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In this study, we investigated factors affecting intracellular signaling which could
control HCV replication. Among microRNAs which were regulated by HCV infection,
miR192/miR-215 and miR-491 were identified as the factors which could regulate HCV
replication. miR-491 was demonstrated to suppress PI3 kinase/Akt pathway, responsible
for HCV augmentation. Branched—-chain amino acids could suppress HCV RNA replication
whereas enhance HCV particle formation, which suggested some signaling regulated by BCAA
may be involved in controlling HCV replication.
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