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[HBE) E=5HM BEESREFERKN 132K (insulin-like growth factor 1 receptor, IGE-1R ) FE[K A5 41w =
KA EEILN, RS R4 KN F2Z/K (insulin-like growth factor 2 receptor, IGE-2R ) J PRl & VE 7 114 IWfrJeg 411 i 3k
R, KBS SRR R A K R T2 A FE N IGF-1R+1013 (G/A) | IGF2R+1619 (G/A) HEHREZ M
/NI AT ( non-small cell lung cancer, NSCLC ) £ & DAHIZS Y WML BT TURIRR . FiE &
S LB 12 (0 13251036 I SR S8 8 28 5 O R A T4 RS VR I RT3, R TSR G i S v -BR A vk e i 22
SYEARMIGE-1R+1013 ( G/A) FIIGF-2R+1619 (G/A) MFEEI, A3Hr HBL R 23815 M0y 7 I R 22 25 5 B 2B A7 30
MR, R KABIGF-1R+1013 (G/A) HFZEMMIGF-2R+1619 (G/A) FHFZEMESLIFIFEcE HE LR
(P>0.05) , BRAEDHTARLZIPIILRE Z 8 ST 8 BEER (P=0.975) . IGF-1R+1013 ( G/A ) AR FAE{ 5k
HAFEH E ( GA+AA) AR A AER]E] ( middle survival time, MST ) %5 T GGILH RPN & ( P=0.017 ) , IGF-2R+1619
(G/A) BB HEEARTH (GA+AA) FIGGHE BRI (IMSTIY 22 5 LGt 78 L (P=0.575) o BRGHMHT
RIPIIEH 22 MAFAEAAER], B IGE-1R+1013 ( G/A) RAFENILHARIGF-2R+1619 ( G/A) R4
REEFAMEE (GA+AA) MMST 124, W1 R TN e BRI B (P<0.05) o Cox Ui KUK RL ST,
IGF-1R+1013 ( G/A) JLH Z MR NSCLCHUS [t v [F1 25 (P=0.020) , IGF-1R+1013 ( G/A) FAIGF-2R+1619
(G/A) WA B Z 8 MEHESZ NSCLCHUR I R (P=0.025) . #4518 IGF-1R+1013 ( G/A) JENZ LR
MBIKAIGE-2R+1619 ( G/A) JLH Z A S INSCLCAAFHAA 56, W LITE— R I i g NS CLC 35 1)
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[ Abstract ] Background and objective It has been proven that the insulin-like growth factor 1 receptor (IGF-1R)
gene is an important regulator of many aspects of growth, differentiation, and development. The insulin-like growth factor
2 receptor (IGF-2R) gene is a negative mediator for carcinogenesis. The aim of this study is to investigate the relationship of
IGF-1R+1013(G/A) and IGF-2R+1619(G/A) single nucleotide polymorphism (SNP) with platinum-based chemotherapy
outcomes in advanced non-small cell lung cancer (NSCLC). Methods A total of 132 patients with NSCLC were routinely
treated with platinum-based chemotherapy, and their clinical responses were evaluated after four cycles of chemotherapy.
IGF-1R+1013(G/A) and IGF-2R+1619(G/A) were genotyped using polymerase chain reaction-restrictive fragment length
polymorphism. The relationship between IGF-1R+1013(G/A) and IGF-2R+1619(G/A) genotypes and the clinical benefit

rate, as well as the median survival time (MST), was analyzed. Results No significant association was found between IGF-
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1R+1013(G/A) and IGF-2R+1619(G/A) polymorphisms with clinical benefit (P>0.05). Further, we found that the two SNPs
could not work together (P=0.975). The MST of patients with IGF-1R+1013(G/A) genotypes with A allele (GA+AA) was
significantly shorter than that of GG genotype carriers (P=0.017). There was no significant difference in MST in patients with
IGF-2R+1619(G/A) A allele (GA+AA) carrier and GG genotype carrier (P=0.575). The two SNPs showed a synergistic effect
on MST. Patients who carried a mutant allele A of IGF-1R+1013(G/A) and a mutant allele A of IGF-2R+1619(G/A) had a
MST of 12 months, which was significantly shorter than that of patients with other genotypes (P<0.05). Estimation by the Cox
proportional hazards model showed that IGF-1R+1013(G/A) polymorphism is an independent prognostic factor (P=0.020),
and IGF-1R+1013(G/A) polymorphism in combination with IGF-2R +1619(G/A) polymorphism is an independent prog-
nostic factor in advanced NSCLC (P=0.025). Conclusion IGF-1R+1013(G/A) polymorphism alone or in combination
with IGF-2R +1619(G/A) polymorphism was associated with the overall survival period in patients with advanced NSCLC
after treatment with platin-based chemotherapy, which might be a prognostic factor in platin-treated patients with advanced
NSCLC.

