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IMG-007 shows rocatinlimab-level OX40L inhibition without Fc-mediated effector function

Upper left: Schematic illustrating IMG-007 binding to OX40 and its proposed inhibition of ligand-induced re-
ceptor clustering and downstream NFkB signaling. Upper right: Representative SPR sensorgrams showing
binding of IMG-007 and comparator IgG1 (GBR 830 analogue) to OX40 at a fixed concentration (100 nM)
with antibody at 1 yg/mL. Kinetic parameters were derived from global fitting across a concentration series.
Lower left: Inhibition of OX40-OX40L interaction in a plate-based assay using plate-bound OX40 and solu-
ble OX40L. Lower middle: Inhibition of NFkB activation in OX40-transduced HEK293T cells. Lower right:
Suppression of primary T cell-mediated IFNy production following anti-CD3/0OX40L stimulation.

v~ Preclinical studies demonstrated blockade of OX40L-mediated NF
KB activation, cytokine production, and T cell proliferation
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v The Fc-silenced design may support higher dosing and potentially
a more favorable safety profile
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