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Abstract Targeted therapy of non-small cell lung cancer (NSCLC) has become a focus in recent years and is based on accurate detec-
tion of the molecular phenotype of a tumor. The anaplastic lymphoma kinase (ALK) gene rearrangement is an important subtype of
lung cancer gene mutation. A variety of ALK inhibitors have been used in clinical practice and have demonstrated good therapeutic ef-
fects. As a routine, convenient, and non-invasive method, imaging examination is of great value for the diagnosis and treatment of tu-

mors. Imaging features have a predictive value for ALK gene rearrangement in NSCLC. In this study, ALK rearrangement and its associa-

tion with imaging features in NSCLC were described.
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Soda 55 UCAE NSCLC Hh A BR8] 22 14 ik L 988 4 iy
(anaplastic lymphoma kinase , ALK ) 3 HHE, B L
S sAS AR H (echinoderm microtubule—associated
protein—like 4, EMLA) 3 K 5 ALK it 5 %1 (EMIA-ALK)
TR Wo TR S e, BB AR oA — Ik
TSR A VA 10 R R 98 AR S Y T PRI AGE ) 52 22 o
RIRGIICEA TR, B R KA TR Y
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ALK K T 1994 4F 15 TR 18] A2 P K 40 Atk 98
(anaplastic large cell lymphoma, ALCL) HH#% & #1L Jf:
A3 Soda 45 “WFSY /R , # EMLA-ALK fill A 5&
PR AZINER 3T3 AT 4t 40 it m A2 28 A B g, Hem
il 35 WHI-P154 fig B o #1 il % & EML4—- ALK 1 BA/
F3 438 57 , 3% — 2% Jefd ALK 8 HE LK A NSCLC
TRITHFSE BT 5 . EML4-ALK FHEZE NSCLC th &
L) 3% ~ 8% , FELMF K T A58 AW a3 55 i
S B sy B 22l i, H 2 AF7E T ICEGFR,
KRAS R G828 [y gl g o
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AR 4 T 1) 579 (tyrosine kinase inhibitor, TKI) , IIfi /R
B R, e JE IR YT ALK H AL NSCLC 7 R
UG 2 W] WAL T H AT 258 . FDABES T
2014 4F 22 2017 4FAH AR it 1 PIRR AR —AQ ALK~
TKI- 258 JE (ceritinib) 1 3 SR JE (alectinib ) F1f
=R ALK-TKI-77 % J& (loratinib) , ] T — 4/~ £k
97 ALK FHE NSCLC, b4k it A Z2 A ALK-TKI 4t T
Il R A B B

2 ALK EHERINSCLC Fy#a I 75 3%

HI T ALK=TKI 849732 B, RS Y ALK &K
HHE B NSCLC X il 72 Ml PRV 7 5 W B AT 5 2 1 55
SCo AN ALK SN FEHER 7 5 A5 e e 41 44k~
1 (immunohistochemistry , IHC ) \ ¢ A 2438 725 (flu-
orescent in situ hybridization , FISH ) 13854 53 58 5 6k
JZ I (reverse transcriptase polymerase chain reaction,
RT-PCR). HHI, FISH & RME—28 FDA AE ] “EhR
YE” (4 ALK 2 D FEHERS I 7575 , {H T EMLA-ALK
B A R AE [A] — G e AR NI E 8, FISH B I AN
Gy 53 HEH X RPN S AT HH BB B A 2 SR e
THC ¥ H R R AL 2 T 7 s, b 2
FERGIIAE Ry ALK S0 500 #E 5 ALK Fil 5 2 R GK
THBL . Ventana THC #4774 ALK 5 HE %! NSCLC
R R B e REAZ T k. RT-PCR BORBUR
AVRE S PR L ) A0 g 2 o B AR B A
AR R RO SRS T L R AP IR AR
i F RT—-PCR AR XS 5256 28 FRE EOR B, 50 FL i
PRI AL

JSAE 5 BEAG DU ATS SR 2 12 ALK HE i FH 4 2
NSCLC By B R A%, I PR b (838 2 B 22 57 451
I A BIR A X LA 7 B PRURSN e 2ok 4 4% IR A
S EH A SR R SRR AIE T O S 43 T B R A ALK
BRI EHER A A EF AR R BT 2
HhE .

