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Background Safety, Tolerability and Early Efficacy
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N P<0.01 — e Isotype, 1 mg/kg cells were increased after the 1st cycle of the treatment, showing that . Pyrexia G3 e
o). . = = ADGI16,1me/ke ADG116 i< hihlv active for trizeering T cell activat Appetite decrease - a — 0.03 mg/kg
Ao |pilimumab, 1 m IS NI dCtlive 1or triggerin cell activation. :
. j{ . 5 Ipil b, 1 mg/ke gnly ggering ivati hyperglycemia | | | | ﬁ — 0.01 mg/kg
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i i C1D1 Predose c201  The serum pharmacokinetics (PK) of ADG116 monotherapy after IV infusion was
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ncrease an cells reatmen . : : : .
Y (TRAES) as Grade 1 with a few Grade 2 in patients with advanced metastatic
* Thisis an open-label phase 1 study in patients with advanced solid tumors who have failed . Change of CD8+ T-cells (Abs) (/uL) 4o solid tumors. The 10 mg/kg cohort is ongoing.
multiple lines of prior therapies. ADG116 is administered once every 3 weeks until disease . Time points: Predose, C1D8, C1D15, C2D1 +  Four prolonged stable diseases (17%, 4/24) were observed in these heavil
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