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Improves Skeletal Muscle Mass and Body Composition in Diet-Induced Obese Mice
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Abstract “ HM500197 Improves Muscle Quality Comparable to Bimagrumab HM500197 Preserves LM During Incretin-Induced Weight Loss
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Methods: /n vitro inhibitory activity against MSTN, activins, and BMP9 HM500197 (Q2D, SC) Figure 3. Improvements in skeletal muscle mass, strength, and
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HM500197 is a novel long-acting, MSTN-selective peptide »In DIO mice, HM500197 significantly increased lean mass, primarily driven by
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4% Relative activity (vs IC., of Bimagrumab) Figure 4. Changes in non-target tissue weights * In DIO mice, HM500197 showed comparable skeletal muscle enhancement
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with fatty acid chain Myostatin | Activin A Activin B glycemic control, and a favorable safety profile.
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