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XFIFN 2 2 8] 1 0 RAR B Y], i HICH N2 #AK, = HIC
HIFNIKARBVIAITRGIA K, K HIC X X BN FIA
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CHC & 4 R H XA 41 i HL I #1 3HCV mRNAAHCVE [
o AHREPTEER, STHHCVEARMEL, AEH
HCVIE RIS - AR R 3 DX Sl R 20 e AN M 5 AF e k Ab 3
g, P ERAZE R 3E N7 4 (internal ribosomal entry
site, IRES) K#i1E1bTHCV mRNAFH R ZIB0T . elF3
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