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[Abstract] Driver genes of non-small cell lung cancer (NSCLC) include EGFR, KRAS, BRAF, PIK3CA and ALK, etc.
Obtaining precise molecular phenotype is the premise of target therapy. However, because of heterogeneity of NSCLC. the
genetic mutations of the tumor may not be accurately obtained from small biopsy samples. As a routine modality for
NSCLC, CT may comprehensively reflect the underlying pathophysiology and molecular biology of the tumors.
Radiogenomics, which is focusing on defining relationships between image features (image phenotypes) and molecular
markers (molecular phenotypes), has a broad prospect in the prediction of driver gene mutations of NSCLC. Progresses of
radiogenomics in association between CT features and driver gene mutations of NSCLC were reviewed in this article.
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