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in Rodent Heart Failure Models and a Translational Non-human Primate Model
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Study 1.

Efficacy in HFD+L-NAME induced HFpEF mice
Figure 2. Effects of HM17321 on echocardiography

(A) Ejection Fraction (%) (B) Representative echocardiographic images

Efficacy in MCT induced heart failure rats

Figure 5. Effect of HM17321 on body weight and body composition
(A) Changes in body weight (B) Changes in body composition

Introduction and Objective: Heart failure (HF) is a major global cause of

Obese rhesus monkeys
mortality, and its prevalence is increasing with rising obesity rates, particularly 3 0
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Conclusion: HM17321 improved cardiac function and attenuated
pathological cardiac remodeling in rodent HF models and a non-human

and improved diastolic dysfunction (B, C) and cardiac structural remodeling (D).
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* Please also note Hanmi’s additional presentations on our pipeline:
HM17321, a UCN2 analog (1783-P, 1803-P, 2537-P, 2538-P, 2579-P, 3078-LB)
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»HM17321 significantly reduced LV fibrosis (A), cardiac hypertrophy (B), and myocardial capillary
rarefaction (C) in HFpEF mice, with significantly greater improvements in cardiac hypertrophy and 1.
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multiple heart failure models. » HM17321 reduced blood pressure (A) without elevating heart rate (B) during 13 weeks of

treatment in obese monkeys
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