[ Keywords ] Lung neoplasms; Chemotherapy; Somatomedin receptors; Single nucleotide polymorphism
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AE/N it ( non-small cell lung cancer, NSCLC )
ST RN AR BC T R gm0 B MM 2 —, 80%HIZ 1Y
NSCLCHEH & THll, # i r LINBHAYT I EMZEEIR
7o BRSSPI G s U AbiE . SR bR B KBk
DYNEIT RTERE TS, (AR H30%-40%,
AL 2 B R R AT LA B8O ROR 1 25 7. AT
75 R W TR 4 25 D R SR T R 25 S E A
. BEESEFAERKEF1ZK (insulin-like growth factor 1
receptor, IGF-1R ) M £FEA KR F25244K (insulin-like
growth factor 2 receptor, IGF-2R ) 1 Rl E A KA F
ERCRCEANE e =00 A A 0N IREE: /6127 IS o C AN
HEZEMEH . IGF-1R GHLIARZE 5 J5 B I 2 B, 2
BEANRLAETE ST T, (HIGE-2RVBA i 2 PR I 7%
P, RREE SAEMTE S, SRR 252 U AT T i
M F . IGF-IRFIGF-2RIEF PIFfE R E 248, H
HELC L 0 AL S IR By S AT O, IGF-1RJE [N 1013
BT SIS (G) SIREERS (A) S8 52806 IR
() B AR UIAROEY, IGE-2R+1619 (G/A) HjrE4f
B BIGGHIGF-2E K +358013 sl AAZI& 5848 1Y 2H 5 X I
S R A AP R e R Ak O BT R B
PRSI TGE- 1R IA S NTUBAAE T It 9 40 B e 5 R g 0 2
PO A, SR PR 22 2 it Ak 7 o A
FERAGE . ASE B 7 1 PCR-RFLP J5 A6 132451
LA T RO MBI 8 B IGF-1R+1013 ( G/A) HIIGE-
2R+1619 ( G/A) WYRERHI I ATMEOL, PRITHELN 2250k
AT BUBHE R AR I SC R, U e RAR YT T3 S Y
PEFEHR AR

1 #MR57AZ%

L1 BFFEX 4 2009410 H -201 145 10 7 1 18] £ B 9 13246 6
WINSCLCHE, MAbRHE: O B &L
A ATPEAR kL HOCH B IE s QIR T4 1
SRS T 5, AITRI M. B DR IE R, O
ML G i %, Karnofsky 3436043 LA |, T34 77
>34 15 QFr AR AL ERE W BN PELF, fg
BEHEATRET o WA 8 I TF AR WA LSO B B A 1k, 1
AR > 100 3 BB JH 22 /025, EZEAEL b I
FARUICCHIE TNMA SR 7 ], 41 B AIR2004
AEWHO A7 il S Jig B i gg 2H 2127 o RAB T 5 5 K
0 B s A A S A R P Pt IR e Ay A B i

L2 ARS7 2 RPN AR s 0 A M SR R AN AR Y
A EOLHE T I S, 1320 E B2 LU ( cisplat-
in, DDP ) 5{4H ( carboplatin, CBP ) i F ¥ Zfbyy, H
th 144 5% HIDDP/CBPEL 5 3/ & B ( CPT-11) /Y7 (1P
Ji% ), 46f5% i FHDDP/CBPEE 475 PHfth i ( gemcitabi-
ne, GEM ) 77 (GPJF%) , 28R AR HIDDP/CBPIk
A FHKFE (vinorelbine, NVB ) J&J7 (NP Z ) , 31
{912k F K FHDDP/CBP Mk & 242 ( paclitaxel, TAX ) 5%
PE4A2EE (docetaxel, DOC) RYF (TP ) , 13fR
JADDPIEA 16 i 22 40 ( pemet rexed disodium, PEM )
BT . BIRE TR A, TR 4R R
20094 56 [ [ 37 S84 SE I 2 i SRR 20 WL T R80T 28 b
EITRRRECIST LIS PGP, 53 h5E 2 88# (com-
plete response, CR ) . #432%f# ( partial response, PR ) | f&
€ ( stable disease, SD ) FIHEJEE ( progressive disease, PD ) ,
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B CR+PR+SD H RFLE AT [A] 2248 AIf IR Z 15 . XHEIT A
AACRI KRS 1 R8T SR BRI 7 SR s g A LR AR T

