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Background Results

n ANTI-REPLICON ACTIVITY IN VITRO

Due to high replication rate and poor fidelity of RNA polymerase, preexisting variants of hepatitis C virus
resistant to any single direct-acting anti-HCV agent are deemed inevitable. Therefore, therapy with direct
antiviral agents (DAAs) will require combination treatment to achieve sustained virologic response (SVR).

FIGURE 2. ACH-1625 + RBV FIGURE 3. ACH-2928 + RBV FIGURE 4. ACH-1625 + ACH-2928
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