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[ Abstract |

lung cancer (NSCLC) constitutes 85% of lung cancer cases. The advancement of molecular biotechnology and tailored therapeutics has

Lung cancer is a malignant neoplasm characterized by a high incidence and fatality rate globally. Non-small cell

ushered NSCLC treatment into the era of precision medicine. The echinoderm microtubule associated protein like 4 (EMIL4) -anaplas-
tic lymphoma kinase (ALK) fusion gene is a target for personalized therapy in NSCLC. ALK inhibitors exhibit substantial therapeutic
efficacy. Nonetheless, surmounting drug resistance has consistently posed a significant barrier that warrants attention. Identifying novel
therapeutic targets and employing combination medication therapies are crucial for refining subsequent treatment strategies and assessing
overall prognosis. In the management of patients with EMLA4-ALK gene fusion, it is imperative to regularly monitor tumor progression
while administering targeted therapies, and to timely modify the therapy regimen based on the patient’s state to ensure long-term bene-
fits. This article elaborates on recent advancements in research concerning the EMI4-ALK fusion gene, focusing on its clinical patho-
logical attributes targeted pharmacological investigations, mechanisms of treatment resistance, and prospective novel targets.
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ZINGH i Bt 98 0 AE /)N 28 0 BT ( Non-small cell lung
carcinoma, NSCLC) , NSCLC /& fiifi J&8 S B0 Y 85%
SR R A R KT 2Z AR (Epider-
mal growth factor receptor, EGFR) . [8] 245 M ik B4
M ( Anaplastic lymphoma kinase, ALK) Fllk
Y% BE ( Rat sarcoma virus, Ras) 3[R J& NSCLC
(1 3 Fh BRI S BE P ALK PR a] LU H

f FERI A= i ALK RilG 85, X3 s 40 i = 0 2k
K, 78 NSCLC WAk KRR AHEEZMH., 4
ALK il & 5 PRI i) it g 2838 1967 5 A A 3 i T H
il KL R 22 78 14 i e S8 3, O HLIG T 25 9 1 e
FEoRVZ, RIS R R AR LR Bl 5
AR, HETTE T B S E H 90 AR RS ALK
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VT, % EML4-ALK Fl& R IR /N0 il o

PAE™ . EML4-ALK fl £ 8 0 58 0 B9 40 i 3
R BT LA SL RE A AR W iE T, A A A o et
rhOR IR E AR

M5 AR & FH 9 EMLA-ALK 5 PRS0 72 32 22 AT 306
o5k A Wi4E X V. ( Reverse transcription-polymer-
ase chain reaction, RT-PCR) . i H 4 b2 (Im-
munohistochemistry, THC) | 2% 36 JE A7 44 38 ( Fluo-
rescence in situ hybridization, FISH) DL K — A%
( Next-generation sequencing, NGS) . H H ¥ BF &8
J7 Il R B E EE A N, BB A R 2 R T A Al R
(Tyrosine kinase inhibitors, TKls) El’ﬂj:fﬁ, D i 24
P2 5Tt g S s BT IR R T Ik 25 TR B S R
ANk, SR L 2 ALK-TKIs FH LLVE Y7 I
ALK #9848 (1) NSCLC fB 3%, fAfam e, @
e . Bk e . AR Je Mg b Je AE, il
FEIEARE IR I BB A, VR 2 BB B e S
Ky FEAT L DRIAG I, e L WA A s o 28 Y LA 5 3 HE
MHZ), FFPEE SaiG 7 R g S A, AR B e
T & R B T 2, AR BT i vA I 19 S A A FIDRS
Wk, (EJRTESLBR G RGBT b, i T 25 Wi 24
SEAMPEE, A[EIZER NSCLC #3723z i ) 24
YRAEITIF R TIT s B2, JRAEIT A B
FRRE X B U VAT H AR
1 EML4-ALK R &ER