HEAESBEDT, B B A S PR T 2RI T R
o AEAFRTEFEHISTIIY | IVIH IR T iR A0 T BRI
BETTHTE], BEDTERERTE 20114E9 H 23 H . i 43
KB -

1.3 SEBG ik

1.3.1 JEAIZ4IDNARERIC U0 G A1 bk
MmsS mL, LM mbit, #.0Hnsaau, M
DNAFEHGAF G2 H A 20 IS N 4IDNA, AR 4353
THXTDNARY U BEFNAG B S A, BT AT A5 4 OD,6/OD,,
{HTE1.8-2.0Z [A]fF G PCREK , DNA'E-20 *CAILIR vKFE
el

1.3.2 G MEEE - Rk i Be K BE 2 84 (PCR-
RFLP ) 73 #4ESCHRBEIT5 14, IGF-1R+1013 (G /A)
(152229765 ) (1) iS5 19 : 5-CAGGGGTCGTTTGGGAT-
GGTC-3’; FiigI¥: S-CCTGTGCTGC ATTTTGGCG-
GCTTTTC-3’, IGF-2R+1619 (G/A) (rs629849) it |-
Wes |9 : S-AACAATGGTTAAAGCCGGATTG-3’, Fiifsl
Y. 5-GGCCCGGGTGCAGCCAGGCACTG -3’, PCRY"
ik Z (25 L) £0.4 umol/L F R34, 0.02 mmol/L
dNTP, 1.25 U TaKaRaTaqfiff, 1xPCR buffer, 100 ng DNA
BHR, fNZEIE/KE2S L, IGF-1R PCRIZV 4514 : 94 °CHil
510 min, 94 °CARPE20s, 54 °CiEk20s, 72 °CHEff30
sy H36MEFR, RIKPEFHE, 72 CHAEMHL0 min, 74
47207 bp, IGF-2R PCRJZJ3j 551 : 94 °CTHASYES min, 94
°CAFPE30s, 67°CiRk60s, 72°CHEf30s; FE30MEIN,

RUAERIG, 72 "CRIAEAILS min, 74 k456 bp, LIZEIR
IR DNAYE Jy B X IR . HL10 uL PCREZI ) |

1 URRPE 9 Ui, 10xbuffer tango 2 uL, 18 yLICH £ 1

400 bp

200 bp
100 bp

B 1 IGF-1R+1013 (G/A) PCRP=4#1142 IR &I1E M EEMnIIiH L5 Bk
Bl. M: marker; 1:GGZ ; 2, 4:GAZ ;3:AAR ;5 : BT,

Fig 1 The agarose gel electrophoresis of IGF-1R+1013(G/A) by restrict
endonucleases Mnll. M: maker; Lane1: GG genotype; Lane2, 4: GA geno-

type; Lane3: AA genotype; Lane5: negative control.

K, 37 CHRIRIE o IS wLEGY) " W) 4:3 g/ LI e e
HLYK, 100V, 20 min, BERCAUR RS0, IGF-1IR PCR
PP EY) G 103 bp . 84 bp i Br A GGAli S SR Y,
B84 bp, 123 bp i BEMAALEGIENAY, HEL103bp, 84
bp. 123bp/r BEHGAZ G REFAY s IGF-2REEFIPCR™ )4
Y] )5 H 307 bp 1149 bp i B E N GGAfi & LR Y
IR SE#E456 bp i BRI WAALE G LAY, 3456 bp |
307 bp 1149 bp Fi B, A E GAZA HE AL, 45 F L 1
2,

1.3.3 DNAJllJF (S0 uL PCRy™ 3% [F)H: [ 1551 4 h it
FERL S T A B vl SR AU 48125 AEABI_3730XL Ml 4 I
HEAT RN, 45 5 S5 PCR-RELP J5 12— 3

L4 Gt et SRAISPSS 18.040 4k, AR+
Logistic[] | AU PFA IGE- IRFIIGF-2RIE [ Z 251 541251k
JPTTR I, LA L (odd ratio, OR) S FH95% ] {5
[X ] ( confidence in terval, CI ) F&/n3E KR 5 73000 4H &
PE. R Kaplan-Merierii AT BRI K LEAF 3T, Log-rank
K30 AN [ S R R () AR A 25 57, Coae L 5] XUR A HRU T
il AT BB Y R XTI T 85 . P<0.0S°h 22 A Se it

