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CO-8195, a novel orally active small-molecule corrector for Alpha-1 Antitrypsin Deficiency (AATD), increases functional
secreted Z-A1AT and reduces polymerized Z-A1AT in cellular assays and in the PiZ mouse model
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Liver efficacy in PiZ Mice after 12-Week Oral Therapy: CO-8195 Induces Liver Polymer Clearance
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i PAS-D positivity quantifies stained pixels
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Z-A1AT polymer PAS-D (Periodic Acid-Schiff staining with diasta

se) staining.

Conclusions
« CO-8195 is a novel orally active small-molecule Z-A1AT corrector

 CO-8195 Increases secretion of functional Z-A1AT and reduces Z-A1AT polymers in vitro
and in vivo, supporting its potential to address both lung and liver diseases in AATD

IND-enabling safety studies ongoing. Phase 1 initiation targeted for H1 2027
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Z-A1AT, Z-alpha-1 antitrypsin; hANE, human neutrophile elastase; ELISA, enzyme-linked immunosorbent assay;
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