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PGN-EDODM1 DID NOT TARGET DMPK
INTRODUCTION PEPGEN’S NOVEL APPROACH TO DM1 FOR DEGRADATION
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+  Pharmacological activity of PGN-EDODM1 was evaluated in DM1 cells, the HSA'*

mouse model of DM1 and in wild-type (WT) mice and non-human primates (NHPs).
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We believe that nonclinical data in DM1 cells, HSA"R mice and non-human primates support the continued clinical development of PGN-EDODM?1 and planned FREEDOM-DM1 clinical study

FREEDOM-DM1 PHASE 1 STUDY DESIGN

KEY INCLUSION CRITERIA
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