Brincidofovir Treatment Efficacy in Two Well-Characterized Orthopoxvirus Infection Models of Smallpox
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severe disease, under which the drug may be used in the clinical setting of a smallpox outbreak.

BCV treatment was efficacious even when started beyond the midpoint of disease progression in both models

Efficacy of BCV treatment on viral load was consistent with survival results

An immune response was demonstrated in surviving animals (data not shown)

The antiviral effect and survival benefit demonstrated by BCV treatment in animal models of orthopoxvirus infection are believed to be predictive of similar
benefit in humans and supports the potential for use in the event of a smallpox release
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e Brincidofovir is anabolized intracellularly to the active antiviral, Cidofovir-diphosphate (CDV-PP)

e CDV-PP inhibits viral replication by selectively inhibiting viral DNA polymerases, blocking viral Acknowledgments: Cheryl A. Triplet, PhD and Robert Krile, MS; Battelle — Study Statisticians
DNA replication and thereby reducing viral burden M. Gardner Clemons, BA,; Charles River Laboratories — Formulation Chemistry and Blinded Treatment Kit Construct
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