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MK-7009 : A HCV Protease Inhibitor

MK-7009 binding to the HCV NS3 protease

Competitive inhibitor of HCV NS3/4A protease 

Potent (> 4 log peak decrease in HCV RNA) and well-tolerated in an 8-day 
monotherapy study in HCV-infected subjects
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Phase 2A Study Design

Week 0 Week 4 Week 48 Week 72Week 12

300 b.i.d. + P+R Peg-IFN+RBV SVRn=17

600 b.i.d. + P+R Peg-IFN+RBV SVRn=17

600 q.d. + P+R Peg-IFN+RBV SVRn=17

800 q.d. + P+R Peg-IFN+RBV SVRn=17

Peg-IFN+RBV SVRn=17 Placebo. + P+R

4 week safety and efficacy Study of MK-7009 in combination with Ribavirin (RBV) and Pegylated 
Interferon 2a (Peg-IFN).

Patients were dosed with MK-7009 or placebo and pegylated interferon 2a (Peg-IFN) and 
ribavirin (RBV) for 28 days.

Patients were then continued on Peg-IFN and RBV for an additional 44 weeks.

Primary hypothesis: RVR rates for at least 1 MK-7009-treated group superior to placebo.
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Patient 1: Genotype 1A
Virologic Failures 
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Patient 2: Genotype 1A
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Patient 3: Genotype 1B
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Patient 4: Genotype 1A

Non-R155K by Population
Sequencing
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Patient 5: Genotype 1B
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Patient 6: Genotype 1B
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Conclusions

R155K variants remained at high levels after virological breakthrough 
in genotype 1A infected subjects

D168T variants remained at high levels after virological breakthrough 
in genotype 1B infected subjects

D168G variants identified shortly after cessation of MK-7009 dosing 
did not persist in a subject infected with genotype 1A virus

The longevity of viruses harboring D168T or R155K variants indicates 
a high replication capacity of these variants

MK-7009 resistance variants can be detected weeks after cessation 
of dosing; the ability to detect variants could be related to the 
replication capacity of the selected variant
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