Beyond Antibodies and CAR-T: Topologically Engineered, Superdimeric Antibody NK Engagers and T Cell Engagers for B Cell Depletion
Abstract with Cooperative Binding to Target and Effector Cells

1857184 DJ Capon, LA Troitskaya, ME Fomin, U Edman, B Frank, BZ Capon, B Law, SJ Chapin, GM Lewis, ML Gefter, J Punnonen, NLS Chan
Hinge Bio, Inc., Burlingame, CA 94010

HB2198 Binds Cooperatively
to Low Affinity Fcy Receptors
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Effector Cell Functions
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