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Abstract ; Preclinical studies have indicated that epidermal growth factor receptor(EGFR) tyrosine
kinase inhibitors(TKIs) combined with immune checkpoint inhibitors(ICls) can synergistically kill
cancer cells. Therefore, it seems that advanced non-small cell lung cancer(NSCLC) patients with
both EGFR sensitive mutation and programmed cell death-ligand1 (PD-L1) positive expression may
achieve greater benefits from these two low-toxicity and high-efficacy therapies. In this review the
progress in treatment of this special group of patients based on the current evidence from the
prospective clinical studies are elaborated,and the therapeutic strategies and related new drug de-
velopment are discussed.
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