o Establishment of High Rates of Functional Cure of HBeAg Negative Chronic HBV Infection with
REP 2139-Mg Based Combination Therapy: Ongoing Follow-up Results from the REP 401 Study
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INTRODUCTION RESULTS

Circulating HBsAg blocks immune control of HBV infection
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ALT (U/L, average / median) 71.65 / 49 91.95/56.5 Globally normal bilirubin, albumin and INR (top row) and lipid 4. Outcome of therapy may be predicted by HBsAg response after 24 weeks of therapy.
dynamics (bottom row) indicate liver metabolic and synthetic 5. Establishment of functional control in the majority (23/28) of patients requires HBsAg clearance to < 1 [lU/mL (typically > 4 log,,
function was normal during all ALT elevations observed. : :
DISC LOSURES reduction from baseline).
| | 6. Establishment of functional cure requires elimination of detectable HBsAg from the blood (0.00 IU/mL) during therapy.
MB and AV are employees and shareholders in Replicor Inc. 7. Transaminase flares appear to be immune mediated and are not associated with any signs of liver toxicity in patients with fibrosis
REFERENCES from F1 to F4 (as measured by Fibroscan). See poster P03-01 for additional detail.
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