Lead Optimization and Selection of a Potential Best-in-Class HBV ASO —n
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: / * Improved in vivo efficacy and liver exposure in AAV-HBV mice was observed when compared to GSK-836 with both ASOs.

* Similar immunomodulatory profiles as GSK-836 were observed in vitro and in vivo with both ASOs. -
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the novel monomer platform target all HBV transcripts
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