it HA v BE 2 2% 1 Rl 5 R, EMLA-ALK
Bl AR 22— ALK T 1994 AFEAE [a] A8 PR
40 M Wk B2 98 ( Anaplastic large cell lymphoma,
ALCL) "k, BN T 2 Sy AR I
HFRIR W) 2 —Fh 2 IR 1% 2 PR U 1§ ( Receptor tyro-
sine kinase, RTK) "', BRI ICH L F FKIK,
AT LAV 22 28 5 15 AL 25 1 VRS ( Mitogen activated
protein kinase, MAPK) . Janus 34/ (Janus kinase,
JAK) /5555573 H T (Signal transduc-
er and activator of transcription, STAT) Fl#A8HEAL
{5 3-3% i ( Phosphoinositide 3-kinase, PI3K) /Z&H
4l B ( Protein kinase B, AKT) ZEZFi{5 55 %
W, 259K ush NSCLC ., ALCL Fl 9 M ILZT 4k
R AL IRE DA K A 25 B 20 O JRE S5 TR PN A [ 258 1 g
JiE. ALK flt & 45 3R € NSCLC /8 & b it 3. 0%,
fHIEAEAE NSCLC & (LN 0.2% ., EML % 168
HMES SIS SRR, FE1E 5 EE
W, fER EML KR — 5, EML4 50 2257
ZUNE g AR R ARG, H 2 4 F43 2H
EML 2 (P i) sR BRAE SR IRGE (A ( Tandem atypical
propeller in EML proteins, TAPE) ., EML & A i 7K
JLJ¥  (Hydrophobic motif in EML proteins, HELP) |
=RARGE M1 ( Trimerization domain, TD) FldE4%
FIAEBRPE X B . ok, TD 78 ALK [ 82 1k Al
W E ] 2

EMLA-ALK #5238 11T 2007 4F 5 IR AE 1 6)&
A5 VR il U g A A T R DT R 0 i R 2H 2 gl R

— 603 —

B RS AN AN B AR BN AT B RO,
ALK ARG IE 2, ks R UHEAY Ras/
MBS ME S V81 BB ( Extracellular signal-regulated
kinase, ERK) ., STAT3, MiFlsh® Hins KMEH
(Mammalian target of rapamycin protein, mTOR) %5
A A O AN SR B A e fk Kb T, &
L3 NSCLC Wy k44, WLE 1, Hr, Ras/ERK
{55 E S 5AMMIEEE, mTOR F1 STAT3 i@ ) 5
R HOAE TR AT A 5 EMLA-ALK Bl 3k P 19 28
IR ASFE AW S P2 2, ALK 6 R W2 08 8 4k
TEAM R 20 &b, DEA FAM R F 19 4, EML4 19
WL o D0 AT BT AS TR H D A TOAS ) 2 R Y
EMLA-ALK @G H ., HETR I EML4-ALK @&
FLAARRMZERIGL S VI, V2, V3, V4, V5a £
A 17 P, EBEUWLE VL M V3, gl
EMIA-ALK 28419 37% A1 429% 0", e 5 25 11 52
FasEtE . 29 RBURE AR [T AY ALK T 24 P 98 48 /Y
ZRA X, WIEETAE EML4 /) TAPE 25418,
EMLA-ALK ZAFBREPA AT HE— 25 40 AR SR (VI
V2, V4) FIEAERK (V3, V5), WE 2,

HHF P Z 0] 85 1 B R M 22 2 %) ALK #1
HIF = A AR A R, K AR AR B S G T 5
AR, - E H T A B[R] Y A G i R A A

11]
o

1 ( Progression-free survival, PFS)!