3 ALK EHFEINSCLC G FHHEMX MR

SRR R L] LR e s ) A 42
AIE, 0 sl 1 8% 3 5 ( ground—glass opacity, GGO) £ J&
HI T S E i 987 S5 4% Aol it DAL 3 A0 S 7 20 FE . TR
A A LR () 27 4 Al 35 ) S5 0 ), vt B s , & 4
ILAE 1025 B G N S 2558 B R T i, M i 2 2 6
AR I 22 2 H T 968 20 3 S RE /N i ) R
(DN IKE =2 ke o 119 A ) 111 S S R i
B o AR T S A A AN — OB i R
HYZHZU AR R S A A D7 X2 BB PR 42, PRt L i
AER R B 22 Y BIFTE B THRIE AR IR 5 B %8
A2 B RFR o
3.1 ALK H RS EGFR 2L

ZIRFE > R, ALK FEHERI NSCLC 22 A
Wy, Toali/b GGO, I 3% (tumor shadow disappearance
rate, TDR)#/INe Zhou 55 R FHAS BN 12 (1) 7 vk 15
R B GGO AR HA, 455 ks ALK FEHEZH (48 1))
GGOZS AL S TDR 4 b/ VT EGFR 284841 (166 141))
AN AT EGFR 2874841 , ALK HiHEA NSCLC 112447
AR, Z 20 B RIE S MR A RAE . e D Hh—8k
W5 = v ALK SEHFRU ) 2 22 0 AL, BARITE N 22
FEAET EGFR AR . FEAR UG A B LU 151 SAFEAS 1
()2 57 AT B X SEAS AR 22 S . Kim 55
5T A BUAH LT EGFR 2482kt , ALK FHERL MR CT
SR AR BRI, Logistics 3 M7 i 7s 4% (OR=0.956,95%
CI:0.919 ~ 0.995) .43 1iFE (OR=6.246,95%C1:2.087 ~
18.693) .5 (OR=3.509,95%CI : 1.024 ~ 12.026) }¢ CT
AT FLRE (OR=0.323,95%CI:0.123 ~ 0.845) /& ALK ¥
HEREPER S A 2R, HEROC HiZR R ik 0.832(95%
C1:0.775 ~0.889) . Wang %52 4347 T 44 5] ALK FHHER
K 61 ] EGFR A5 FI NSCLC & , 2 T Il 5 HE I 24
AR, AR (OR=0.93,95%C1:0.89 ~ 0.98) .GGO(OR=
0.14,95%C1:0.03 ~ 0.67) Mk EL 45K (OR=4.15,95%
CI:1.49 ~ 11.60)J& ALK B HER AT F0 R 2%

bR I SRR AN, — 28 P I AT
5 KA T $5E BUME SUVmax X — PET/CT F:1F 288 .
Putora % " /3 M1 26 W] ALK 8 HE 8 NSCLC £l v ke
A1, H SUVmax # EGFR 41 (P=0.01) ¥ & . 7£ Kim
AR 5E Y, SUVmax 75 ALK EHE4H 2 EGFR 2875 40
2= S Ig 8 L.

M 3] NSCLC f8 5 RS A Hh a5 ) 0 G ke 1 85
KRR W A5 5 JaEbk EV A R BB e B8 5
SAGHFIE . Choi 55 YIRS X L T 68 5] ALK FHE
R K 130 ] EGFR 2828 BV 1 NSCLC i 9], 22 R K 43
Mr 578 73 HHAE (OR=4.815,95%CI: 1.789 ~ 12.961) itk
B 4% ¥ #% N2/N3 ] (OR=2.445, 95% CI: 1.005 ~
5.950) Itk B M fili 4% F2 (OR=8.485,95%CI: 2.238 ~
32.170) Ko & % #% (OR=0.184, 95%CI: 0.074 ~ 0.445)
& ALK 5 HE A 0h 57 #0002 . Miao 55 58 9 A
145 451 (33 151 ALK T HERL, 118 4] EGFR 287287, Horfr 6
& ALK J EGFR XS5 ) il PRi2 Wi 24 T B- IV 1] &
# , Logistics 73 B 7R AFE#8 (<50 %) I CEA 7K (<
4.95 pg/L) , e A2 (<36 mm) K CHG%ERS 5 ALK &
HEFZE . Park 2529007 1T 47 6] ALK 5 HEAY K2 126 1)
EGFR 27881 T B~ IV NSCLC 3%, BA N £ /b R
ALK FHE R A GGO(P=0.009) , £ £ % ik
45k (P=0.079) , & 1 M=z AR (P=0.001) , &) & A=
FETERELAE R (P=0.049) . Halpenny %5 HWF 58 Ho Xk
ELEE R AR UEAT T B A0 S A A K432 X 127 4611 (30
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) ALK FEHERL, 97 ] EGFR 9875 1Y ) 8 5 (9 43 B 435 21
7% ALK 5 HERI NSCLC 25 b itk 1 45 4 AR 4k
(P=0.009) , &A1 822 (P=0.001) , 7E [F i1 ] (P=
0.003) XAt 7] (P=0.013) . 2\B& (P=0.001) LA % 4
H F(P=0.001) I} % AL R 5 T EGFR 84840, H Y
KA R (P=0.046) .
3.2 ALK FEHERI 5P

