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(HZE] HM BREHn g M bR iy 5 35 /N0 i il 6 (non-small cell lung cancer, NSCLC ) 3K 5y %k
PRI 978 5 5 B AFTEA DGk, LV IR R a5 )48 5 NSCLC $Empyayr it 22% . itk AW R AT
Wit 5T it , B 2015 4F 12 7 5] 2021 4 3 H , [B]J5PE A0 A Bl 4245 €0 B2 2 v iR Jiogg Bt L i SR
31 008 BT LH LUK LA S SRS KL IR i) NSCLC f8 3 Wit H 3 it S W) | IAL 375 ek s s 4 LA e
Jiti 98 2 DR 00 &85 S | 3 2k A S MR 0 A FD A2 3K T AE 49 AIE 1 28 (receiver operating characteristic curve,
ROC) P Z 3K 2y 2 K 58 745 55 £8 357 I PRAREAIE B8RP 2 037 I A i 0 A OGP o AR i i g A i 9 7
1 BT DA SR 5 B A TARFR A -4 T 43 20 70 At , WS AN ) 43 2 S5 3 9K B0 i PR R A8 2 e R 708 32 ) 2530
g% ARWIEAIA 1 008 5k h B 674 ], 2P 334 ], - I4ENE 58. 4 &, IRSEER SR I Bk R
KR 64.5% , Hrp, I E R EPTRE ( carcinoembryonic antigen, CEA ) T1& (49. 9% wvs. 32. 6% , P<0. 001) FlI
MR 19 BRTEYE A B (cytokeratin fragment 19, CYFRA21-1) KT 55 (48.5% vs. 38.3% ,P=0.003) &
F 03 A KT 3Z K ( epidermal growth factor receptor, EGFR) 3L R 3878 & AR5 5, S ILIEIN, EGFR
RAFBF WM CEA /K E-REET EGFR B4R H [ 12.19(3.49,79.05) vs. 4.93(2.47,17.29) ng/mL,
P<0.001], FEE MG CEA [THE, EGFR 5878 R ARG WIE & o 702000 s AEL~ A R b EGFR
GOSN CEA KT S5F A 0 I 4 TC2% 5o L3 M2 TC4% 5 AL  neuron-specific enolase
NSE) S8 Tl pl g 8 NSE 1IE &% /K B & A S R R 22985 RL A (kirsten rat sarcoma viral oncogene,
KRAS) FERZRAZ R T REMERT K. 8518 NSCLC HF I CEA /K5 EGFR 5878 KA AFTEA M L HE
FEIB ~ VI iz s & v 17 CEA JKGE R 2 EGFR B 78 Rl 5, 3 /8 76 CEA BH g T i3 () 1 1
JIi 98 KB B B N A A A 7 it g S DR RS, B R 2 A A B R YT AR AR .

[RER ] MIE IR IR Y s FE/ N B 98 5 BK 2l e PR 98 A8

[HEESZES] R394.3; R730.43; R734.2 [ XEkbRER] A

Correlation of serum tumor markers and incidence of driver gene mutations in non-

small cell lung cancer
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[ Abstract | Objective To explore the correlation between serum tumor markers and mutations of
driver genes in non-small cell lung cancer ( NSCLC) patients, so as to provide references for serum tumor
markers-guided targeted therapies for NSCLC. Methods A cross-sectional study was performed on 1 008
NSCLC patients admitted in the respiratory, oncology and thoracic surgery departments of our medical center
from December 2015 to March 2021. All these patients underwent tissue biopsies and driver gene tests. Their
clinical data and results of serum tumor markers and lung cancer-specific gene test were collected. The
correlation of mutations of driver genes with clinical characteristics and serum tumor markers were analyzed

with correlation analysis and receiver operating characteristic (ROC) curve analysis. Then the patients were
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grouped according to the elevated levels of these tumor markers and presence of surgical indicators or not. The
differences in mutation types and rates in the driver genes were observed among different groups of patients.
Results In the 1 008 patients, there were 674 males and 334 females, with an average age of 58. 4 years.
The total incidence of driver gene mutations was 64. 5%. Higher mutation rate of epidermal growth factor
receptor ( EGFR) was observed in the patients with increased serum carcinoembryonic antigen (CEA) level
than those without (49.9% vs 32. 6%, P<0.001) and in the patients with unraised cytokeratin fragment 19
(CYFRA21-1) level than those with unchanged or elevated level (48.5% vs 38.3%, P=0.003). And, the
serum CEA level was significantly higher in the EGFR mutant patients than those with EGFR wild-type [ 12. 19
(3.49~79.05) vs 4.93 (2.47~17.29) ng/mL, P<0.001]. With the increase of serum CEA level, the
occurrence of KGFR mutations was gradually increased. Stratified analysis showed that in stage I B to VI
patients, the serum CEA level was obviously higher in patients with EGFR mutation than those with EGFR
wild-type. The patients with abnormally elevated serum neuron-specific enolase ( NSE) level showed higher
mutation rate of kirsten rat sarcoma viral oncogene ( KRAS) than those with normal NSE level. Conclusion

