« 112 ¢ o [ i 24 AR 201242 A S 155 2 )

Chin J Lung Cancer, February 2012, Vol.15, No.2

DOI: 10.3779/j.issn.1009-3419.2012.02.09

Rk -

fE R EML4-ALKt S E BN FERESK
EYEINEE

[ FESHES ] R7342

Xd HRE CER

EML4-ALK Fusion Gene in Lung Cancer and Its Biological Function
Tong YANG, Hongyu LIU, Jun CHEN

Tianjin Key Laboratory of Lung Cancer Metastasis and Tumor Microenvironment, Tianjin Lung Cancer Institute,
Tianjin Medical University General Hospital, Tianjin 300052, China
Corresponding author: Jun CHEN, E-mail: huntercj2004@yahoo.com

This work was supported by grants from the National Natural Science Foundation of China (to Jun CHEN)(No.
81172233), the China-Sweden Cooperative Foundation (to Jun CHEN)(No0.09ZCZDSF04000), (to Hongyu LIU)
(N0.09ZCZDSF03800), Tianjin Natural Science Foundation (to Jun CHEN) (No.09JCYBJC16200), Wujieping Foundation
(to Hongyu LIU)(N0.3206720.10008), (to Yongwen LI)(N0.320.6720.10007), (to Sen WEI)(N0.320.6740.10008) and Min-
istry of Education New Century Talent Fundation (to Jun CHEN) (No.NCET-10-0956).

R e 1N | w5 AN b e 6 S K
/NI (small cell lung cancer, SCLC ) FIHE/ N fili
J5 (non-small cell lung cancer, NSCLC ) B3, TfiINSCLC
2y e A 80% o SRE AN ARECAR AW 5, 1k
SRR BT F e A Im R AT, B8 85 i TS AT
RIRZZ, IR R ZBINSCLCHE E TS L AL T
RETFARIBIFRINL o [RINEFR0 fe PRI2 W oAy 40 4 il
FBH, TARBRELRER . RBILOK, e
NSCLCHIAYT i 4 T B AL, 199SAEEA T (W meta s BT
R, LUBAZE LRl A AT 7R T SRR 7 ol DL i 8
FAEIE RN, 20120904EAY, A AT IAT TR
I, ZVUEEE., EomE, KEmRIE, SR
VISR TR . SR, DA SR i AT O A
ME] (IIbEEIV ) NSCLCHE T, ZEfi#%R (response rate,
RR) 309-40%, Pz ELEB 84 -104 A%, dufiy
ST AY RO A NSCLC R AR A R A A A7 IR I, 42
FARITRICR, ORI R AR TAE & B — S WF5E 5 1) F

Hir.

AR, BEE > THEY PR, AT —
SO X AR R E 2T R 2 FRE AT 250, ik Be2h Wt
XEPESR, RedE SR R A I AR . b, BEX R
AR TR 52 AT S BRI ) 7 ( epidermal growth factor
receptor-tyrosine kinases inhibitors, EGFR-TKI ) {4} -4 [i1]
P32 8] TR R . HAl, A MFEGFR-TKI ()&
WIS AERE ) MTErb E b, K2R &N
=% S Q=T S 2 o TN -3 /3 S = s G R
28, BEW A KU H A, s R R
i, ER, HESCAYIR RIS 4 SR R 75 R Je i 4R
J7 ANSCLCHYAT 8K K25%-35%, X PG 7 A A RRAL
H8%-15%, Il RBFFERII RS . Ltk JEWRMR . WY
NSCLCHE# 3 1 ..

20104, HAEH IS T HAEGER 19407k
GAF M2 1AM L858 i S/ (i 7], A B el i ] 75 3R
B e B FGUR N S A2 B2H 1) A= A7 I 1) F5 A 3

AR Z EEK ARBFIE S (No.81172233) , K AHE LRI A S /EE K H ( No.09ZCZDSF04000F1No.09ZCZDSF03800 ) , K H
RS (No.09JCYBJC16200) , RF-FE2IE4 ( No.3206720.10008, No.320.6720.1000771N0.320.6740.10008 ) FIZL & i#i 4 A A 24 (No.

NCET-10-0956 ) f%¢ 1)

YEFFBAL: 300052 K, REFERIREBERS, KEW MBI, JKHW MR 5 MR RO R 93 s CEIREH : BR%E, E-mail:

huntercj2004@yahoo.com )

O00dnbgdnd
www.lungca.org



o R e 2012402 2B 15555 200

Chin J Lung Cancer, February 2012, Vol.15, No.2 e 113 -

TERA AR EE b, RS AR e & i A A TRl AL B
A T (92 vs 6341 ) , TAEAHATEGER
HMR T RAS R AR i R b, B S R e
F18) A A ) A A B AR 2 A 7 25 ) R I TR A I
e, AN B AR IR R, i T EGFR-TKIE ] 2
Y e R TR TR G RALYT , X TEEE IR T
$ER—NE R

SR, 20074F, HAEFENEEE D LR T —4
WAE, XA HA R Sh O H G R PR 4
( echinoderm microtubule-associated- protein-like 4, EML4 ) Fl
BRI B I8 1845 ( anaplastic lymphoma kinase, ALK )
FEHIE BRG], BIEML4-ALKRG L, XTEGFR-
TKUAYT FIE GE AT 7 ANEURR, T AT REXT ALK 571
& SRR R, A EMLA-ALKH k1 £ A
URF I A FILA: BRARAE s HAR Y7 A I T — Y iR
i, ASUMEMLA-ALKRA B IR 14 4 B0 R 58 BARAE— 25
.

1 EML4-ALKGE & E R /YA

20074F H A2 # Soda e — 45,6224 93 W A i ik
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Fig 1 Schematic representation of fusion junctions and flanking
sequences of the EML4-ALK fusion gene. Fusion of the N-terminal
portion of EML4 (comprising the basic region, the HELP domain
and part of the WD-repeat region) to the intracellular region of ALK
(containing the tyrosine kinase domain).
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Tab 1 EML4-ALK fusion gene previously reported by the literatures in lung cancer

Author EML4-ALK (%, n/N) Area Method
Sodal”! 6.67% (5/75) Japan RT-PCR
Takeuchi® 4.35% (11/253) Japan RT-PCR
Jokojit™ 3.15% (8/254) Japan FISH
Shaw!'3! 13.48% (19/141) World FISH
Lin04 11.32% (12/106) us FISH, exon array, RT-PCR
Zhang!8! 11.65% (12/103) China RACE-coupled PCR
Takeuchil™ 6.15% (8/130) Japan iAEP, RT-PCR
Fukuyoshi2 0.96% (1/104) Japan RT-PCR
Koivunen!2! 2.62% (8/305) US (138), Korea (167) RT-PCR
Inamura? 3.03% (11/363) Japan RT-PCR
Martelliz3! 7.50% (9/120) Italy, Spain RT-PCR
Takahashit?4 1.60% (5/313) Japan RT-PCR
Wong!?%! 4.89% (13/266) China RT-PCR

S %"—'Eﬁ small cell lung cancer. Lung Cancer, 1995, 12 Suppl 1: 147-154.
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