N2,y
=2y SV

2 #R

2.1 IGF-1R+1013 ( G/A) . IGF-2R+1619 ( G/A) J:[H
ZNE SRS RN DGR 132461 e 0 it S5 5 Hh G
CR, PR 38ff], SD 621§, PD 32|, iK% %5%75.6 %
(100/132) o VARSI, 40 . WARDIRSL . 421287
TNMZM . AbJ7 I % . IGF-1RFIIGF-2RIHE R 2 3851
AR, DMEIT TR0k AR IR 45 A Logisticlal I 43
B, BYERBFE MRS i8I Ttk (P=0.023) ;

400 bp

200 bp
100 bp

B 2 IGF-2R+1619 (G/A) PCRP =414 R #I1E M1 EEMnlIiH L 5 HI Rk
B, M:marker; 1, 4:GAZ!;2:AAZ ;3 :GGE ;5 : [HIEXTHE,

Fig 2 The agarose gel electrophoresis of IGF-2R+1619(G/A) by restrict
endonucleases Ncil. M: maker; Lane1, 4: GA genotype; Lane2: AA geno-

type; Lane3: GG genotype; Lane5: negative control.
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IGF-1RFIIGF-2R4% %51 FE [F £F & Hardy-Weinberg - ffif /&
4, IGF-1R+1013 (G/A) GG. GA. AAFL[RARIHEN: &
An S S SRR ARG 3 ( GA+AA ) I IR AZ %5 % 43
FHRT7S.5%, 75.4% . 78.6%FN75.9%, EFRIHEITFE X
(P>0.05) ; IGF-2R+1619 ( G/A) GG, GA., AAJKLK A
ot H AL AR ASE T E ( GA+AA) IR 15

= 1 BRI E B E IR REHE. IGF-1RFIGF-2RIE R B SHENITIT KR

RO AIRT75.3% ., 76.6% ., 75.0%H176.5%, 2EFITCGIFE
X (P>0.05) . BEA4HT A PIIGE-1R+1013 ( G/A) JEA
RI5IGF-2R+1619 ( G/A ) FEIFUNHALT 77 T W R AR
(P=0975) . W31,

2.2 IGF-1R+1013 (G/A) . IGF-2R+1619 ( G/A) K:[H
ZAME S AWM OCR BT 132051 i 1A it 96

Tab 1 The relationship among clinical features, IGF-1R and IGF-2R genotypes and efficacy of platinum- based chemotherapy

Characteristics n CR+PR+SD ( %) PD (%)¢ OR (95%Cl)¢ [
Gender

Female 47 39(83.0) 8(17.0)

Male 85 61(71.8) 24 (28.2) 0.25(0.07-0.83) 0.023
Age (year)

<60 65 47 (72.3) 18 (27.7)

=60 67 53(79.1) 14 (20.9) 2.15(0.80-5.80) 0.129
Smoking status

No smoking 65 47 (72.3) 18 (27.7)

Smoking 67 53(79.1) 14 (20.9) 3.23(0.99-10.58) 0.053
Histology?

Scc 33 29 (79.9) 4(12.1) 1.00 -

AC 70 51(72.9) 19 (27.1) 0.42 (0.11-1.55) 0.190

Others 29 20 (69.0) 9(31.0) 0.39(0.08-1.91) 0.340
pTNM stage

1l 53 46 (86.8) 7(13.2)

[\ 79 54 (68.4) 25(31.6) 0.40 (0.14-1.10) 0.076
Chemotherapy regimen®

IP 14 9 (64.3) 5(35.7) 1.00 -

GP 46 34(73.9) 12 (26.1) 1.11 (0.20-6.18) 0.905

NP 28 3(82.1) 5(17.9) 1.55(0.24-9.91) 0.645

TP 31 24(77.4) 7 (22.6) 1.47 (0.24-9.05) 0.676

DDP+PEM 13 0(76.9) 3(23.1) 1.37 (0.19-9.68) 0.753
IGF-1R

GG 49 37 (75.5) 12 (24.5) 1.00 -

GA 69 52(75.4) 17 (24.6) 0.85(0.34-2.16) 0.739

AA 14 11(78.6) 3(21.4) 0.88 (0.18-4.34) 0.879

GA+AAC 83 63 (75.9) 20 (24.1) 0.86 (0.35-2.10) 0.737
IGF-2R

GG 81 61 (75.3) 20 (24.7) 1.00 -

GA 47 36 (76.6) 11(23.4) 1.23(0.47-3.23) 0.672

AA 4 3(75.0) 1(25.0) 1.27 (0.10-16.46) 0.875

GA+AAC 51 39 (76.5) 12 (23.5) 1.24(0.49-3.13) 0.656

2 SCC: squamous cell carcinoma; AC: adenocarcinoma; Others: include adenosquamocarcinoma, bronchioloalveolar carcinoma, large-cell

