FS222 mADb?, a Bispecific Conditional Agonist Antibody Targeting CD137 and PDQ
Induces Potent Lymphocyte Activation and has a Favourable Safety Profile
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Background 3. FS222 mADb? has a dose proportional PK profile 5. FS222 surrogate mADb? causes daependent
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significantly reduced tumour growth in two models with greater survival benefit than a
combination approachin the MC38 model In a CR6 model, a dosedependent significant
survivalbenefit was seenat dosesbetween0.1 and 0.3 mg/kg and above Thiswas coincident
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surrogate mAk? showed rapid distribution to T cells via PDL1 receptor occupancyand drug
bindingassays
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