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WFZER OB (Fns0) : C BIFR 7 A LA (HOV) 1X, JBE T 7 F THEEIT A Z L s Sh T
W5, Bxid, BB 7 AT AL ENTWAERAT I3 Y 5 RNA dependent RNA
polemerase T 5 HCV-NSGB &HEAT A Z & THEIZHFET A Z L aHE L=, SlEF 41T,
AT 4 IAITY UETFTRIMORT ¢ TEE S HOV ERICH G T2 L2 /RH L, &
BT, THVH AT ¢ ARFE D HCV-NSEB &R T 57210 T2 < | FfAYICH#RE 2 LS E 5 2
EEHLMI LT, F72, B MFEEXS AT~ 2 2MEH L7 in vivo ICBIT 2EMRATH,
PUHCV ZhERAZHHI L TA 7 ¢ IRRE O 2788, HOV HEUZ A 7 ¢ V IRENEETH D
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D . HHERFIORIICHORN D = RS,

WFZe R RO EE (3530) @ It is reported that hepatitis C virus (HCV) replicated on the lipid
raft. We previously demonstrated that sphingomyelin contributed to HCV replication via
binding HCV-NS5B (RNA dependent RNA polemerase). Here, we found that other sphingolipids
contributed to HCV replication as well as sphingomyelin. Futhermore, we showed that
sphingolipids activeted RNA dependent RNA polemerase as well as bound it. Using chimeric
mice with humanized livers infected by HCV, we also demonstrated that antiviral effect
by SPT inhibitor is corelative to the reduction of sphingolipids in the treated chimeric
mice liver, indicating that sphingolipids is essential to HCV replication in vivo. These
findings will lead to the development of novel drugs to HCV.
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