A Novel CRFR2 Selective UCN2 Analog, HM17321, Facilitates Weight Loss and
Improves Body Composition across Animal Models of Obesity
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strikingly, HM17321 treatment was associated with fat mass loss-driven

BW loss in mon keys_ Study 1. Primary Human White Preadipocytes (HWP)
obtained from visceral adipose tissue (omentum) of an 85-year-old Caucasian male (PromoCell)

» In DIO mice, HM17321 enhanced weight loss quality (WLQ) by reducing fat and promoting lean
mass gain, unlike Sema which leads to lean loss.
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Conclusion: HM17321 demonstrates robust fat mass reduction and
lean mass increasing effect across animal models including monkeys. Study 2. Primary Human Skeletal Muscle Cells (HSkMC),
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