Taldefgrobep Alfa Inhibition of Activin || Receptor Signaling Drives Lipid Oxidation
and Muscle Growth, Providing a Novel Therapeutic Approach to Obesity
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INTRODUCTION METHODS

Obesity is a disease of excess or abnormal adipose tissue,
the key driver of its pathogenic process’-3

« Currently approved antiobesity medications, including glucagon-
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« Explore and evaluate the role of SMADZ2/3-mediated adipocyte regulation with taldefgrobep in the treatment of
overweight and obesity through in vitro and in vivo experimentation
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a phase 2 clinical trial evaluating taldefgrobep in overweight and obesity is planned
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