carcinomas, unclassified non-small cell lung eancer. ® IP: cisplatin/carboplatin+CPT-11; GP: cisplatin/carboplatin+gemcitabine; NP: cisplatin/

carboplatin+vinorelbine; TP: cisplatin/carboplatin+paclitaxel/docetaxel; DDP+PEM: cisplatin+pemet rexed disodium. < Genotypes with A

allele (either the heterozygous GA or the homozygous AA genotypes); ¢ CR:complete response; PR: partial response; SD:stable disease; PD:

progression disease. ¢ Adjusted for age, gender, smoking status, histology, clinical stage, chemotherapy regimen and IGF-1R and IGF-2R.
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BESSHIIET, TLRVIE, WBITIE AL A
( middle survival time, MST ) 418/ H . IGF-1R+1013
G HAMENH (GA+AA) MIMSTR T GGILH Y
Hear & (P=0.017 ) , IGF-2R+1619%5 ) KL [N AT &
( GA+AA) 5GGHRHN AN FHH L, MSTZ R L4511
S (P=0.575) (322) . WA IGE-1IRFIIGE-2RILA
R Hr s, PRS2 80 SNSCLC A fE A
K, 5 [R]BF AR T I AN S R ) G G TR Y () AR AH L
PEHFIGE-1R+1013 ( G/A ) 7ARZEA KA ( GA+AA)

% 2 IGF-1R+1013 (G/A) . IGF-2R+1619 (G/A) ERZ SiEAFIHIIXR

[F] B BT IGF-2R+1619 ( G/A ) GGE:AHIAY R E MSTH
(P=0.031) ; [AAFHEHFIGE-1R+1013 ( G/A ) ZEAFEE(]
FERA ( GA+AA ) FIIGF-2R+1619 ( G/A ) RAFZAIFENA
A (GA+AA) MHRFHMSTHSE (P=0.041) (%3, K
3)

2.3 Cox[RlHARERIZ [IZ /b AFIE . P . WRIETS L . 4
ZURAY | IR AIP 5% . IGF-1RFIGF-2REE N £
Z5VE 8IS B 13k A Confi I HEAT43 4, IGE-1R+1013 ( G/

A S BN SR AJE S NS CLC T 1) ST fa s R 3%

Tab 2 The relationship among polymorphisms of IGF-1R+1013(G/A) . IGF-2R+1619(G/A) and median survival time (MST)

Gene n (%) MST/month 95%Cl X2 P
IGF-1R 5.721 0.017
GG 49 (37.1) 21 18.60-24.77
GA+AA 83(62.9) 14 9.78-18.22
IGF-2R 0.314 0.575
GG 81(61.4) 22 13.16-30.84
GA+AA 51(38.6) 16 11.41-20.60
% 3 IGF-1R+1013 (G/A) . IGF-2R+1619 (G/A) Bt &R EE SHE £ A% R
Tab 3 The relationship among combined polymorphisms of IGF-1R+1013(G/A). IGF-2R+1619(G/A) and MST
IGF-1R+1013 (G/A) IGF-2R+1619(G/A) n (%) MST (95%Cl) P
GG GG 0(22.7) 27 (18.74-29.27) Reference
GG GA+AA 19 (14.4) 22 (0.52-43.48) 0.390
GA+AA GG 2(39.4) 16 (10.74-21.26) 0.031
GA+AA GA+AA 31(23.5) 12 (6.70-17.30) 0.041
GG+GG % 4 BEINSCLCHUS &M E RHCox ZEREIA 5 45
1.0 GG+GA/AA Tab 4 Cox multivariate regression analysis of prognostic factors in
g:;ﬁﬁ:gi JAA advanced NSCLC patients
0.8 GG+GG-Censored Variable B SE Wald  df P OR
GG+GA/AA-Censored  Gepder 0187 0260 0269 1 0604 1205
E 0.6 GA/AA+GG-Censored Age 0.368 0.294 1.719 1 0.190 1.470
> GA/AA+GA/AA-Censored
a Smoking status 0.618 0.363  2.891 1 0.089 1.854
§ 0.4 Histology -0.202 0.207 0954 1 0.329 0.817
pTNM stage 0.511 0.299 2924 1 0.087 1.667
0.2 Chemotherapy 0181  0.123 2155 1 0.142 1199
regimen
0.0 IGF-1R 0744 0320 5403 1 0020 2104
0 10 20 30 40 IGF-2R 0.012 0280 0.002 1 0965 1.012
Survival time/month IGF-IRXIGF-2R°  0.289 0129 5046 1 0025 1335

