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[HE | BS=HEN: REAERHETFZIR-BZARR BN H 5 (epidermal growth factor receptor-tyrosine kinase inhibitor,
EGFR-TKI ) JAJ7 E W HEGFRZEZAS M AR /NI (non-small cell lung cancer, NSCLC ) W—£kbnifEiRYT, SRMiEE
10%~30%1) EGFREZIRF A INSCLC B E TE 32 TKIMR [n 76y 7 i IR R PR 245, [, WFSREGFR-TKIMIGIRI YRR, T4k
LW T R X TR EGFRIUBR A MG HINSCLC R F A BN S8 . AR BEHRITIRwH e —LIG)7
EGFRZZ I MIANCSLC B Y700 SRS W F. ik TiEE20164F 17 —20174F 117 #m i 48 Wd I e A 1455
WEGFRZZE 25861 M B~IVIINSCLCREF# , I RAME MLk A IPIEDNA ( circulating tumor DNA, ctDNA) " EGFR
RAFNGIL, BR8], KR #2125 mg iRk, BER3K. I R EH A AAEOR . B 50 LA A I EGFR
AL I PR B A 22 5 . SR K aplan-Meier A= 772820 HT s AU JC B AR A7) ( progression-free survival, PES) #il
BAAFH] Coverall survival, OS) , N flog-rank s 54T BN ZR 04T, r“ﬁﬁcoxﬂﬂ*ﬁ”ﬁﬁ%l%é}fmo LR 1184
HE MR MM (objective response rate, ORR ) 562.7% (95% CI: 53.9%~71.6% ) , PiRTEHI2 (disease control rate,
DCR ) }92.4% (95% CI: 87.5%~97.2%) , HHPFSH11.3A (95% CI: 9.1~13.50H ) , {108 HK32.01H (95% CI:
26.9~37.11MH ) . ANEEGFRERIAE 'JZIEUEI’JII PR B AR 22 IS X (P>0.05) , AR EGFRIEAEH HF
AT ERAGI R (P=0.040) . FAHFESTER, SMEfLctDNAKEGFREAE IS B4 BIPFSFIOS LK (P>
0.05) . ZINEMWT R, FAFLRNIEME (lactate dehydrogenase, LDH ) FiA/KF, EGFRISH | Bl B K e A7 3k
PESHYI ST T K, T BN . B8 . PES K BLEGFR T790MZE 2% OSI i~ Wil A 1, 4518 : EGFRIEAE)
MHANSCLC B 52 — 4RI s B R S )R 7 A RAFAYITAR . AMA M ctDNAH I EGFRISAE L5 834 I IRT T A0 K .
B S HEZ TR MRYT B A RTUSA XK.
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[ Abstract ] Background and purpose: Epidermal growth factor receptor-tyrosine kinase inhibitor (EGFR-TKI) treatment has
become the first-line standard treatment for advanced non-small cell lung cancer (NSCLC) with EGFR mutation. However, 10%-30%
of NSCLC patients with EGFR sensitive mutation still have primary drug resistance when receiving TKI targeted therapy. Therefore,
to study the clinical efficacy of EGFR-TKI and find out its prognostic predictors has important significance for the treatment of

