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BACKGROUND RESULTS

= Therapeutic potential of HM15211 in NASH and fibrosis was
evaluated in MCD-diet induced NASH mice (6 ~ 12 weeks (c) Inflammation and HSC activation marker gene expression
Induction). After 4 ~ 5 weeks treatment of HM15211, liver tissue
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NASH/fibrosis-related marker gene expression (TNF-a, TGF-B, a-
SMA, and Collagen-1al). Blood liver function markers (ALT, bilirubin)
were also determined

= To investigate the therapeutic effects of HM15211 in more human
relevant disease model, biopsy-proven obese, NASH, and fibrosis
monkeys (BMI >40 kg/m?2, NAS + fibrosis score > 7) were utilized.
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+HM15211, a novel long-acting triple agonist, is designed to treat NASH
and fibrosis by aiming multiple pathways involved in NASH and fibrosis
progression
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*In rodent NASH models, HM15211 reduces liver fat, inflammation marker
expression, leading to NASH resolution
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In addition, HM15211 has potential to improve fibrosis in rodent NASH
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performed inflammatory effects of HM15211
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