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ABSTRACT: The morbidity and mortality of cancer has been increasing year by year.Molecular targeted therapy has brought a new
revolution for cancer therapy. Epidermal growth factor receptor (EGFR) plays an key role in the occurrence and development of carcino-
ma. So EGFR-targeted therapy has become hotspot in recent years. Currently, there are a variety of EGFR-targeted drugs used clinically,
however, the overall efficiency is unsatisfied. Large scale of studies have shown that the overexpression and/or mutation of EGFR
affected the efficiency significantly. Therefore, it seems to be particularly important that evaluate the expression level and/or mutation of
EGFR in the tumor before treatment accurately. Molecular imaging can achieve the image of the biological processes in cellular and
molecular level in vivo, and carry on qualitative and quantitative calculation,which makes it possible that reveal the expression level
and/or mutation of EGFR in vivo. This article briefly introduce the progress of EGFR-targeted molecular imaging,and the imaging and
function of different probes. Are compared and analysed, so that can b enefit the development of m olecular imaging probes and
EGFR-targeted molecular imaging researchment.
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1 A 4 MDA-MB468 5y /INfR 111In-DTPA-hEGF B {&,B A
MDA-MB468 5488/N iR 111In-DTPA-MAb528 B &, A& B X #E
WESBIE L), BEREERIEBEKEEM™
Fig.1 A:111In-DTPA-hEGF image of MDA-MB468 tumor-bearing mice,
B: 111In-DTPA-MADb528 image of MDA-MB468 tumor-bearing mice .
probes both has high uptake (arrow) in tumor region, but the latter was

clearer than the former®®
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Fig.3 "F-gefitinib PET / CT image of four kinds of tumor-bearing mice show no specific uptake in tumor area
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Fig.4 Tumor lesions(white arrow), HCC827 tumor models have specific probe uptake clearly, A549 and NCI358 tumor models have no specific probe

uptake
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5NSCLC B#%#E,CT BEGR B R R AN S EHEIR, A LBLR, 18F-FDG PET BB Rfmkt X 18F-FDG 5B, 11C-clotinib PET
E & B RimE L XIE 11C-clotinib HHEE™
Fig.5 Bone metastases( NSCLC), CT image shows the left side of the sternum and ribs stubborn destruction, soft tissue mass, 18F-FDG PET image shows

regional 18F-FDG uptake, 11C-elotinib PET image shows the 11C-elotinib high uptake 1**

6 NSCLC IR T B &R, CT BRERMRRAT KB 4RSS X, 18F-FDG PET BB RERE 18F-FDG & #HEEY, 11C-clotinib PET
B ERINAR R AT 11C-elotinib SRR
Fig.6 Hilar and mediastinal lymph node metastases(NSCLC), CT image shows mediastinal increased slightly and hilar lymph nodes, 18F-FDG PET

images showed no abnormal 18F-FDG uptake, 11C-elotinib PET image shows mediastinal and hilar 11C-elotinib high uptake [
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