© 536+ b i 2 A5 20 184E 7 A B2 1 45 71

Chin J Lung Cancer, July 2018, Vol.21, No.7

DOI: 10.3779/j.issn.1009-3419.2018.07.06

ik -

JFERE BB A2
ITRENEAE — ERE S LGRS MR A IR T B R, (H

JE/NARERTEEEGFR. KRAS, ALKEFERT
SAEEBRE T MNWHEXIERRER

R

(2] Mo B3R BB LR 0 E AL FE T, JESeT R 20 57% M it 83 iz C & i i 1 ib 5%, i
IRTIUG 2 o UM R A TR YT W01 R PR Nt 1o o) RS o RT3 B Jhvgg 14 A ) 2 U AE — S R
B L REfE S0 R 0 oA T O RIUR S WO, T I R B R 2 1 2R I ) SR A DA S kA
KRR AR B L, A OCIR S K AR 5 A B RS Z ARG PRI BN L . AR SRR B TEXT
UEJLAFRA AR/ N i B A2 K D752 4K (epidermal growth factor receptor, EGFR ) [AZEPE UGS ( anaplastic
lymphoma kinase, ALK ) | Kristen 5l P8 95 5 )50 3 A [A] J54A ( V-Ki-ras2 Kirsten rat sarcoma viral oncogene homologue,
KRAS ) JREJIHE [R5k 5 a5 A B 6 A% 4 B 43 A0 Z IRIRH OGP Y SCHRIEA T /N4

[ k%2im ] %, My, EGFR; ALK; KRAS

Association between EGFR, ALK and KRAS Gene Status and Synchronous Distant

Organ Metastasis in Non-small Cell Lung Cancer
Ge GAO, LiLi DENG
Department of Oncology, The Second Affiliated Hospital of Harbin Medical University, Harbin 150086, Chinaa

Corresponding author: Lili DENG, E-mail: dengdoctor@126.com

[ Abstract ] Lung cancer is the leading cause of morbidity and mortality of malignant diseases in China. Approxi-
mately 57% lung cancer patients harbored distant metastases at initial diagnosis which is relevant to poor outcomes. The
research strategy of anti-lung cancer metastasis now has became the new treatment directions and thoughts for lung cancer
treatment. Previous studies have shown that changes in the corresponding driving genes on different signaling pathways may be
related to the transfer of different organs, and the biological alteration of tumor to some extent can affect the metastatic behav-
ior and metastatic pattern of tumor. However, current clinical and basic studies have not elucidated the molecular mechanism
of the specific distant organ metastasis in the pathway of lung cancer related signal transduction, clinical research on the cor-
relation between gene mutation and organ transfer specificity is also relatively rare. This review aims to summarize the charac-
teristics of the expression of epidermal growth factor receptor (EGFR), anaplastic lymphoma kinase (ALK), V-Ki-ras2 Kirsten
rat sarcoma viral oncogene homologue (KRAS) in non-small cell lung cancer, and the correlation between the distribution of
metastatic organs.
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(positron emission tomography computed tomography, PET/
CT) Ku#. 5L RIMEGFREEH RAIINSCLCEE L it
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KRASHE K] 5 e i 4% 2% B 'R e 10k 22 [A)AH SR PR A 56+ 43 2
/i

3.1 KRASHF 5% EAIMWilkersonZ5BUHT 5 TR [F
LA KR ASEE PR 98745 LA K LK B 135 RG34 DL 550 it i e
BB SRR E VIR (P=0.007) , 1H2& 38U
% () BARAL 1) G AS B A o LK B 12— 25 5 () 1008 3k 1A
FFRKL130%FINSCLCEHLKBIFE R 2 RIFIRE.
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Tab 1 Different metastatic pathways and molecular mechanisms of EGFR, ALK and KRAS mutations in non-small cell lung cancer (NSCLC)

Genes Metastatic sites Molecular mechanism
EGFR Brainl- MET gene activation"? ; STAT3 signaling pathway activation!! ;

Bonel™! Increased release of osteoclastic related factors"® ; Down-regulation of tumor related factors VEGF-A,

VEGFR-1, TNF-a expressions!'” ;
Lung®® EGFR signaling pathway regulates the synthesis and secretion of vascular endothelial growth factor
increased

Liverto8l

ALK Lymph nodef?224
Pleural'8242]

Brain2®!
KRAS Lung®¥

Brain " LKBT gene inactivation!3'32

EGFR: epidermal growth factor receptor; ALK: anaplastic lymphoma kinase; KRAS: V-Ki-ras2 Kirsten rat sarcoma viral oncogene homologue.
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