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7-10 May 2025

induces pro-metabolic and anti-fibrotic gene expression in the liver of DIO mice A||z05
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BACKGROUND AND AIMS ALG-055009 Robustly Upregulates Liver Fgf21 Expression in DIO Mice ALG-055009 Alters Lipid and Collagen Metabolism in Primary Human Hepatocytes
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Preclinical and clinical data demonstrate that ALG-055009 is positioned as a potential best-in-
class THR[B agonist for the treatment of MASH. Here, we offer new evidence for the compound’s
Huh-7: LPA mechanism of action. In DIO mice, ALG-055009 treatment increased liver Fgf21 expression,
suggesting improved lipid metabolism and insulin sensitivity. It also decreased Dio3 and

Figure 5a. Figure 5b.

In Vitro Gene Expression Assays: Huh-7 cells were cultured in media supplemented with 10% charcoal-
stripped FBS and treated with vehicle or increasing concentrations of ALG-055009 or MGL-3196 for 24

Huh-7: ABCD?2

ALG-055009 ECgp =30.0 nM ALG-055009 IC5q =4.8 nM
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