£ 2594 - DREMESSHE www.shengwuyixuecom Progress in Modern Biomedicine Vol17 NO.13 MAY.2017

doi: 10.13241/j.cnki.pmb.2017.13.050

I NSCLC A g EGFR JE P RIRF5E 0t fie *

%7 BEME KEE K OF ok ow

CENZERKRFF G EREMFRNE & &% 710032)

BE BN A £ R & K BT % KB S8 85474 ) (epidermal growth factor receptor-tyrosine kinase inhibitor, EGFR-TKI)f£ 3 /J> 48
At % (Non-Small Cell Lung Cancer,NSCLC )& 57 ey B R, & 5 M A ER TR AR ARKBENRG 122 WE ikt ¥k
B F % 4k (epidermal growth factor receptor, EGFR )#-l 25 R % #t & 45 % EGFR-TKI 78 J7 69 S ik 4, m e A M B P H 20 0 &
P UREARE AR F R AN, feik EGFR 4R 53R f A KB ¥ 42 R w0 3 ) 49 B 8 (Non-Small Cell Lung
Cancer,NSCLC) % % fni% EGFR & B4 #F 5%, 7% : 4% Pub-med.SCI. Medline & 7 [ & 4 S #k 3 ¥ B P o 40 3k > dm At 8 %
# ik EGFR A BAG M 6948 K AT 2, G550 : x4 Tok ) NSCLC %4, ik EGFR A B A 4 3 09 S8R 5 45 7%, ot sk B 8037
# 7R % s+ EGFR-TKI #9 77 2 A R S AT w25 M), Z5i8 . % 20 4R 3R B A B & R AE B, ik ST 2K 20 2247 EGFR A& B Adm|
FERIA: R AR AR T R ik AR R E

thE 422 :R446.1;R734.2  THIFRIRAD:A XEHS:1673-6273(2017)13-2594-04

The Detection of EGFR Mutation Status in Blood in Advanced Non-small
Cell Lung Cancer*

CHANG Ning, HAN Zhi-ping, ZHANG Xin-xin, ZHANG Yong, ZHANG Jian*
(Department of Respiratory, Xijing Hospital, Fourth Military Medical University, Xi'an, Shaanxi, 710032, China)

ABSTRACT Objective: With the application of EGFR-TKI in treatment for NSCLC patients, Survival time and quality of patients
improved greatly. But the results of EGFR testing is the necessary condition for treatment of EGFR-TKI. But tumor tissues may often be
of insufficient quality or quantity for EGFR mutation testing in NSCLC patients. Meanwhile the results may be bias owing to heterogeneity.
Therefore liquid biopsies will be imperative. This study aims to review the researches of EGFR testing in blood for the different results.
Methods: We searched Pubmed, SCI and CBM for the literatures about EGFR mutation testing in blood. Risk ratio (RR) and hazard ratio
(HR) were used as measures for clinical response to EGFR-TKIs and PFS for the mutant and wild patients. Results: The testing of EGFR
seems to have higher sensitivity and specificity, meanwhile it can predict the efficacy of EGFR-TKI and monitor the drug resistance. Con-
clusion: Blood can became an effective substitution for EGFR mutation testing for advanced NSCLC when it often be of insufficient
quality or quantity of tumor tissue.
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