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A novel drug for treatment of non—small cell lung cancer: amivantamab
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[Abstract] Amivantamab, a bispecific antibody targeting both epidermal growth factor receptor (EGFR) and cellular-mes-
enchymal epithelial transition factor (c—MET), was approved for marketing by the FDA on May 21, 2021. Amivantamab is the
first targeted therapy for subset of adult patients with non—small cell lung cancer, whose tumors have specific types of genetic
mutations: EGFR exon 20 insertion mutations. Clinical studies have shown that amivantamab has significant efficacy in its indi-
cated population and is one of the potential treatment strategies for patients with epidermal growth factor receptor tyrosine ki-
nase inhibitors (EGFR-TKIs) resistance. In order to further deepen the understanding of amivantamab for clinical practitioners,
this paper mainly reviewed the mechanism of action, pharmacokinetics, efficacy, safety and immunogenicity of amivantamab
in the treatment of non—small cell lung cancer, and summarized the latest research progress.
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