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[ Abstract ] An ever increasing number of drugs directed as epidermal growth factor receptor tyrosine kinase inhibi-
tor (EGFR-TKI) bring a new revolution for non-small cell lung cancer (NSCLC) therapy, and many large scales of studies show
that only people with EGFR-sensitive mutation can benefit from these drugs. The main method of EGFR mutation detection
is to analyze the DNA sequence of EGFR, which can be the lung cancer tissue, pleural fluid tumor cells, circulating tumor cells
and peripheral blood free DNA obtained by surgery or puncture, the biggest drawback is that the heterogeneity of EGFR muta-
tion cannot be analyzed. However, with the development of molecular imaging, the development of EGFR-targeted molecular
probes based on positron emission computed tomography-computed tomography (PET-CT) has made it possible to reveal the
EGFR mutations in lung cancer tissues in vivo, and can detect the heterogeneity of EGFR mutations. This article reviews all the
results and progress of molecular probes targeting EGFR mutations.
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JEIREANNL ), SW620 (FAREANAE ) SRR 4R BB E A 7
PETA%, FFUATRARICHEIE e W e 4328, &
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NSCLCH % 2 JE47 C-erlotinib BARMF 5T, & BRI
FE LA Y I A TSR e 2R, ] T A 52 B 0T LU Y I, AN
HESE TUC-erlotinibBE X JF & IR A%, b i) LATE N 55 7%
M B A% . MemonBIXF13INSCLC B F L& & R 16IT 1l
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IC, {0 40.5 nmol/L) . FILAI LA — AR TKIBT 2 e VEH
Iy FHRET R EGFREE AR AR AN FEAR,

YL, B K RIS AR 4RSS T M EGFR
EAD FEREHER SR T REPE, LR EGFR-TKRIZS >
THE (BT X REGFR S £l D H A 25 G RE ST, i
IR 2 o R A R R / A FE NS 5, Pl A SR AR 1
1, BUF B, AR T IR 200 E U AR S S
i H AR IC R R W Chric Rt e, AE A I R 1)
Tz B T IR R LA B 25 5, RIS A8 1)
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