Ras |—>{ Raf |—>{ MEK [ ERK |

HOGH . TR |
I ST

[EM14-ALK

PI3K || AKT |—{ mTOR |

Bl 1 EML4-ALK il & BEPUA A 5 5% 5o it
Fig.1 Signaling pathways associated with the
EMIA-ALK fusion gene
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W MAM: ZEMAHSCEE MR Grich: HAMEHEX; TM: B
ZERIR, TK. W2 BRILEESS fak,; TD. = RIRLE 8, EMLA-
ALK V1. 484K 1 (E13; A20); V2. 754K 2 (E20; A20); V3.
FAGE 3 (E6; A20); V4. FAE{K 4 (E15del60; del71a20); V5a:
FEARA 5a (E2; A20)
B 2 EML4-ALK @l 3 Y 5 Fha WA
Fig.2 Five common variants of EMIA4-ALK fusion gene
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2 NSCLC &1 EML4-ALK 1l 5R J5 28 45 4E

EMLA-ALK @il 3L R 58 A 445 R 1A B 53 AR e
A, SR AR L S s VIR SG . B
SRR R B, R E 30 BT H LB 23 689 it
I NSCLC 3, ALK FERERASRN 6.7%, Hd
et DRI 5 RO IRE AR 3 1Y ALK 356 R 58 A8 S 4
F L AR I W R i R B R A BUR N, AR
MM, AER AN AR 55 L 2 A B AR A B L)
EMIA-ATK JERMES, I HIRERLH L5 B L-F-#B S AR
S NSCLC 3 EMIA-ALK 2748 % A= 3 5k Il kf
K, PR LR AL K B AR, R
JEE . W . AN MY S5 22 R RE S A B M mT Il 3]
EMIA-ALK filt&3EHmERK, (BFEMRRE P 28 A8 1 &
MRS ER T i EMITA-ALK fil 2 35 DR 0 i e 7 5
152 b FE P R E I 0ps B SR AR AR, BER CT 3208
EMLA-ALK @l &L RIFEST SC 281 e & R 2 A il
g i TP o AR R A Y EMIA-ALK By v =38 LT
EETERETY . 5 EGFR &5 H AR IR S R A,
EMIA-ALK @it & ULT NSCLC M, 7EIVHH NSCLC
) % KK 19%, FER AR 2% ~ 7% . EMILA4-
ALK BAPE NSCLC &3 B AR i A7 27 LA A IR
FHIE, EMIA-ALK flEHE 5 NSCLC S igHgiml
il BRATHAMASE , T2 5 A& A= i i A 0] NSC1L.C
AT, JUHSRE A | AN 5 U e A A P it B e
B ARV ISR B AR R R 2 T 4 R R 254
MRS, X T REAMARI T R IHIE . el &R S
JE P AT 58 S
3 EML4-ALK #[EZEYiETiHRE

Jitsgea e ) 25 T R R R B D, RS e TR
A, VR IE R ARAA ST, AN R RN & A FadIG
TAEGAS P25, 154 EMIA-ALK 878 () ifiis 2 B0
JESEDRIRASME, EMILA-ALK 35 11385 i ) Jul e S0
OB G A3, A FH R P W P TR S 1 900 i) 35 T
ARLIER: NSCLC £ #1) PFS FLEAETER, sl i
EMIA-ALK BHPE NSCLC (8 # ftnifE—yrik'™ . &
ANk, BF 5 Fh ALK-TKIs #5752 FE & 20 & B
J&) (Food and Drug Administration, FDA) AJHEHAE, 7T
JHT M ALK FHYE NSCLC #3% iiayr™, 3k 1,
25— ALK-TKIs FameEs JB 2 —F/INrT . 228
T, A 26T )5 A A S5 12 R Bst ] K ARE Ay
10 D H o AR SR JeMELL 2R3 MU G RRe, TCikAa 25
TR, MRS & ALK BHPE NSCLC B 3 WL I
RREZ—, #130%1 ALK BHE: NSCLC BEFWIURIZ W
W EL AR B 22 2248 (Central nervous system, CNS)
MR, 29 58%RUBE AN 3 AEN S L CNS H A,
55 A ALK-TKIs AU FEBRE 8 . (O3 e FAm i
JB, IBXULZYRGTR T AN B R as Y, BENS T AT IR
IYIkEER ., FRT, 55 40 ALK-TKIs B FEAECTTms
BRI ALK BR300 B e da 2. 5
1% ALK-TKIs #&H8 e YA =200 . BEEPERT CNS 8
B 2, —TAE 296 e ] ALK BH P

