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[ Abstract ] With the development of molecular biology technology and the transforming patterns of drug research,

guiding molecular targeted therapy according to the drive gene mutation spectrum in lung cancer has gradually become a

reality. Definition of the mutation incidence and whether existing advantage population groups in non-small cell lung cancer

(NSCLC) have important guiding significance in clinical practice. The purpose of this paper will draw a summary on the gen-

eral characteristics, demographic features and clinical significance of driver genes in NSCLC.
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