Combination of fatty acid synthase (FASN) inhibitor and thyroid hormone receptor beta (THRb) agonist, resmetirom,
‘® improved markers of MASH and cardiovascular health in LDL receptor knockout MASH mice
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and liver histology. Primary human HSCs were stimulated by TGF-b1 and treated with
denifanstat or resmetirom at various concentrations
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Conclusions

NN

« Denifanstat, but not resmetirom, directly reduced collagen production in primary human hepatic stellate cells in vitro

Endpoint analysis « Combination of a FASN inhibitor and a THRb agonist, resmetirom, showed further ALT/AST decreases, lipid lowering, and histological improvements compared to either agent alone in a mouse model
of dyslipidemia and MASH

* These results suggest that the combination of complementary mechanisms of action of denifanstat (directly decreases lipid synthesis, inflammation and fibrosis) and resmetirom (increases lipid
18-week run in 10-week treatment oxidation) could provide added treatment benefit, and support future clinical evaluation of this combination for MASH
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