In NSCLC patients, serum CEA level is correlated with occurrence of EGFR mutations. Especially for those
with stage I B to VI, higher serum CEA level indicates higher mutation rate of EGFR. Lung cancer-specific

gene test should be recommended to carry out in advanced lung cancer patients with significantly elevated CEA

http : //aammt. tmmu. edu. cn

in order to determine whether there are indications for target therapy.
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Jiti g A2 LRI B AR i ey (R R R S AR AR AR
1 10% ~20%"" . iS4 1) 94 Y7 40k 35 FE 4 1 b3k /N
M i fiiJs ( non-small cell lung cancer, NSCLC) £ 4 1)
AT RV O et LA Y o i, Ay il BB R TR Y
RITAEE AT SR h B U0 A i o5 K B0 5 TR R
H: K K F3Z {4 (epidermal growth factor receptor, EGFR)
A% LA Bz 8] 7% P bk L JRF B (anaplastic lymphoma
kinase, ALK) JEDRI R4 o BT B A I 99 75 0 L
(kirsten rat sarcoma viral oncogene , KRAS ) 5875 1 %
L [ 25 49 AR I PR AT 9 PP Bty e

LT PR s 25 0 8 T8 B i2 W i 3 TR I i K
JERYHE bR RO, TR HAR 7 R v iy
AR AT H T O U A B, BEAEWT IR &
B , 98 VAT ( carcinoembryonic antigen, CEA) #1420
Ry M5 R AL [ ( neuron —specific enolase, NSE ) Jf#2S
HiJ5t 125 ( carbohydrate antigen 125,CA-125) 4l fAE
H 19 gyl B B (cytokeratin fragment 19, CYFRA21-1)
SRR B YAEAE T IR R A ELTE R 0 i A
JRI 35 S 8 B E BIF T 2 W 1ML 3 e AR
AR AT P R A TR . S e A
WFFEHE H I35 R AR S 1K 755 i i B Bl i TR 5 2 32
FEAEAR G  (H A AP T A AR 50 o R, 1
T MRS S5 e B Bl PR 98738 et 8 AP TEAH
AL M FEE— DY . AR T 4R a2l

RABEAS [ BN PR 58 Rk, 32— 25 50 # i e 4K 5y i
PR R4 38 5 L3 R s a5 0 O A S, 4R T A A
{H)i7

1 #RETE

1.1 ARt %

AWFFE R REWTTBESE e " @it PASS 15.0.5
HRFEAR R C AT EGFR 78 NSCLC Hp %18
R i L 50.09% , CEA 21 EGFR K R 1) Z il & T
YE 5 1E f#i £k ( receiver operating characteristic curve,
ROC) R f(area under the curve,AUC) 3 0. 715",
BN = A6 3y, B R BE R 0. 9, 7E i 2 1 K-
0.050 &b, FEA B AL 45 R O 2= /05 2 70 B,
HJE A28 NSCLC fR55 35 9], AR B Rl 5872 NSCLC i
&35 . I A 2015 48 12 7 2= 2021 4 3 J] 5k
i A €0 I o O 1A 7 20 20 A BT S D A2k M
AT BRI 60 £, 40 3 P IR b ) i bR} )
fEBE I 1283, 21t 1261 ], AZHARMEANT < g 3
FAFG NSCLC W2 W REIR T W2 A s 7 3L
TEARLHT S 1R N HEAT IS i bR S R I, 2= A
CEA Ki 2528 o HEBRAREANT i B2 W IR A /)
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1.2 R 7k

