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Abstract: Lung cancer is one of the most common malignant tumors in the world. Incidence rate and mortality rate are the
highest in China. Non-small cell lung cancer ( NSCLC) accounts for the majority. Epidermal growth factor receptor
(EGFR) gene mutation is one of the main driving genes of NSCLC. Therefore, the emergence of EGFR-( tyrosine kinase
inhibitors) TKIs brings a new survival miracle to NSCLC patients with EGFR gene mutation. However, some special types of
EGFR gene mutations, such as exon 20 insertion mutation (20ins), are generally not sensitive to the first and second
generation TKIs. At present,there is no mature molecular targeted drug for EGFR 20ins in lung cancer patients. A case of
NSCLC with EGFR 20ins was reported in this paper.
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