7 and Huh-7 transfected with CP expression plasmid.PKR
was increased but structure and non-structure proteins in replicon Huh-7 were
decreased after treated with IFN.The N-terminal 1-180 amino acid of PKR was the
key binding site to CP.<BR>CONCLUSION: CP directly binds to N-terminal 1-180
amino acid of PKR and leads to constitutive expression of PKR,which interferes
signal transfer mediated by PKR.The interaction between CP and PKR might be a
novel model of virus protein-cell protein interaction,which might play an important
role in the pathogenesis of HCV persistent infection and hepatocellular
carcinoma.</FONT=>
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