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PRTX007, an Oral Prodrug of a Novel Interferon-centric Toll-like '\Q
Receptor 7 (TLR7) Agonist, Proposed for Curative Therapy of Chronic /s
@

Hepatitis D and Functional Cure of Chronic Hepatitis B Infection
J. Appleman, S. Webber, S. Zook, C. Scribner Primmune Therapeutic, Inc.

The objective of our program is to supplant pegylated interferon by the oral TLR7 agonist prodrug PRTX007 as a
more effective, well-tolerated immunotherapeutic in the treatment of of chronic Hepatitis D and B. PRTXO007 directly
engages plasmacytoid dendritic cells, which subsequently induces an interferon-like response in target cells and
engages other immune cells, notably CD8+ T-cells and NK cells.
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Clinical study: relevant pharmacologic activities have been demonstrated in healthy volunteers
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