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INTRODUCTION PGN-EDODM1 REDUCED FOCI, LIBERATED MBNL1 and PGN-EDODM1 DID NOT TARGET DMPK
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» PGN-EDODM1 was evaluated in multiple nonclinical models

including DM1 cells, the HSA™R mouse model of DM1 and in FREEDOM-DM1 PHASE 1 CLINICAL STUDY

wild-type (WT) mice and non-human primates (NHPs).
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SUMMARY AND CONCLUSIONS
« PGN-EDODM1 resulted in reduction of foci and liberation of
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* In the HSA'R DM1 mouse model, robust mis-splicing
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*Investigational New Drug (IND) for FREEDOM-DM1 study of PGN-EDODM1 in patients with DM1 is currently on clinical hold with FDA. PepGen is working to address FDA's feedback.

EDODM1 has been approved for clinical study in Canada and we are pursuing the advancement of PGN-EDODM1 in additional geographies. ' PepGen




