BGB-B2033, a novel 4-1BB/GPC3 bispecific antibody, exhibits potent in vitro and
in vivo antitumor activity in preclinical models )Z{ BeiGene
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ﬁ Enhanced IFN-y and IL-2 Secretion from PBMCs in a GPC3-Dependent Manner Dose-Dependent Antitumor Monotherapy Activity in Human 4-1BB Knock-in Mice
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