I R B T R GEUER AN A 1 008 ] i 2 11
A IR S, 2 BEER /N R AR TN 43 280 6 7 s PR
. 0 EE IAE IS PR A s TNM 431
B LR AR A L K bR S 25 R, 1 e
AR A LR SR RV AT 40 20 (7 EGFR £5 Fh %€
AREARY) | A3 AT 5% A 55 W A U RR 3 A I DR ARRAE B %
TR AR AR 25 5 o LUK, S8 o o LB b AAS [
PRI 9 AR Y 55 B A Y 8 5 AR IR AR S ) K P B 25 5
HR AR R bR s KO R4 T 3 B2 53 4L, 43 BT AS [R) g
BT EACE A R A 8 S s R R
TP HEAT WA A B bk 22 Pk, s R A ROC iy
LA P ARIFIH 24T EGFR G848 32152 m0 o AR [ B fili
P IE Uh o 55\ R JiE TNM 2330, 6 835 4 S B0 )
FARACT ~ WA #) KM F AR (MB~ VIH) ,
ST P 2ELFE T e s R ) R R DR AR A DM Y 25 5 o

AT b A (0 B2 OB SR AR B 2 5L st
(2020 45 117 &),

1.3 A E&n

28 B ) SRR B e s A A A Mo R 2 41
¥, FH QlAamp DNA FFPE 2 4135 & ( Qiagen,
Valencia, CA , USA) #% A= 7 | G 6 W] 5 £ UM 98 41 21
DNA, F Qubit dsDNA #& | 4% A& ( Life Technologies,
Carlsbad ,CA , USA) i % g ZH 21 1) DNA VR, RE
B SO ] ABI7500 S PCR RGE#EAT >R FHY”
1427 B 928 72 46 ( ARMS ) 1 fili 5 91K 2 35 PR AS: D03 70) 46
(BT 1B A AR B w44 ) R AT A M A AR
AT IR B FE R 242, T 75 PR ) NSCLC 8 3
EGFR/ALK/ROS1/RET/KRAS/NRAS/PIK3CA/BRAF/
HER2/MET 3£ A T
L4 o3k b5 A &4 9 4]

TEALUGRIETG 1 RN RR S @RI 3 mL,
MR TEIRITATHE T o 25041 4 000 r/min =5
SYESINTE 15 ming ™46 4% B A Ak 2% B 643 T AR )
SIS A PR ] ) P A 27 2 0T R 2 1 0T 1L T8 P e
PRAEP AT ARSI . I I3 IR AR S 2 S
CEA 0~5.0 ng/mL . NSE 0~ 16. 3 ng/mL,CYFRA21-1
0~3.3 ng/mL.CA-125 0~35 U/mL,

1.5 it iraik

ARG AH AT SPSS 20. 0 JiiAs Xf it A 4l i 47 43
Mio (8 2 B - UK A 1 ( shapiro-wilk test) PEAf IE
A, 25 0 0 2 00 RE A A A 1 D e A ERHE (P<
0.001) , KX IR bn xR F M(Pos , Pos) #5358 . XF
HEE AR IE A 40 A 1978 fiE i A Mann-Whitney U K 5
RS R R IR R X K B AT 43 Mo 2 37 B2 /R

S AFHAE R BV AR IE S50 A i 270 7t 22 W]

(A . >R T ROC {14243 17, >R T} Delong #1154

AUC WFREIRZE . KX K55 ( cochran-armitage

trend test) 73AT2H (AR AP AELR RS P<0.05 AT
SHAGIEE L.

2 MRER

2.1 —BAHAEARRESH

PN BF PALAERS 58 2 (AR 35~76 %),
Bk 66. 8% (674/1 008) , 4 1% i 33. 2% ( 334/
1008), AL T 217 6 1 ~ WA I8, LA 791 44
B~ VI3 . BRI LB (807 1)) o 3=, i
139 {4, HA 2 AY 62 141] (43,75 31 AR/ i, 12 4
JiR SR 7 5 4 e, 6 19 PR AR L S IR o AR
1 5] SMRCA4 R AV ) o WA BRI AE WA 8 5 3 661
1], AR s 2 347 4]