3 IGF-1R+1013 (G/A) FAIGF-2R+1619 (G/A) Bx & EFEE R £ 17 ph 2%
Fig 3 Kaplan-Meier plot of overall survival in relation to the combined
genotypes of IGF-1R+1013(G/A) and IGF-2R+1619(G/A)

* Combined polymorphisms of IGF-1R+1013(G/A) and IGF-
2R+1619(G/A).
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IGF-1R+1013 ( G/A) ZF A FE AN & ( GA+AA)
A ORJE GGHE [ AU #E7 # A92.1044% ( P=0.020 ) , IGF-
1R+1013 ( G/A ) BRAIGF-2R+1619 ( G/A ) R
FERZMNSCLCTI 5 sz IR (P=0.025) . DL3R4.

3 it

IGF-1RELN BN F15q25-26, K Zj100 kb, 45214~
AT, IGP-2RER [ — IS 2 BRI 5 A5 2 11 2 Ak
124 a- 4L (130 kDa-135 kDa ) FI2MBEAE (90 kDa-95
kDa ) ifif A S MR IYRIA (a2p2) , S4HMISh
filikZk &5, 18 id Ras/Raf/MEK/ERKFIPI3K/AKT W 4515
St G B B AN A TS S A v T R
IGF-2RIEH B T6q26, #9136 kb, S48 MM, H
St B — N O E AT MR S R R 1,
IGF-2IAR L, & 5 AN Re AL 45 5 KL M N IGE-2 Y B i
H TN IGE-2RXFIGFAF 5 7% S 3 i i 6 (9 1 AR 7 B
AR IR R DR ) A R A A K A
(P-4, TR AR 4 L b S RIGE- 1R 25 1/ BIGF-
2RIGARFRIB L IR (1) A A R eI S ALI T 24 ¢, Lee
SR iRNAHIIGE-IRFE LS5, IWAA1E FAS49fi i 41
JLBIE 5 R A UE T eI AN ; Sangha %Pk BLAE R 43RY7
FINSCLCHIIAITHY, LAAZRALST R BRI G IGF-1RFL 5y
FEPLIRIIR YT T BA AP RCR , L HIRIGF-1RF Rk
AT 3 S 5 st VR o ] o BEL BT TG FR J 35 2
H KA F3Z 4K (epidermal growth factor receptor, EGFR ) &
T 45 . 2 BH T EGF Ry 422 AT B I S 4 i F8 3 A A
2y AL 2R A ST N R W S R (Y A R IR 2 8 1 (single
neucleotide polymorphism, SNP ) 1] G855 250E: K 41 Zm i i) AH
I B P15 A AT RE & AR AR, DT 3 B5OAS ) A AR X 5
1) 2 I8 LA RO 25 0 A B vk 7 A 22 5. IGFREE R AF7E
1o 2225 H R e R 1Y 58 A8 W] S B ) 2 1 AL A )
REfIElAs it — 2 HRITIGFRIE I 540 7P &R
AWFEERE T 5 I A G AYIGE-1R+1013 ( G/A) FIIGF-
2R+1619 ( G/A) ZEMALL, B ILSNP 5L
TERIER

13245 M INSCLC (8 35 124k IT 5 i A AT 2%
(SRR EM ) N36.4%, 53CHR R E39.2%
5, RKIIGF-1RFIGF-2REE A Z8VE SH1ZE 07 Y
I PR32 25 %4 & (P>0.05) o FEUCIEAE b DABE HA IR IR
TS EEAFIE DU R s 1 — 2543 B L 5 e 00 i /s
IRFR, SrHTKINIGE-1R+1013 ( G/A) R 2l

RS IGE-2R+1619 ( G/A) RN Z &M 5IINSCLC
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