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Adenine Base Editing of Hepatitis B surface antigen potently inhibits HDV
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/Introduction N Aim of the study A
To explore the potential of adenine base editing of HBs ORF in inhibiting HDV

Scientific Background

O Chronic Hepatits B virus (HBV) and Hepatitis D virus (HDV) Methods

infections represent serious health burden PT7HB2.7
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Freitas et al, 2014

O HBsAg is the common structural component of HBV and HDV

O HBsAg loss is considered as a desired endpoint of anti-HBV
therapy, but is rarely achieved by current treatments

O Lowering HBsAg secretion is also being explored as an
approach to inhibit HDV
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(Results Panel lll)

O

Base editing Base Editing followed by HDV replication (Results Panel I)

O

O Non dsDNA cleavage based technology HDV replication followed by Base Editing (Results Panel Il)

O Base editing leads to precise and permanent mutations in DNA

Base editor /

OReadout : Assessement of HBsAg and extracellular HDV RNA
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