Inhibition of Cardiac Fibrosis and Pro-Fibrotic Collagen Hormone Endotrophin by VS-041,
\/ASA a Novel Drug Candidate for Heart Failure with Preserved Ejection Fraction
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Inhibition of endotrophin release by VS-041 could contribute to its anti-fibrotic mechanism Summary & Development Status

and serve as a potential biomarker of MMP Inhibition (target engagement) in patients.

Background: Endotrophin and HFpEF Hypothesis
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VS-041 is a drug candidate for HFpEF that inhibits key MMPs O =
implicated in cardiac fibrosis and diastolic dysfunction. Previously, Dé % 20090
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