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ABSTRACT METHODS RESULTS

Introduction & Objective: Obesity is associated with the risk of chronic : - - - - . : . , . . .
cidney disease (CKD). Recently, potential benefits of incretin drugs on Experimental scheme Protective effect against renal damage in acute kidney injury (AKI) model Renal function improvement in progressive kidney disease

cardio- and renal-related outcomes were demonstrated. The aim of this : : : - : : : —
study is to evaluate whether HM15275, which shows a potent anti-obesity Figure 1. Effect of HM15275 on renal structure and fibrosis (n=10) Figure 3. Effect of HM15275 on kidney disease progression (n=6)
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weeks. Consistently, improvement of gluomerulosclerosis was observed (male, n=6/group) 09_3 57 9 0.5-
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HM15275 reduces stress-induced podocyte apoptosis and TGF-B-induced
Mesangial cell Macrophage, interstitial 0- 10 myofibroblast activation, indicating a direct renoprotective effect of HM15275 with
proliferation fibroblast activation "7p<0.05-0.001 vs. Ang Il vehicle by one-way ANOVA, ¥ p< 0.05-0.01 by unpaired t-test more benefits over tirzepatide

» In Ang Il mice, HM15275 dose dependently improved markers for kidney fibrosis and function, further demonstrating i .
therapeutic potential of HM15275 on hypertension-induced kidney injury (more benefits vs. tirzepaide) : Together with Improvement effects on heart (please V_'S't 798-P and LB'1872)’ these
results clearly demonstrate the potential benefits of HM15275 for CVRM
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