AL b, BBl 5L Y B R LR Z R 64 5% (6517
1.008) , i WY SR S BE K 2878 & EGFR 2875 (44. 1%,
424/1 008) , Hivk 2k KRAS %275 (10. 4% ,105/1 008) ,
ALK B 59728 246t 54 (5. 4%) . EGFR 1.858R %
A R H W SRR, 5 EGFR 2875 BBE 11 47. 2%,
i W AR A\BEIY 31% . EGFR 19del 5875 W # |5 EGFR
KAL) 44. 8% , (5 BRAE NTER) 29% . HE &
EGFR 5877 3t 34 {4, a3 4% 22 f4i] EGFR 20 #fi A5 4% |
9 fjil EGFR 1.861Q 545 3 ffil EGFR 19del/L858R & &
S (1) o 78 TS WA i 140 (R g B A oy, R A
SR 1) JE A R AR (23/153) A5 8 5] PIK3CA
ZRAF 5 ] KRAS 527 (4 fi] EGFR 19del %8 7% 3 {4
EFGR 1858R 2375 2 5| MET 14 BkER2875 1 ] ALK i
HRA(EL),

PIK3CA _RET

ROS-1
1% 2%

MET 14
3%
EGFR 19del

29%

HER2

2% —

BRAF )
2%
ALK
8% /

EGFRL861Q
1%

EGFR 19del/L858R5 77
o,
1% EGFR 20ins
3%

EGFRL858R
31%

1 651 BB EERER NSCLC BERETXESHE

2.2 BARFELEAAREX A
EGFR JER 575 5% W F 2ot (61. 4% vs. 34.0%,
P<0.001) JCHAHR 2 (40. 1% vs. 31.5%,P<0.001) f
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JigeE 3 (50. 2% vs. 5.0% vs. 19.4% ,P<0.001) , i
EJAEWS K e 43 30 JC B AR DG . bR bR AR A T
CEA 54 7+ (49. 9% vs. 32.6%,P<0.001) L &% IF
I CYFRA21-1(48. 5% vs. 38.3% ,P=0.003) &
LW K EGFR LR %878 | T NSE .CA-125 5 EGFR
FE AR T AR G . ALK filv 58738 AR WL T T
MR A (7. 8% vs. 4.1% ,P=0.013) .2 (7. 8% uvs.
4.2% ,P=0.016) Jit4 (6. 4% vs. 0.7% vs. 1.6% ,P=
0.006) AFf, (HIH 25 W FHZEMNEE (7. 0% vs.
3.0%,P=0.006) ., ALK flif5 57 5 25 T I g A ok
S5 T JCB AR OGP . KARS LR 5878 7 & A F
B (12.6% vs. 5.7% ,P<0.001) WHH (12, 7% wvs.
5.8% ,P<0.001) L J Jiifi B9 (11. 6% vs. 2. 9% vs.
9.7% ,P=0.009) f %  KARS JL[H %45 5 NSE S Tt
A (12.9% vs. 8.5%,P=0.030,% 1),

EGFR #5375 . 84 5 Wy AR BUAH LU 3388 & K HEAE TG
WA P K CEA S T i B b SO Rk
(42 O EGFR 19del 2275 (22. 5% vs. 16. 3%, P =
0.020) FIAEZ BG4S (4. 5% vs. 2. 6% ,P=0.042) B
Oy RAFE RGBT EGFR L858R 8745 5 4% Jo I
WA (21, 7% vs. 17. 1%, P = 0. 331); @ Ifl 7§
CYFRA21-1 [F% 3% % = EGFR 19del 2875 [ o 45
5 (24.1% vs. 16.4% ,P=0.001) ,ifii EGFR 1.858R %&
A5(21. 7% vs. 18.3% ,P=0.051) fl EGFR “|E £ #5875
(2.7% vs. 3.6%,P=0.782) 51135 CYFRA21-1 /K
TCH BAHCE ; @EGFR 19del 2875 (22. 9% vs. 2. 9%
vs. 1.6% ,P<0.001) F1 EGFR 1858R (23. 4% vs. 2.2%
vs. 12.9% ,P<0.001) 575 5 B e A 7 Jili Bt >4 v, i
EGFR AE4 815375 (3. 8% vs. 0.0% vs. 4.8%,P=0.050)
Ly BRG] WA M (3R 2) .

