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Introduction Metabolic Adaptation in Liver & White Adipose Tissue

Introduction and Objective: A. Body weight efficacy study design Figure 2. Gene Set Variation Analysis (GSVA) in liver and adipose tissue
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utilization of glucagon

® P1 study in United States completed C. Chanaes in AUC.- durina inGTT
g BG gip HM15275 preserves lean mass by suppressing amino acid catabolism in liver.
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_ — ba2 ® Innormal mice, HM15275 4. The graphical representations were generated with BioRender.com
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