advanced NSCLC patients with EGFR sensitive mutation. The purpose of this research was to evaluate the efficacy of icotinib as first-
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line treatment in patients with EGFR-mutant advanced NSCLC and investigate the prognostic predictors. Methods: A total of 258
stage [IIB-IV NSCLC patients with EGFR mutation who were admitted to Fujian Cancer Hospital from January 2016 to November
2017 were selected. One hundred and eighteen advanced NSCLC patients with EGFR mutation were enrolled, and baseline
circulating tumor DNA (ctDNA) EGFR-mutant status was determined using the plasma test. All these patients received icotinib
125mg three times a day. The y* test was used to compare the differences in clinicopathological characteristics between different
EGFR mutation groups. Progression-free survival (PFS) and overall survival (OS) were estimated by the Kaplan-Meier survival
curve. The log-rank test was used for univariate analysis, and the COX regression model was used for multivariate analysis. Results:
The objective response rate (ORR) of 118 patients was 62.7% (95% CI: 53.9%-71.6%), the disease control rate (DCR) was 92.4%
(95% CI: 87.5%-97.2%), and the median PFS was 11.3months (95% CI: 9.1-13.5 months), and the median OS was 32.0 months (95%
CI: 26.9-37.1 months). No statistically significant difference was found in the clinicopathological characteristics between different
EGFR expression types (P>0.05), while the best efficacy between different EGFR mutation groups was significantly different
(P=0.040). Univariate analysis showed that EGFR mutation status in plasma ctDNA test was not correlated with PFS and OS of
patients (P>0.05). Multivariate analysis showed that baseline lactate dehydrogenase (LDH) expression level, EGFR types, pleural
effusion and the best curative effect might be independent factors of PFS. The patient’s N stage, bone metastasis, time to PFS and
presence of EGFR T790M mutation might be independent predictors of OS. Conclusion: Icotinib as first-line treatment was effective
in EGFR-mutant advanced NSCLC patients. The EGFR mutation status in plasma ctDNA test was not correlated with the clinical
efficacy of patients. Bone metastasis was found to be an independent factor of worse prognosis.

[ Key words ] Non-small cell lung cancer; Epidermal growth factor; Overall survival; Circulating tumor DNA; Bone metastasis
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(epidermal growth factor receptor-tyrosine kinase
inhibitor, EGFR-TKI) V47 2SN EGFRR L]
e AE /N filiJe ( non-small cell lung cancer,
NSCLC) fy—Zebrifititsy ', KEHEWEGFR
IR AZ INSCLC ¥ ] LMNEGFR-TKIIR YT
ks, SR 10%~30% 1) EGFRIFURSEE Y
NSCLCH # FE4% 32 TKIHE A7 Bt 05 & M
252 W, WFFEEGFR-TKUMIGRIFRL, 4k
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FiE20164F01 H —20174F 11 A 6 H 45 i J8g
% g 08 ek e ARSI B9 2.5 8 91 B A R 220 &%
GeiRd7 1 M B~V WINSCLC B # I EGFRFE KR
A, RHRZY RS (amplification refractory
mutation system, ARMS ) il igd 20 UREAS
KR A R A BESE RV (micro-drop digital
polymerase chain reaction, ddPCR ) #5 il Big%J 1%

AN IMAEAPIEDNA ( circulating tumor DNA,
ctDNA ) MEGFRERRA, A2 EGFRIAE:
BAE 12101, 12141 5% AT 861 H & A1 I AGH
EGFRFIMRES N IAYE, 383 R, A
PIAATE
12 BITAE

11845 8 B4 2 e i 4 Je B 2 B m) ey 7 AR
N—ZIRIT %, B E125 mgH Ik, &K3
W, AESRSEYRR. SRR SZ W IETE
B RS RSO, AT A R R YT (%
14 d) ffdh, FERYKE 125 mghE RIWHIF .
G 2 5 4% SLIRIT BOE N B i ( Response
Evaluation Criteria in Solid Tumors, RECIST) 1.1
B2 AT IR B &V, B2 I i
J#& (progressive disease, PD) | LT HAJF A
MR (LS AT 52 A B ROV BCR T ) o
BT AR, A RCE IR S, %
MG IR TG 24T 2 A . A PDJR{h4kei 34~ 1
B W DA TREDT, ARBUEE JE 2R YT M
FEGIL
1.3 Srit#abiE

PITCHEREAAE] (progression-free survival,
PFS) N EEMEA A, UIBEAS (overall
survival, OS) . ZWMZEMH= (objective response
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rate, ORR ) B Pimdad]% ( disease control rate,

DCR ) MIKEM R L . PFSE X NI R 42
W IRIT R EPD . JETT (AR
Bl ) SOR U U7 A [E] B s OS e o NI IR
Az R B e R nRY Y B2 AT (AR ) 8k
AR BT I [E]TE] % s ORRE SN 1 5E
25 f# (complete remission, CR ) o422 it
( partial remission, PR ) Zi{#& o fil; DCRE X
NEHRIAFICR . PREEGFESE (stable disease,