&1 NSCLC BEANREEEREAS I &R A RIFAERMBEREMAILE [n(%) ]

EGFR }:H ALK R KRAS 3L
A P
Ligacpis] GRARTY Ligacyis] Al Ligacpii] FRARHY
TR/ % 0.217 0. 006 0.903
<60 604(59.9)  359(59.4) 245(40.6) 562(93.0) 42(7.0) 541(89.6) 63(10.4)
=60 404(40.1)  225(55.7) 179(44.3) 392(97.0)  12(3.0) 363(89.9) 41(10.1)
PR <0. 001 0.016 <0. 001
5 674(66.8)  455(66.0) 219(34.0) 646(95.8) 28(4.2) 589(87.4) 85(12.6)
4@ 334(33.2)  129(38.6) 205(61.4) 308(92.2)  26(7.8) 315(94.3)  19(5.7)
W A <0. 001 0.013 <0. 001
x 347(66.2)  208(59.9) 139(40.1) 427(92.0)  27(7.8) 327(94.2) 20(5.8)
H 661(33.8)  453(68.5) 208(31.5) 219(92.4) 27(4.1) 577(87.3) 84(12.7)
Il B4 10 0. 131 0.372 0.878
[ ~TA 217(21.5)  116(53.5) 101(46.5) 208(95.8)  9(4.2) 194(89.4) 23(10.6)
1B~ VIt 791(78.5)  468(59.2) 323(40.8) 746(94.3)  45(5.7) 710(89.8) 81(10.2)
CEA /ng - mL™' <0. 001 0.411 0. 596
<5 431(42.8)  295(68.4) 136(32.6) 405(94.0)  26(6.0) 384(89.1) 47(10.9)
=5 577(57.2)  289(50.1) 288(49.9) 549(95.1)  28(4.9) 520(90.1)  57(9.9)
NSE/ng + mL™' 0. 846 0. 455 0.030
<16.3 520(51.6)  300(57.7) 220(42.3) 495(95.2)  25(4.8) 476(91.5)  44(8.5)
=16.3 396(39.2)  231(58.3) 165(41.7) 381(96.2) 15(3.8) 345(87.1) 51(12.9)
CYFRA21-1 /ng - mL™' 0.003 0.264 0. 407
<3.3 336(33.3)  173(51.5) 163(48.5) 318(94.6) 18(5.4) 305(90.8)  31(9.2)
=3.3 556(55.2)  343(61.7) 213(38.3) 535(96.2) 21(3.8) 495(89.0) 61(11.0)
CA-125/U «» mL™! 0.229 0.304 0.241
<35 260(25.8)  143(55.0) 117(45.0) 247(95.0) 13(5.0) 231(88.8) 29(11,2)
=35 326(32.3)  163(50.0) 163(50.0) 303(92.9) 23(7.1) 299(91.7)  27(8.3)
Y PR T <0. 001 0. 006 0. 009
i 807(80.1)  402(49.8) 405(50.2) 755(93.6)  52(6.4) 713(88.4) 94(11.6)
95 139(13.8)  132(95.0)  7(5.0) 138(99.3)  1(0.7) 135(97.1)  4(2.9)
Fofty 62(6.1) 50(80.6) 12(19.4) 61(98.4)  1(1.6) 56(90.3)  6(9.7)
it 1008(100)  584(57.9) 424(42.1) 954(94.6)  54(5.4) 904(89.7) 104(10.3)
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%2 NSCLC &% EGFR EEARRET A5 B4 BV A If RFHER MR SWHIELE [n(%) ]

EGFR B[R 5375 7.7
AR
By A= Y 19del L858R P E[HZ318 P
AR/ % 0.331 0.042
<60 359 (59.4) 99 (16.3) 131 (21.7) 16 (2.6)
=60 225 (55.7) 91 (22.5) 69 (17.1) 18 (4.5)
PRI <0. 001 <0. 001 0.030
il 455 (66.0) 99 (14.7) 99 (14.7) 21 (3.1)
s 129 (38.6) 91 (27.2) 101 (30.2) 13 (3.9)
W A s <0.001 <0.001 0.034
I 208 (59.9) 97 (28.0) 106 (30.1) 13 (3.7)
H 453 (68.5) 93 (14.0) 94 (14.2) 21 (3.1)
I R 233 0. 068 0. 246
I ~10A 116(53.5) 45(20.7) 52(24.0) 4(1.8)
1B~ VI 468(59.2) 145(18.3) 148(18.7) 30(3.8)
CEA /ng - mL™" <0. 001 <0. 001 <0.001
<5 295(68.4) 59(13.7) 72(16.7) 5(1.2)
=5 289(50.1) 131(22.7) 128(22.2) 29(5.0)
NSE /ng + mL™' 0.973 0. 889
<16.3 300(57.7) 102(19.6) 102(19.6) 16(3.1)
=>16.3 231(58.3) 73(18.4) 79(18.9) 13(3.3)
CYFRA21-1 /ng + mL™' 0.051 0.782
<3.3 173(51.5) 81(24.1) 73(21.7) 9(2.7)
=3.3 343(61.7) 91(16.4) 102(18.3) 20(3.6)
CA-125/U « mL™! 0.218 0.731
<35 143(55.0) 59(22.7) 49(18.8) 9(3.5)
=35 163(50.0) 78(24.0) 73(22.4) 12(3.7)
FRHIE A <0. 001 <0. 001 0. 050
535 402(49.8) 185(22.9) 189(23.4) 31(3.8)
5 132(95.0) 4(2.9) 3(2.2) 0(0.0)
HoAth 50(80.6) 1(1.6) 8(12.9) 3(4.8)

