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[ Abstract ] Lung cancer is the leading cause of death from cancer in the world. The treatment remains one of the
most challenging tasks in the medical world. The discovery and development of epidermal growth factor receptor-tyrosine ki-
nase inhibitor (EGFR-TKI) have had a major impact in the treatment of non small cell lung cancer (NSCLC). But the efficacy
of EGFR-TKI in EGFR wild-type patients is limited, and the limited EGFR mutation incidence also prompts researchers to
study what is the best treatment choice for patients with NSCLC who are negative for EGFR mutations. This review will discuss

the research status in treatment choice for EGFR wild-type NSCLC.
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