and Autoantibody Production in a Collagen-Induced Arthritis Autoimmune Disease Model

Adam Cartwright?, Foram Desail, Shailee Voral, Lucas Gyger?, Xudong Wang!, Katie May!, Daniel Lam !, Peter Trenh!, Xavi Lucas?, Mary Zlotosch!, Sophia Nguyen!, Elisa Liardo?, Daric Wiblel,
Ilaria Lamberto!, Bradley Demarco!, Chris King!, Debora Bonenfant?, John Castle!, Markus Warmuth!, Sharon Townson!, Eswar Krishnan?!, Filip Janku?!, Laura McAllister?, Alison Paterson!, Marisa Pelusol Monte ROSG

IMonte Rosa Therapeutics Inc., 321 Harrison Ave, Boston, MA 02118, United States "
’Monte Rosa Therapeutics AG, WKL-136.3, Klybeckstrasse 191, 4057 Basel, Switzerland Thera peu-tICS

#P0S1200: MRT-6160, a VAV1-Directed Molecular Glue Degrader, Reduces Joint Inflammation ’ '
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VAV1 is a guanine nucleotide exchange factor with a critical role in T- and MRT-6160-induced degradation of VAV1 attenuates T cell activation and effector Oral dosing of MRT-6160 at disease onset attenuates disease progression in a
B-cell receptor signaling and activity functions collagen-induced arthritis (CIA) autoimmune murine disease model
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