SD) 122l BT b Hefil . SRR 3 LA EGFR
19DEL ., L858R /b WL 320 45 e R B4
TE S BB R 2 [ 2251 . K i Kaplan-Meier/E
FEMZR 0BT 2 F BYPESHIOS, ¥ FHlog-rank k& 36
M &P R B RRE (28 RAR | ) 5 PFS
FOSHIAH I, I FHCOX Bl AL 4347 45 Rl
IRIHLE R (LA G ) S PFSFIOSHYAH G
Yo NHCOXIMIABARL AT 2 2R o3 . Hh A
BN R NS I S = 20 AN (TR == = R
IRBNES SRR N EOR R, DAkt e COX [m] I ABE A
Ek, HATCOXIIASHTI e R HE 1R, FHR
X LR R AT B P<<O. 1 AR B A R, e o)
B SFNT AL B A AR 53 31| HEA T PFS HIOS Y
ZHE T, FTAEAEN HISPSS 25 05 1151755
Br, FrA RS s, P<0.05k2: %A 51t

PYRETEN
£y -8

2 4 R

2.1 BEWIGKEE

AT gy A 1180 %, W E D
ZAAN IR O IR, K E D
ZHR IR IARIT66.8 1 H o BEUT IR N
1.0~68.84H , W{ikEiEtE25.84H , H
Fash], w736, Fik26~83%, Hfi4E
%605, HielflFk=60%, 551.7%, 57
B <60%, 148.3%. WIHH17H], 514.4%,
AWIZE 10141, (585.6%; iEoof, ks
1941, MB~IMCH6f, VAH42%], IVBHI70
B, RIgE K146, EERGEE L1044, fili N
F B WIS, (551.7%, HK o E

¥, 5i42.4%, iR, 140.7%. HZEGFR
19DELZ 78 Jy5501 (46.6% ) , L858REZE N
490 (41.5%) , GT19XRZE N3] (2.5%) ,
L861QEAE N2 (1.7% ) , BEHRA (&%
ARAFEALK . ROS1 X 19DELFIL858RILZE 7R )
F9f) (7.4% ) , AWSEMEGFR G719X. L861Q
KBAARAETT NP I GAS LA, R T A4 A
( World Health Organization, WHO ) & JPIRZADE
A30~2%% . AKHEZE EEAEES S 2 ( American Joint
Committee on Cancer, AJCC ) 8K HH bR it
7 (R1)
22 BEMIGRTH

L8 F T, mAEIFA: OfICR, 744
(62.7% ) PR, 35 (29.7% ) SD, 9% (7.6% )
PD. ORRHN62.7% (95% CI: 0.539~0.716) ,
DCR %92.4% (95% CI: 0.875~0.972) . #ZEK
WBEVIITE], 11848 E T, 926IPD, {iPFS
F1L3MH (95% CI: 9.075~13.52510H ) , 66
g, H20SH32.01H (95% CI: 26.9~37.1
MHD
2.3 AEEGFREFMIGKRFIBFHINESR

34HEGFR# A2 ( EGFR 19DEL, L858R
F/D WLGEARIST ) A AR I PRI B2 S B AR I 22
RIGEHEE X (P>0.05) , {H34H 505k
ST ZEF A EE L (P=0.040, #£2) .
2.4 BEIRKFEFFMESPFSHMEX 4