I, 4 EMLA-ALK Bl 32 K 7E A/ N2 A s v A AT 5 a2 e

NSCLC £ et Eb iy FHIE R e -5 ve w5 e A YT I
PRUTFEERI, S5rame Jeinyr MLk, WwHi el
ALK PHPE: NSCLC BB 1 —LR 25 B Fr A 25 4t
BEAZAELS 3 AR PFS | IR Il R I FRAIRAE T XL
L ONZEBE B, SR e X T R A
/N, ABXTIRITINFE RS T &, EZESE ALK BHM R
FHAHARSREEE . ISP MAAINEe, samsi el
MR R, BUb R et — e AR5,
H BT ACTAT FDA L,

PTAESf , Mok £ 5 A ALK #4171 T i 3% A
B AL TR B B, W3R 1, PHEm 5 (WS-
0593) JE—FhEr M TKI, 0 LIFidl ALK /Y iK% 2 R
AR L, AW A N R SRR E 5K 2
B R I UE M 55 B Rl ALK-TKIs'™™' | Zotizalkib
(TPX-0131) FI% R JE (TPX-0005) 2 P Fh %
INTE BRI G W), W& F 28T B
FDA #tHER ALK-TKIs, 1H P35 G4 oo ik 22 Fl i
PR i 24 5 A4 1 4k U 25 o 25 DU AR ALK-TKIs ™
XMU-MP-5 j2&— Fpr B e 5 PE ALK-TKIs, FREH
£ %I EMLA-ALK Ba/F3 497 . 78 EML4-ALK
Ba/F3 H1, XMU-MP-5 5 T ii# 4> F ( pSTAT3,
pERK F1 pAKT) LA ALK Bk, mhZow
it R AE 4k & PE ALK 8728 BT ik

£ 1 HTIRIF NSCLC A9 ALK-TKIs
Tab.1 ALK-TKIs for the treatment of NSCLC

?;(;Z) S HE NS 2B
TLMEE e ALK, c-MET,ROS1 g
(TP = A ALK,RET P
ke ALK,IGF-1,R0S1,INSR H
fi g e ALK ,EGFR,FLT3  ROSI1 H
By e ALK,ROS1,MET, AXL H
whi e ALK,ROS1 H
BB 5, ALK, ROSI1 H
Zotizalkib ALK ,ROS1,EGFR H
e ALK ,ROS1,TRK G
XMU-MP-5 ALK H

. CNS: M RSG; -MET: [HJE FRZFHLFF; ROSI: c-
ros JRJHFED 1; RET: Ret JiUE3EMA; IGF-1. R RFEAERKKE T,
INSR: &5 FE3ZK; FLT3. Fms HERE R BRIAES 3; MET. [R5 R
AL F; AXL. 3616 X ZERISER ; TRK. ME IR EFZ Ak
TR ; Zotizalkib: &5 DU Y ALK-TKIs, 7R 22 i 5 £ JE i 25 52
AF; XMU-MP-5. —FurBlk#4: ALK-TKIs, #lI{ EML4-ALK 2748
) Ba/F3 4l fifd