2.3 RRAIARREEAREL AN BIFED KT

£ 57

FEAL G, EGFR 2875 & 1 I CEA 7K
L EGFR WA B g 3 12.19(3.49,79. 05) vs.
4.93(2.47,17.29) ng/mL,P<0.001 ], 215 ¥r &
7, EGFR 19del 775 [ 15. 85 (3. 31,90. 35) vs. 4. 93
(2.47, 17.29) ng/mL) ,P<0.001] .EGFR 1858R 778
[ 9.57(3.28,76.64) vs. 4.93(2.47,17.29) ng/mL,
P<0.001 ] L K AR 2 1584 F 7Y [ 18. 96 (6. 92,100. 00)
vs. 4.93 (2.47,17.29) ng/mL,P<0. 001 ] & 3% Il 3%
CEA /KF¥BEm TR ARMBE , [FE, EGFR &A%

BERIIMLT CYFRA21-1 7K S T 187 A R R 35 [ 3. 92
(2.32,8.92) vs. 4.87(2.65,9.16) ng/mL,P=0.017],
W23 AT 7R, EGFR 19del 2878 f8 35 41 5 EGFR ¥ 4=
RUBETEMIE CYFRA21-1 K-F 1) 22 R G Giit 2 5 &
[3.61(2.31,8.03) vs. 4.87(2.65,9.16) ng/mL,P=
0.008 |, KARS 2 7% R H 3% 1Y L3 NSE 7K F & F
KARS ' A 71 g 2 [ 16. 43 (13. 50, 22.63) vs. 14. 97
(11.40, 20.52) ng/mL, P=0.029], ALK & 275
BE 5 ALK WA R B35 516 T A 90 43 B 0 1 355 i
JEbREYIKE B2 R RGHE (£ 3) .
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%3 TEEEREHER NSCLC B MEMBIRENKEER [M(Py,Py)]
BEPH A CEA/ng » mL™ p NSE/ng + mL™! P CYFRA21-1/ng+mL™' P CA-125/ng - mL™! P
EGFR 275 <0.001 0. 350 0.017 0.388
A 7Y 4.93(2.47,17.29) 15.24(11.71,21.30) 4.87(2.65,9.16) 40.03(16.50,122. 85)
SRAF Y 12.19(3.49,79.05) 14.88(11.27,20.20) 3.92(2.32,8.92) 45.01(17.18,129.53)
EGFR %
19del 15.85(3.31,90.35) <0.001 14.9(11.42,19.79)  0.388 3.61(2.31,8.03) 0.008 47.57(17.85,144.91) 0.385
L858R 9.57(3.28,76.64) <0.001 14.7(11.22,20.65) 0.490  4.06(2.25,9.79) 0.104 45.01(15.61,45.01) 0.586
B[220 18.96(6.92,100.00) <0.001 15.9(11.56,21.10) 0.977 4.84(2.61,11.60) 0.477 36.78(18.14,84.06) 0.895
ALK 0.088 0. 868 0.177 0.177
A 7Y 6.98(2.69,33.74) 15.2(11.60,20. 88) 4.49(2.47,9.21) 41.43(16.42,123.82)
A 1Y 5.14(2.05,25.42) 14.45(10. 81,22.74) 3.62(2.51,5.92) 57.41(22.31,161.49)
KRAS 2875 0. 696 0.029 0.916 0.339
W A 7Y 6. 82(2.63,33.50) 14.97(11.40,20.52) 4.38(2.47,9.22) 43.90( 16. 85,127. 85)
SRAE Y 5.90(3.01,27.75) 16.43(13.50,22.63) 4.72(2.39,7.96) 31.95(15.53,115.19)
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