Targeting MRGPRX2: A Transformative Approach to Inflammatory Skin Conditions
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Abstract EVO756 prevents MRGPRX2-mediated mast Skin challenge test: Phase 1 proof of concept
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28/30 subjects completed the study. The primary endpoint was safety as assessed by incidence of
TEAEs. Efficacy measures included complete response, change from baseline in provocation test,
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EVO756 in CHO-MRGPRX2 transfectants. (A) Ligands that activate MRGPRX2 (B) CHO cells CD63 or (C-D) CD107a surface expression via flow cytometry, and (E-F) tryptase release

expressing MRGPRX2 were loaded with the FLIPR calcium dye and incubated for 30 min with (measured via ELISA) (G-H) SP/IgE synergy (as determined by CD63 and CD107a in hMCs) was . . .
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was calculated based on CHO-MRGPRX2 cells treated with only EVO756 or only agonist. error of the mean. .
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