4 EMLA4-ALK HIZ54T 25

FERILH AR e M B A AR R 22— X PPN
T B PR IR & A s AR, DU sk kR A YT T T ek
CRRE R G I AB M R W R, E O 7 AR 2 W g Ak Ok
PR 24, k24P R PE S B R YT M B R
J& TKlIs 3697 PR AT e Pk ik . 3552 ALK-TKIs 73
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ITHIEBR B A 1/3 SR R SEAR T = A i 25 91 5
ot e, 1 B2 W EMLA-ALK IR 95 19 56
% A R RN HBSRAR JE —ZRIABYT 2 D H e R A
WAL, R B NGS K I S 3078 J5 A 58 78 gt
i IR AR, Hoh, TR T 14 1Y
E803Q J&— R g B — R 5848, fBL-F- X R Z B —
A& ALK-TKIs BA 251>, EML4A-ALK fil-& 5 K
BT 247 345 A4 32 B 0 5 I [ T 24 R0 A 0 if 2% P
AT 25 AT BE VR T ALK MRS P el — kg 4s,
X BB SEAR AT L 3 i 8 I % MR o 3 R IS ) 7R ) &
A1, BEMIFEAR ALK-TKIs B80St ; A #0 i 25 )
Bl &5 S 32 K0 EGFR . Kit 1% 22 2 G ( Kit
tyrosine kinase, KIT) . Src 1% S BRI il ( Sre tyrosine
kinase, SRC) . [B]JE I 2 1L A7 ( Mesenchymal-
epithelial transition factor, MET) GE . I TR
TS8R A DT 5 S50 98 4 i 19 5 A7 TG >, EMLA-
ALK fili 558748 5L H 32 ZL3E 53 7221 Ras/ERK 5%
15 IR Bl e i IF r= AR i 25, Y gt A% 2 TR 40 i
AR KR, &8 EMLA-ALK Filt-& 58 748 K K ) 20 it
RE A A M Em AR E T2k AR
FH 2 ( Growth factor receptor-bound protein 2, GRB2)
FIEHE 7 P& T[RRI 1 (Son of sevenless homolog 1,
SOS1) 7ZEM M RTK 23k & F R M il 515 5,
It 2 B b B B2k B 1, il RTK 5516
FEREURR, TG ERK 55155, i an i fs
VIR 06 I 7 A X [ 95 9 7 1A e 2 LA

T EMLA-ALK AS[R1AB A A AR 2R AR PN
TG 255, EMIA-ALK BAME NSCLC B
X ALK-TKIs FAIAS RO FIY T 3 de 2 if 1a] . A be T
B V1 B3, B2 sameReinITRm V1 BE A E A
HIT RO B R HEIX S AR VI R T B e A
2GRS Ko, FRABVE ALK T 24 58 48 35 W] B8 & A= 7
EMIA-ALK V3 B 24 ep R [RIAR AR 22 18] (1 i 2 22
S SECHRIMEZ AT EMIA-ALK S8/ ELL A3
FAEY RO H R PR _E 22 R ALK-TKIs /¥ 597
RN 25 2, {HR BT ALK-TKIs 67 AR Al g
PR Ao AR, BNH B 9 A ALK i 25 28 28 19
EMIA-ALK 28534, 33X EMIA-ALK [HM: S35 #0897
THCHTR TR, — X 12 1] EMLA-ALK BHYE S35 1
K &80T 10 Fhoal BE S B 25t As =, Hodh 3
ANGEARA (L1196P . C1237Y 1 L1196M/G1202R) #
B T R P, — AR £ 4R TKIs 33T )R H
B XN ALK-TKIs FF BTG T Hemg n] fe 42k
EME, ST ALK BHPE NSCLC MR, 5 A
FILUE RMEILS BELEH 2 /0 6 4~ A nFrg i ig £ i ik
], HAENGIR EIFAHERS ] ALK-TKIs J1 55 5973K
MRS PRI ELIR T, I e 67 25 sl
TE ALK-TKIs AYZEAl RGBT 25 A2 B A Y BT SR
5 EML4-ALK HJiETr #H B
5.1 BXAIWHIT