RS RN, REER . JRAEMIER L
T PR . B#% . mEmeEER . &
7R . FELELDHER A KT | JF R AE
I kb A2 R g ki AR AR I PFS HA A
Ktk HAHLEGFRIEHILEN A WRA S
RUEAT A HT it 22 R IE G 12278 50, TESBR/D UL
GEARKA | AU AEGFR 19DELHILS58RH £
AT AT, SR PFSHA MM (%3,
4) . 19DELZEAEA M AIPFSH11.5H (95%
CI: 9.7~1331- 1) , fETL858RAEZ 8.6 H
(95% CI: 6.4~10.71H ) , ZRAGIH¥EX
(P=0.027) . FLLLLDHZE XK IEH A PFS
J11.440H (95% CI: 8.4~14340H) , T
EH4.9MH (95% CI: 3.7~6.01H ) , %57
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BHEil=rE X (P=0.000) . $Rii4NE LEGFRIH H) , B4 10290 H (95% CI: 7.2~13.2%
PP PES 1.4 H (95% CI: 9.3~13.57 H) , ZRIEGEE L (P=0.407, K1) .

F1 BENIERREZFHE

Tab.1 Clinicopathological characteristics of patients

[(n (%) ]
Characteristic Number of patients Characteristic Number of patients
Gender M,, 32 (27.1)
Male 45 (38.1) M, 8(6.8)
Female 73 (61.9) M, 72 (61.0)
Agelyear Pleural effusion
=60 61 (51.7) Yes 44 (37.3)
<60 57 (48.3) No 74 (62.7)
Smoking history Intrapulmonary metastasis
Yes 17 (14.4) Yes 61 (51.7)
No 101 (85.6) No 57 (48.3)
Adenocarcinoma Bone metastasis
Yes 99 (83.9) Yes 50 (42.4)
No 19 (16.1) No 68 (57.6)
Overall stage Brain metastasis
liB-Mc 6(5.1) Yes 48 (40.7)
VA 42 (35.6) No 70 (59.3)
IVB 70 (59.3) Liver metastasis
Postoperative recurrence Yes 8(6.8)
Yes 14 (11.9) No 110 (93.2)
No 104 (88.1) Adrenal metastasis
T stage Yes 4(34)
T, 24 (20.3) No 114 (96.6)
T, 24 (20.4) Carcinomatous lymphangitis
T, 6(5.1) Yes 2(5.1)
T, 64 (54.2) No 112 (94.9)
N stage EGFR detected by tissue
N, 32(27.1) 19DEL 55 (46.6)
N, 8(6.8) L858R 49 (41.5)
N, 27 (22.9) Rare mutation 14 (11.9)
N; 51(43.2) EGFR detected by blood
M stage positive 86 (72.9)
M, 6(5.1) Negative 32 (27.1)
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Tab. 2 Clinicopathological characteristics and efficacy of different types of EGFR mutations

Ttem 19DEL  L858R mlif;ieon P value Item 19DEL  L858R rnliiiieon P value
Gender 0.408 Intrapulmonary metastasis 0.044
Male 19 22 4 Yes 29 29 3
Female 36 27 10 No 26 20 11
Age/year 0.976 Bone metastasis 0.671
=60 29 25 7 Yes 22 23 5
<60 26 24 7 No 33 26 9
Smoking history 0.254 Brain metastasis 0.724
Yes 10 4 3 Yes 21 20 7
No 45 45 11 No 34 29 7
Adenocarcinoma 0.589 Liver metastasis 0.859
Yes 45 41 13 Yes 3 4 1
No 10 8 1 No 52 45 13
Overall stage 0.039 Adrenal metastasis 0.054
B-Mc 1 5 0 Yes 0 4 0
Va 25 15 2 No 55 45 14
Vb 29 29 12 Carcinomatous lymphangitis 0.316
Postoperative recurrence 0.577 Yes 1 4 1
Yes 8 4 2 No 54 45 13
No 47 45 12 Best curative effect 0.040
Pleural effusion 0.235 PR 34 34 6
Yes 19 22 3 SD 20 10 5
No 36 27 11 PD 1 5 3

ZINE o ER, ELLDHE KK,
EGFRIEHY | MR RO M e BT 7R T BB M PFS A A
ST (£5) .

