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» Sustained suppression of HBV DNA in chronic hepatitis B (CHB) Table 2. Baseline Characteristics HBV DNA AND HBV RNA SUPPRESSION Table 4: Maximum Mean Change and Individual Maximum Change in HBV Markers from Baseline
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e Safety aspects of the study were reviewed by the Study Review
Committee (SRC) and ALT Flare Committee (AFC).

e Lower Limit of Quantitative (LLOQ) and Detection (LLOD) of virology
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