Antiviral activity and safety of the hepatitis B core inhibitor ABI-HO731 administered with a nucleos(t)ide reverse
transcriptase inhibitor in patients with HBeAg positive chronic hepatitis B infection in a long-term extension study
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AR IO - N (r - 16 o 4 Patient E | HBeAG - Virologically-suppressed patients had lower levels of HBV antigens at baseline and most enhanced inhibition of viral replication during chronic suppressive therapy
Igure 4. Patient Exposure 05 experienced small decreases in HBcrAg, HBeAg, and HBsAg on treatment with VBR + Nirtl
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« At Treatment Week 72, 74% of patients (23/31) have HBeAg <5 IU/mL, 60% of patients
(18/30) have HBcrAg <500 kU/mL and 10% of patients (3/31) have HBsAg <1000 IU/mL
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