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a: 796R represents cells that are less susceptible to HCV-796. Concentrations of HCV-796 used for
the selection are indicated in parentheses.

* Replicon variants that have reduced
susceptibily remain sensitive to the inhibition
by pegylated interferon, ribavirin, and
another non-nucleoside HCV polymerase
Inhibitor.
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b: EC,, values were determined using the MDL LSW data analysis™. Inhibitory activity is expressed
as mean EC,, + standard deviation. n indicates number of determinations.

c: Viral load reduction was determined at the indicated compound concentrations in parentheses
in a 3-day assay. Data represent the mean log reduction of viral RNA + standard deviation.
Results represent at least 3 independent determinations.

HCV-796 is shown as a molecular surface. All residues within Overlapping Van der Walls surfaces (arrows) indicate clashes
a5A sphere are shown as sticks. Residues that are mutated between HCV-796 and a hypothetical model of resistance

in resistant replicon strains are shown with thick bonds and mutant C316F.

green carbon atoms.