Z P — AR ALK BB I R Ry, 28R HE

EEGEmAiYnt i g R, BT BF & T E9 TKIs LA
Ah, TEFRE 2 05 R XF ALK 10 il 55 & it 25
P, 7E ALK-TKIs L2538 97 if 25 i 15 oL, 2 Fh
Yuim 25 WK G B H S 25 1 98 AR 8 NSCLC MR YT
Az AL

5.1.1 ALK-TKIs 5 SRC #I#lFB&Jr ¥ SRC
SR — P E 8 I 2 W W BEONE R L BT, ALK I
SRC #1711 7 8 of e 30 ) P L EMLA-ALK FH P
NSCLC 4Hffffy (BEmRAL) E5 F o 4 =7 4o i A4 o)
mTOR 38 [ /4 36 P o 175 S g st 7= ¥l i) SRC
B AL X TIEYT ALK-TKIs $R75-MEi 245 1 NSCLC
BAAETEE S, ALK Fl SRC #1113 09 1964 7 1= 7]
HEJE EMLA-ALK B35 B0 8 i) —£RI6 )7 R
5.1.2 MET 5#4% g1 LB mEIEYF  WAEAEX
AT AEAN Y ( Cancer-associated fibroblast, CAF) 1
AP AU ALK-TKIs B 25 98U, ¥ k24
R AT T IE M, T 48 i A4 K KT (Hepatocyte
growth factor, HGF) -MET {55 & % &5 CAF A
SRS AT 25, T CAF 0% 35 B8 S 7% i 985 41 iy
RS R 1, WA MET fMEE &% g1 T Lh
T CAF-hJ8 4n i 1) g 4 < B3, LR CAF
AT 0 EMLA-ALK 3K 3h 95 40 g % ALK-TKIs (i 24
P, HAFT 251 NSCLC 3Gy,

5.1.3 ALK-TKIs 5 JAK1/2 #IF B ESIT L W
WA A B 8RBT . A% 19 55 ) 5T 7F 410 9 P i 3 4y
FAIEAE I R BhZ . JoiEg i ss i 2. EMLA-
ALK 2E [ A] 38 353 W — W AH 43 85 T i JC A5E 40 i Jo 45t
B, SRR BN R WS S O R 2 Ay
A& EMLA-ALK fili i 955 41 A6 i 0K 2000 i il 9 1% 25 4
A/ S (1 o = W S W N R N O Rk = R A )
HaP % AN ALK-TKIs 26 31 H — 5 B9 i 25
P, EML4-ALK AH47 2538 33 #00hG JAK-STAT {5 538
6% Jmb 280 2 G e f bR 440 i e R A AR, T AR 2
Wm0 0 f kAl L, EML4-ALK %€ 45 % NSCLC
TE YRR AR i 3] 3t DR 4 ik e e A% O 1D 1 W) A P AR
5, E ALK-TKIs B9 3Eal_FECH JAKL/2 #5570 7T
VIR e IRz 2 it 245 58728

5.1.4 ALK-TKIs B & REESTIE RIEITTIRAEN
JEAEVRYT BORTATAN8 , ¥ NSCLC b iR 5 25 #Y
Yo ah e, SR YA T R B RE IR T I BT Ly /b
PR Y 52 A& Y AR s K A a5 HL KT I 92k A G 3]
NSCLC 897 7 M FH 2 4%, {H &7 EML4-ALK 3K
B NSCLC H B9/E I i b e W sE B BE . H AT 20
B2 3T R IT B BIPURIT I, Bl R
SRR REIT IR . E AR g 15 v bk B 40 M T T DA &
BA ST 2 5 mRNA P8 8 6 G o7 B 250
ALK-TKIs ¥t & f #5297 25 . 7 EML4-ALK [H #:
NSCLC W34 97 % R 55 — Fh 50 AR T 245 Pk 14 3% 6 3R
W, RErF T a5 e, 7 ALK-TKIs 58253397
PR PER S AL R, S5k EML4-ALK M BEE I8
IT SV R AR A B AR I R S R A



