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[ ZE] EAREREME R 25 R J , FLA B0 3% He B K IR F-32 4 (epidermal growth factor receptor, EGFR)
FEDIED 5 A 25 ) EGFR W% S B2 1 6 41 177 (EGFR-tyrosine kinase inhibitor, EGFR-TKI) %48 K £ 80 EGFR 2875 %1 8 47 AR -
J7R. (HEGFR-TKIXE 8725 Y R sl M 21 52 BT b e DRIATHE 181360 7 2 T A A00) EGFR S8 ASIRAS AT R I
SE-JI AU B (PF-fluorodeoxyglucose , "F-FDG ) 1F HLF & S BITHEALWT 2 WAL AT SEALIAR)Z 44 (positron emission computed to-
mography/computed tomography , PET/CT) W i] A7E J8 5 A AT BIPEEE R RIS X EGFR (19 58 A R HAT I PEAL . A
SCH SF-FDG PET/CT AR 500 i i EGFR SR 28 AR RS OB IT HE R HEA 7453
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Research progress of F-FDG PET/CT in predicting EGFR gene mutation status in lung
adenocarcinoma
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[Abstract] The research on targeted drugs for primary lung cancer has developed rapidly in recent years. Among them, epidermal
growth factor receptor - tyrosine kinase inhibitors (EGFR-TKI) , which aim on the EGFR gene target, can affect the vast majority of
EGFR mutation patients and have good effect. However, EGFR -TKIs have little effect on patients with wild-type or drug-resistant
mutations. Therefore, EGFR mutation status detected is needed before targeted therapy. "F -fluorodeoxyglucose ("*F-FDG ) positron
emission tomography/computed tomography (PET/CT) can predict EGFR mutation status in patients who are not eligible for invasive
genetic testing. This article reviewed the research progress of "F-FDG PET/CT imaging in the prediction of EGFR gene mutation status
in lung adenocarcinoma.
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W EGFR 25N & AZ 1 PET/CT AR S HUA By
KR UE AL 35 BU(E (maximum standard uptake value,
SUVmax) . I 983 £ 15 4K X (metabolic tumor volume,
MTV ) %A &L i (total lesion glycolysis, TLG) 55 .
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20 {55 P0G B PR B (protein kinase B, PKB, X
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B W v T R , 88 0T 40 AR v ) EGFR 288
SRPCA T il B8 , 110 Huang | Ko 55 B BF 58 H A0 55 ili
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(glucose transporters 1, GLUT1 ) 3 PR 9 3R 3k B i T
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