Denifanstat and resmetirom combination therapy rapidly decreased atherogenic lipids in healthy _
S/\G ‘ M CT adults in Phase 1 open-label trial BEASL CONGRESS

oy 2020

Mary E. Rinella’, Arun J. Sanyal?, Wen-Wei Tsai*®, Shipra Vinod Gupta?, Cristina Alonso?, Katharine Grimmer3, Eduardo Bruno Martins3, Marie O'Farrell®, Rohit Loomba®

BIOSCIENCES 1. University of Chicago, Chicago, IL, USA 2. Virginia Commonwealth University School of Medicine, Richmond, VA, USA, 3. Sagimet Biosciences, San Mateo, CA, USA, 4. Rubio Metabolomics, Derio, Bizkaia, Spain, 5.
Division of Gastroenterology, UC San Diego School of Medicine, La Jolla, CA, USA

Introduction Results

- Denifanstat (TVB-2640) is an oral, once daily, selective FASN inhibitor. Demographics Total cholesterol, LDL-C and non-HDL-C were rapidly decreased in both cohort 1 and 2 with two weeks treatment
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by 7 days of combination therapy * The Phase 1 trial results showed that all treatments were generally well tolerated, and the combination therapy rapidly reduced atherogenic lipids, suggesting a potential cardiovascular benefit
+ Blood was analyzed for multi- Cohort 2 [ 1 J * Strong target engagement was observed with both denifanstat and resmetirom as monotherapy and in combination
omic profiling, and Deni * Together with prior clinical results of fibrosis improvement in monotherapy of denifanstat or resmetirom, the Phase 1 safety, PD biomarker and PK results support further clinical evaluation of denifanstat
and Res plasma concentrations and resmetirom combination for the treatment of MASH and liver fibrosis
References

1. LoombaR, et al. Lancet Gastroenterol Hepatol. 2024;9(12):1090-1100
2. QO'Farrell et al., 2022. Scientific Reports. doi.10.1038/s41598-022-19459-z
3. Harrisonetal., 2024. N EnglJ Med 2024;390:497-509

© POSTER TEMPLATE BY GENIGRAPHICS® 1.800.790.4001 WWW.GENIGRAPHICS.COM



	Slide 1