—ERf5ERE ALK SEHPES ALK SEHEBA A (ALK )
BRI ALK & EGFR 278 afiffF A= 1 (wild type, WT)
NSCLC SAG R ESEA T3 FUAIFFT , 5 S22 I, AH L TEF
AR (4% ALK FIWT) , ALK EEHFH NSCLC 3238 hy 51
YRR, 3808 GGO™- 22230 A Kim 25 2 W5,
ALK FEHEH M AR R AR B AT ECFR 41, (B Y
WTHTEE & 25 Choi 57 fFFE 9 A 18 6] ALK HiHE
R K 157 5] WT I NSCLC 835, W41 /AT 2 B , 78 i 1
EZH K Jhr>3 em WP 4 ALK EEHEAHTEMR 45565 i
R/ SUVmax J7 115 WT 43425 RG24 8 X,
MAEAHI<3 em WAHHT, ALK FHH A SUVmax 5K .
Sy %M I 235 R e A RS B R A

— I Z s [T ST IR T 47 1) ALK FHER
95 191 B2 125 151) ALK w395 ], FF%5F 3 6 Tl PRAFAE S 24
T CTRFAESEAT T 24T, 25 <60 & S b il oK
e s R L TG AR R AE X I ALK HE R — &2
WA IZBIFFE A X A R AE 5 s e B JE VR T TS A
KR TR, 5 S W Pyeg ) R o B2 AL A I
MEREERTUE AR ™, 7 Rizzo 5 ' BFFEH, ALK
HEZH (31 491]) H ALK w0 21 (239 15]) 5 11 30 1 Jes AR ( P=
0.02) , Logistics 22 K 2 [0 5 73 M7 {7 4 #% (OR=0.96 ,
95%ClI: 0.92 ~ 1.00) 1 i fiz B (OR=2.91, 95%Cl :
1.25 ~ 6.80) i ALK = HE A0l 57 #0 [R 2=, iz 58 5
IR FTAE TS AT , (LA LA 5T e A A5 T e e
FAFTCHIME . Jeong S5 WF78 H /R ALK FHHELH
NG FEIES ALK 4 22 5 B Gl % 8 L (P=
0.002) , & HIME 2 W, H HA ¥ & #Y SUVmax (P=
0.0016) o Z= R 45 WF 5T 4 A 48 5] ALK i HE R
Ko 482151 ALK i U 8. 25 , Logisti [ 43HT /R AE#S 1
T A3 S 43 K SUVmax=3.45 g ALK 2 HEBH
B4 S7 T R 2, ROC #h £k R i ALK 0.809 (95%CI -
0.744 ~ 0.875) .
3.3 ALK EHA S HERA R

AR 2% (radiomics ) , S AR G Hh v i 1
(SR IO 20 B KB O RRAE , LAZE & DA R 114 45
FRHI S Yoon Z5 0 O 2H 27 O I %) 47 1) ALK
HHERY K2 17 5 ROS1/RET 8748 R 8 2 34740 Hr L 45
7% ALK HHEBH PR 22 BA I R 3 10 6 (P=0.042) |
e # (0.017) B SUVmax (P=0.005) . 1.2 .3 1A%

B 1 1k (P=0.030,0.023,0.038) K 2 1A 2 i 1
PIE(P=0.049) BERAFFF KT . Park 55 HFFTHURE ALK
HHRAL (47 1)) 5 KRAS S 7221 (35 f51) ) #E 47 L4, &%

AR ALK HAHRRY 8 T D) ) IO T 25 ) b

JE(P=0.049) K Jfa AR (P=0.026) .

25 L Frid , 5 EGFR RAERY B A= 7Y R g 974
TURA U4, ALK FEHERY BT 22 O S iy, A 2 sl >
& GGO, BAH/NTDRAA , e tWl o th 2 bk L 455
¥, PET-CT K A¥ I SUVmax 85 . HAE  K/N 530
GRS SHIE SE AL AT 2t — 25T
4 L5iE

H AT, X S AR AR 5 3 R 58 A8 A DG i i 52477
TR B B . LS8 CT FFIE Bk = G2 —FRife , H 3213
BB K, TR 2 T B HERR T Ay
WK 2R BRSO kb 43 1) CRRAE 2 B O
WEAFE Z T BB AR iR 22 . Ji A, ALK JE R 4
TENSCLC H (& FE A1 /I, B v s B AT 5 R X R e
HArE It . A B8 2 R R T A i g iRz
(] 531 . B SR 2RI i — 20 R e AR A —
FE B ST RS AR e, SEIEUE 2 bk
PG AT LABE 8 74248 B 2T R B 2 Y
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