Therapeutic Potential of HM15275, a Novel Long-Acting GLP-1/GIP/GCG Triple Agonist,
In Animal Models of Heart Failure
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BACKGROUND

HM15275 is a novel long-acting glucagon-like peptide (GLP-1), gastric inhibitory peptide (GIP)
and glucagon triple agonist

Metabolic stress
Obesity, diabetes { < 400-
: : . = 300+
Superior weight loss efficacy 3 200{= = ST | | B
2 1001 >HM15275 S|gn|f|cantly |mproved pulmonary artery (PA) WaII thlckness (a) rlght ventrlcular (RV) hypertrophy (b), and fibrosis
0

Improved cardiac remodeling

(c) Myocardial capillary (Lectin? staining)

NN\ S Cardiometabolic improvement
Healthy Heart pressyre stress " GLP-1
Hypertension, Heart W|th HFpEF
Pulmonary hypertension HM15275 CLORREC 400
Improvement of weight-loss, HF symptoms, [Ph1, US]

CONCLUSIONS

*HM15275, a novel long-acting GLP-1/GIP/GCG triple agonist, significantly ameliorated
heart failure-related symptoms by regulating cardiac remodeling, blood pressure, body
weight, and cardiometabolic profile in HFpEF mice compared to Sema and TZP
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*The benefits of HM15275 in MCT induced HF rats highlight its potential to enhance heart

Note. IMT: Masson's trichrome, 2Lectin staining visualizes capillaries, and microvascular rarefaction is a major contributor to diastolic dysfunction in HFpEF
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cardioprotective effect (please visit 798-P, 799-P) of HM15275 were shown
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