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Results (FASCINATE-2 Interim Analysis)

. Denifanstat is an oral, once daily, fatty acid synthase (FASN) inhibitor FASCINATE-2 |IA population: the first 52 patients on study for 26 weeks with baseline 28% liver fat by MRI-PDFF
currently in Phase 2b clinical trial for NASH (FASCINATE-2, NCT04906421)
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Screening « Denifanstat showed strong improvement of key disease markers in FASCINATE-2 interim analysis
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« Lipidomic results show that denifanstat was associated at week 13 with changes in circulating lipid compositions rather than altering total lipids. Reduction of saturated DG/TG and

: St“dyz‘;’ee"s o ceramides and increased incorporation of PUFA in DG/TG could potentially reduce lipotoxic drive and decrease cardiovascular risk in denifanstat-treated NASH patients
 Baseline " interim Final » This concordance of non-invasive metrics together with previously demonstrated biomarker changes suggest that denifanstat could have a positive impact on histological endpoints
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MR-PDFF MRI-PDFF MRL-PDFF  The FASCINATE-2 Phase 2b clinical trial of denifanstat in liver biopsy-confirmed F2-F3 NASH patients is fully enrolled and week 52 topline results, including liver biopsy, are expected
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