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2.1.4 [RiMERBRKEZSHESN R HCV R[H 2 H A
Fe— DX B A I 1 A8 S e S BT e D) 7 1 A T
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X 5 BIE7E2 19 FEH (5'-3") BIEZEVA=S S B R/ (bp)

5'UTR HCV-F1 GACACTCCACCATGAATCAC 2140 382
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