EPIGENETIC EDITORS TARGETING CHRONIC HEPATITIS B ACHIEVE HBV SURFACE
ANTIGEN LOSS WITH A SINGLE COURSE OF TREATMENT IN MULTIPLE HBV MOUSE
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* Current standard-of-care therapies, including
nucleos(t)ide analogs, effectively suppress HBV
replication but rarely achieve functional cure, defined

Epigenetic silencing without cutting or nicking:
CRMA-1001 durably silences cccDNA and HBV
INtDNA via DNA methylation, without introducing

Three-dose CRMA-1001 regimen improves rate .
of HBsAg and HBV DNA loss in AAV-HBV mice

EE4000 induces dose-dependent HBV silencing
to LLOQ >6 months in Tg-HBV mouse model

Single-dose CRMA-1001 achieves durable HBV
suppression in AAV-HBV mouse model
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DNA to LLOQ in most animals
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Three monthly doses of CRMA-1001 at 0.5 mg/kg reduced HBsAg to undetectable
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« Thank you to the nChroma Bio team, collaborators
and partners.
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and optimized pharmacological properties, is the
epigenetic effector component used in CRMA-1001.
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IHC staining in Tg-HBYV livers at Day 207 post-dose (brown = HBcAg® cells). Graph
(bottom right) quantifies HBcAg™ cells: bars = mean + SD, red dots = animals shown.

At 20.5 mg/kg, a single dose leads to undetectable HBsAg in up to 70% and HBV DNA in up
to 90% in the AAV-HBV mice (n=10/group).

3. Ko, C. et al. Intramolecular recombination enables the formation of hepatitis B
virus (HBV) cccDNA in mice after HBV genome transfer using recombinant AAV
vectors. Antiviral Res. 194, 105140 (2021).
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