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Background Results: >2-Fold Synergistic Combination Effect

* ADG106, a human anti-CD137 1gG4 agonist antibody engineered using Adagene’s NEObody™ ¢ Following ADG106 mono- or combination therapies, dose-dependent increases in sCD137 were ¢ The estimated mean (+SEM) synthesis rate constant (Ksyn) of free sCD137
technology, binds specifically and with high affinity to a unique and conserved epitope of CD137 observed in both scenarios (Fig 3A-C) and were associated with clinical activities in monotherapy after the 1st dose (cycle 1) was comparable for ADG106 (5-10mg/kg)
on activated human T cells. ADG106 blocks CD137 ligand binding and stimulates CD4+ and CD8+ (Fig 3D) alone versus ADG106 (0.75mg/kg) + toripalimab. Furthermore, ADG106
T cell proliferation and proinflammatory interferon-gamma (IFN-y) release while displaying a low ' . C : o : o ’
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 Mathematical modeling was performed. * Increase in serum IFN-y, IL-6, natural killer (NK) cells (Fig 4A-D), and T cell subsets were seen with
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