Denifanstat, a Fatty Acid Synthase Inhibitor, Increased Circulating Polyunsaturated Triglycerides and Decreased
LDL-Cholesterol in MASH Patients with Advanced Fibrosis in a Post-Hoc Analysis of FASCINATE-2 Study
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Conclusions

« Denifanstat demonstrated significant improvement in MASH resolution and fibrosis, including in difficult-to-treat subpopulations, in Phase 2b FASCINATE-2 study
* A post-hoc lipid analysis showed that denifanstat lowered LDL-cholesterol and increased polyunsaturated TG, providing potential cardiovascular benefits in MASH patients
* These data demonstrate the unique mechanism of action of denifanstat and support further clinical evaluation for denifanstat in MASH
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