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We developed novel nucleic acid iMIR (Inhibitor of miRNA). We constructed various
iMIRs targeting miR-16 and miR-21 by joining 3 miRNA-binding sequences (MBS) containing bulge-type
imperfect complementarity with amino acid amidites, and found that Gly-Gly-type iMIR and TPA-type iIMIR
showed strong activity to inhibit miRNA functions, assessed by luciferase reporter assay. We also found

that Gly-Gly-type RNA-iMIR and TPA-type RNA-IMIR targeting miR-122 strongly inhibited replication of
hepatitis C virus (HCV), and 10-fold more effective than LNAs in inhibiting HCV replication. iMIR

treatment of OR6 cells reduced HCV replication without inducing interferon responses or cellular_ i
toxicity, suggesting that iMIRs are promising as novel antiviral agents. These results were published in

Molecular Therapy-Nucleic Acids (2015, 4, e219).
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