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[ Abstract)
non-small cell lung cancer (NSCLC) is the most common type. The emergence of epidermal growth factor

Lung cancer is a malignant tumor with the high morbidity and mortality in the world, and

receptor ( EGFR) -tyrosine kinase inhibitor ( TKI) in recent years has provided new treatment option for
NSCLC patients. The efficacy of EGFR-TKI is closely related to the EGFR mutation status, but the current
detection methods for gene mutation have certain limitations. As a non-invasive method, "*F-fluorodeoxyglucose
(FDG) PET/CT shows a certain potential in the detection of EGFR gene mutation status. In this paper, the re-

cent research and progress of PET/CT in predicting the mutation status of EGFR gene are reviewed.
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