Efficacy of Glecirasib in Combination with JAB-3312 as a Front-line Treatment for Patients with KRAS p.G12C mutated

NSCLC with PD-L1 Expression Levels or Co-mutations.
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* The combination of glecirasib (KRAS G12C inhibitor) and JAB-3312 (SHP2 Table 3 Baseline characteristics

inhibitor) demonstrated a favorable safety profile and promising efficacy as a ZD'Ll TPS U”'\'::i’;"'” A C

Figure 3 Co-mutations
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+ Co-mutations were also explored in this study.
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Further information on this trial can be found at: Study Details | Phase 1/2a Study of JAB-21822 Plus JAB-3312 in Patients With Advanced Solid Tumors Harboring KRAS p.G12C Mutation | ClinicalTrials.gov ~ Clinical trial information: NCT05288205 Medical information enquires: clinicaltrials@jacobiopharma.com
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