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ABSTRACT RESULTS

HM15211 is a novel long-acting glucagon/GIP/GLP-1 triple agonist that has confirmed its anti-fibrotic efficacy in in vitro and Improvement of impaired pulmonary function in BLM mice
in vivo liver fibrosis models and is currently undergoing phase 2 clinical trials. Based on its anti-fibrosis effect in the liver

and its high distribution in the lungs, the efficacy in pulmonary fibrosis was evaluated as a new indication. Here, we Figure 1. Effect of HM15211 on pulmonary function in intratracheal BLM-induced model
evaluated the preclinical efficacy of HM15211 in bleomycin induced mouse model of IPF. _ (@) Masson’s Trichrome staining D14 D35 (3 wks tx)
(a) Changes in SpO, (D21-D7) HM15211

Improvement of fibrosis and pulmonary function in subpleural fibrosis model

Figure 3. Effect of HM15211 on progressive subpleural fibrosis

To investigate the therapeutic effect of HM15211 on pulmonary function, fibrosis as well as mortality, BLM induced mice
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