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- Beneficial effects of HM15211 on NASH and fibrosis improvement are
= Srae well-reproduced in obese/NASH NHP

» HM15211 not only reduced hepatic expression of collagen-1al and TIMP-1, - Therefore, HM15211 might be a novel therapeutic option for NASH and
but also reduced hydroxyproline and fibrosis score in MCD-diet mice fibrosis
regardless of fibrosis stage
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GLP-1RA synthesis = FXR agonist

»HM15211 significantly reduced liver TG and TBARS independent of BWL (data
not shown) in MCD-diet mice, suggesting its direct liver effect on steatosis
improvement

» Consistently, HM15211 reduced steatosis, inflammation and ballooning score,
thereby completely reversing NAS to normal level in MCD-diet mice

American Diabetes Association’s (ADA) 79" Scientific Sessions, San Francisco, CA, USA; June 07-11, 2019 Hanmi Pharm. CO., Ltd.




