Pharmacological Integration of CD3 and CD2 Signaling Triggers Formation of a CD2 Corolla that Boosts T Cell Activation
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EVOLVE molecules promote T cell sighalling and CD2 corolla formation
independently of the presence of trans-CD58

EVOLVE Molecules Trigger CD2 Corolla Formation and Signaling

on Primary Human T cells

Redirecting patient’'s endogenous T cells to safely and effectively eradicate tumors continues to
offer compelling therapeutic opportunities. We found that EVOLVE, a trispecific antibody
targeting a tumor-specific antigen together with integrated CD3 activation and CD2

EVOLVE molecules have similar effects on Memory & Naive T cells

Corolla formation

Representative TIRF images of EVOLVE-mediated IS formation at 6 nM EVLOVE on SLB
with 400 Her2 molecules/um? and 200 ICAM1 molecules /um?, stained for pPLCy
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