Merus MCLA-129, a human anti-EGFR and anti-c-MET bispecific antibody, in patients with
advanced NSCLC and other solid tumors: an ongoing phase 1/2 study
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- The dose of 1500 mg q2w was predicted to achieve >95% tumor target engagement of EGFR and c-MET throughout the dosing cycle (data not shown)
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Figure 3 | MCLA-129-CLO01 clinical trial (NCT04868877) design; n = number patients included per cohort
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