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ANTIVIRAL ACTIVITY, COMBINATION AND RESISTANCE OF ACH-1625, A POTENT HCV NS3 PROTEASE INHIBITOR
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BaCkgrOU nd E ACH-1625 DISPLAYS POTENT ACTIVITY AGAINST E ACH-1625 ENHANCES ANTI-HCV ACTIVITY OF INTERFERON-a AND RIBAVIRIN

HCV REPLICONS

TABLE 2. POTENCY AND HUMAN SERUM PROTEIN EFFECT ON POTENCY TABLE 5. SHORT-TERM COMBINATION OF ACH-1625 WITH INTERFERON OR RIBAVIRIN

HCV NS3 protease is a clinically validated target. Analysis of structural information of
the target and its ligands led to design and synthesis of linear, competitive reversible
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Following 15 minute preincubation of NS3 protease/NS4A cofactor complex with inhibitor, Fam-QXL substrate was
added. The increase in fluorescence was monitored in real time to determine the protease activity. "
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results in persistent inhibition of NS3 protease. e ACH-1625 shows weak or no activity against other viruses. e All together, ACH-1625 displays low potential for off-target activity. warrant further development of ACH-1625.
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