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BACKGROUND RESULTS

« Claudin 18.2 (CLDN18.2) is a validated cancer target across Clinical ACt!Vlty : : . : : :
several tumor types, but the optimal CLDN18.2 targeting Of the 43 patients with CLDN18.2+ GEC who received givastomig monotherapy at doses ranging from 5 to 18 mg/kg, a partial

strategy is not known and novel approaches are needed. response (PR) was observed in seven patients (one at 5 mg/kg, one at 8 mg/kg, four at 12 mg/kg, and one at 18 mg/kg) with an
« Givastomig/ABL503 is a first-in-class, bispecific objective response rate (ORR) of 16.3% for single agent givastomig.
antibody targeting CLDN18.2 and en(::jaging 4-1BB « Stable disease (SD) was reported in 14 patients (disease control rate = 48.8%).

through a unique conditional activation mechanism in + CLDNZ18.2 expression in responders ranged from 11% to 100%. Additionally, five responders had received prior treatment with
tumor sites. Givastomig induces T-cell activation only in programmed cell death protein 1 (PD-1) or programmed cell death ligand 1 (PD-L1) inhibitors.

medicine for a better life

Demographics

* 43 patients with CLDN18.2+ GEC were enrolled in expansion and received givastomig at 5 mg/kg (n=7), 8 mg/kg (n=5), 12 mg/kg
(n=21), and 15 mg/kg (n=6) Q2W, and 18 mg/kg (n=4) Q3W.

+ Patients had a median age of 59 years old, ECOG 0/1 (27.9%/72.1%), and a median of 3 prior lines of systemic therapy (range 1-6).

Figure 1. Givastomig Molecular Design

Table 1: Baseline Characteristics

5 mg/kg (N=7) 8 mg/kg (N=5) |12 mg/kg (N=21)| 15 mg/kg (N=6) | 18 mg/kg (N=4) Total (N=43)
n (%) n (%) n (%) n (%)

Demographics
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* The study consists of a dose escalation phase using the Bayesian Optimal Interval design (BOIN), followed by dose expansion.

No dose-limiting-toxicity was reported up to 15 mg/kg Q2W and 18 mg/kg Q3W. Maximum-tolerated-dose was not reached.
« The most commonly reported treatment-related adverse events (TRAEs; >20%) were nausea (25.6%), anemia (23.3%),

Figure 4B: Duration of Treatment

« During dose escalation, patients with solid tumors, irrespective of CLDN18.2 expression were enrolled and administered and white blood cell count decreased (23.3%). Grade = 3 TRAE were reported in 15 patients (34.9%) [and/which] included tomaen | — * 5 mgkg 15 mgkg
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