— 606 —

[FPRZAEPE A RRE 2025 4E 9 ] 45 46 45 5 1)

Int J Geriatr, September 2025, Vol. 46 No. 5

5.2 FHRIBITHIE AL
5.2.1 #MARTZEH 90 FHAKFEE [ 90 ( Heat
shock protein 90, Hsp90) J&—7Fh ATP K4 P41
18, S 545 E AR, R s 40 i 5%
LR 525, BT EMI4-ALK 9 TAPE 4%
Tl AT 25 Hsp90 SRCEIZE I Fa e, EMLA-ALK fl&
AR X Hsp9O B3R ZUAKASIE, HspOOo 111 il 51l
AEME IR TAPE Z5M AR, /23 EMLA-ALK Rl
G R S, 8 R A i e OS9G 100 Hsp9oo Bk
AR AR T I A0 M AE T I TE VR T S A, PR E A
TAPE Z5438 (Y EML4-ALK ZE A&, Hsp90 #1155 AT
DL B H 58 R I 1 1
5.2.2 EGFR ZJ% EGFR MR AERE KK TFZ
& (Human epidermal growth factor receptor, Her) ,
A 4R, LA MR EREREEIREY (Erythro-
blastic leukemia viral oncogene homolog, ErbB) 1/
Herl ., ErbB2/Her2 . ErbB3/Her3 #l1 ErbB4/Her4,
Vo is s IR I B SZ 1A, JForf, Her3 1Y) 1 22 12 U84
ZERIR G P G, Her3 28 2% iy i 32 35 2 31 iy 4
R PR T I sk LS B LA K Bk R R 48, Her3 i
ZEIRTAT LIAE Sy ALK FHE NSCLC #3#5R RS 19 7%
TEdRER, JoHUE EMI4-ALK V1, V2 B#P"  AKT
HHJE T PI3BK/AKT i f% 1) — #8453, ErbB 1 AKT
FE A TE EMLA-ALK FHE NSCLC 40l 5 b 28 ALK-
TKIs 697 < £ 4155 V8, ALK Fl ErbB 32 {5k
AKT (%) B EE i 25 3% 3K Ras/MAPK F1 PI3K/AKT
FEE M, IR TR EMLA-ALK FHP: NSCLC % 4 it
ROPE =%, AKT #1 ErbB 32 44 7] 8 2 5 1. NSCLC
X ALK-TKIs 187 7= A2 38 I P T 24 14 1 e i
5.2.3 IRZNEA Eg5 EML4-ALK V3 S5k AH 24
SrEL A (Never in mitosis gene A, NIMA) #FH3&
9 (NIMA-related kinase 9, NEK9) H NEK7 3%
fig—E e s M W LU E S, 53
NEK7 B3 M 2R AR A B e 1k, 20l gn it
BERG AN RS 1G58 Y L aX & V3 X ALK-TKIs B4
i 25 PE R OCHE T T, 9K B3I 1 Eg5 J& EMLA-
ALK V3-NEK9-NEK7 & &) K& . F W5 = 38 # a0
W — ) IRBNR 1 Eg5 BN 1k 22 5K 3 40 M B i
MFEEAEIEA, 2B AERE, HREFIES
WAk R A & AR, BIEENIREZ
— L0 EmE SR Bh AR 1 EgS X T EMLA4-ALK V3 3R 3)
i) NSCLC HAG W FEIRIT I E
5.3 S AR F AR

W2 T4 A 0 R B . EMILA-ALK Bt 273846 14
K, A3 BPR B — L BRI T 32 ok 8 SRS YR
J¥., FISH, RT-PCR 1 THC #{J& HATAIAR ALK EH
SAFKINTT v, AL TFLHERAS, WG in B
StE, BRI AR BRI, R Rk R
PRI Sk 7 3508 43 0 L I R il B A1 8 I R AE B 2
FE R AE A IR 40 i ( Circulating tumor cells, CTCs) ,
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