Ongoing analysis of virologic control / functional cure of HBV and HDV infection following
REP 2139-Ca and pegylated interferon alpha-2a therapy in patients with chronic =y
HBV / HDV co-infection: 3.5-year follow-up results from the REP 301-LTF study &=
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INTRODUCTION

REP 2139 is a nucleic acid polymer which blocks the assembly /
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Table derived from (3). All patients were HDV genotype 1, HBeAg negative and anti-HBe positive.
Patient 01-014 was excluded from enrollment in the REP 301-LTF study as therapy was terminated early in this patient3. Participants
where HBsAg is likely derived entirely from integrated HBV DNA are indicated in green.
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