Pemvidutide, a glucagon-like peptide 1/glucagon dual receptor
agonist, improves metabolic dysfunction-associated
steatohepatitis activity and fibrosis in a clinical quantitative
systems pharmacology model
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Figure 1. Simulated effects of 1.2 mg or 1.8 mg pemvidutide and the relative . : o ,
contributions of GLP-1 receptor agonism and GCGR agonism on NAS score over A strong correlaﬁoq was obsgrved between clinically reported and QSP preqlcted The QSP model predicted the additive effects of GLP-1 and GCGR agonism in
24 weeks. effects of pemvidutide on weight loss and LFC at 24 and 12 weeks, respectively.

pemvidutide would have additive effects on reducing MASH LFC, NAS, and fibrosis
and suggested that pemvidutide will have successful outcomes on MASH resolution
and fibrosis improvement endpoints in an ongoing 24-week MASH clinical trial.

C t t inf ti * At 24 weeks, the QSP model predicted pemvidutide 1.8 mg to result in complete
ontact In o_rma on resolution of NAS and a 1-point median improvement in MASH fibrosis.
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