2.5 BEWIGKKEFFTSOSHMEXM

KRN A, T8, N, B
. EGFRFIRHEM | FfEYrak. FLLDHE
KK, A EBT7OOMSE AR | J5 &k K
7 MPFSHBEEZEMOSHA MM, A14EGFR
19DELH M H0SH35.11H (95% CI:
30.1~40.1H ) , L TL858RAM23.31H
(95% CI: 13.5~33.11H ) , ZRA5%%E

X (P=0.015, KI2) . LEEBHARVTAOS
K351 H (95% CI: 29.6~40.610H ) , LT
AEHEBANI3.7H (95% CI: 2.8~22.5
A, ZRA5itE%E L (P=0.020, F2) .
i A0 & 1M EGFRIAYE A B 0SS H35. 14 H
(95% CI: 27.7~42.50H ) , FAME4 H29.41H
(95% CI: 24.8~33.91MH ) , ZRIGITFEX
(P=0.574, F2) .

ZHZ T BN, BEUNS . HHE
PESH ] M i BLEGFR T790MZ 7% ] Ry OS ) ph
ST T (£6) .
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Tab.3 Univariate analysis of the correlation between clinical characteristics and PFS/OS in advanced NSCLC patients with EGFR mutation

Item mPFS/month 95% CI P value mOS/month 95% CI P value
Gender 0.660 0.360
Male 11.5 8.0-15.0 30.5 23.7-37.4
Female 11.3 9.0-13.6 33.8 24.1-43.6
Agelyear 0.204 0.266
=60 12.2 10.1-14.4 30.5 17.7-43.4
<60 10.1 7.5-12.7 352 26.6-43.8
Smoking history 0.258 0.206
Yes 14.1 11.3-16.8 43.4 26.9-59.8
No 10.7 8.4-13.0 30.7 25.0-36.4
Adenocarcinoma 0.956 0.262
Yes 11.4 9.5-13.4 34.0 29.7-38.3
No 8.4 5.6-11.1 20.4 4.6-36.2
Overall stage 0.115 0.656
B-Mc 13.3 6.9-19.6 - -
Va 12.6 10.4-14.8 34.0 27.4-40.6
Vb 9.0 8.0-10.0 30.5 21.4-39.6
Postoperative recurrence 0.008 0.070
Yes 20.9 15.4-26.5 36.5 -
No 9.1 7.5-10.7 29.9 19.5-40.2
T stage 0.035 0.002
T, 13.2 0.543-25.8 41.9 -
T, 8.3 4.7-11.8 30.7 22.3-39.1
T, 4.6 2.9-6.3 7.8 3.2-123
T, 11.4 9.7-13.1 34.0 28.3-39.7
N stage 0.100 0.013
N, 14.0 9.1-18.9 41.9 19.9-64.1
N, 16.9 4.1-29.6 33.7 18.5-48.9
N, 9.1 4.1-14.0 29.9 8.6-51.1
N; 8.6 5.0-12.1 18.1 7.7-28.4
M stage 0.365 0.181
M, 13.3 8.0-18.6 - -
M, 12.2 10.4-14.0 37.0 32.5-41.4
M, 12.3 1.8-22.8 13.5 0.7-30.5
M. 9.0 7.7-10.3 30.5 21.4-39.7
Pleural effusion 0.018 0.487
Yes 9.3 5.0-13.7 29.9 25.8-34.0

No 12.1 8.8-15.3 35.1 25.8-37.0
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Item mPFS/month 95% CI P value mOS/month 95% CI P value
Intrapulmonary metastasis 0.806 0.851
Yes 10.2 6.8-13.6 33.8 28.0-40.0
No 11.4 8.8-13.9 30.8 22.5-39.1
Bone metastasis 0.050 0.020
Yes 8.8 7.2-10.5 13.7 2.8-22.5
No 11.4 9.4-13.5 35.1 29.6-40.6
Brain metastasis 0.679 0.841
Yes 9.1 5.8-12.4 30.8 23.3-38.3
No 11.5 9.3-13.7 32.0 25.8-38.3
Liver metastasis 0.074 0.064
Yes 4.1 0.3-8.0 8.0 0.0-17.2
No 11.4 8.5-14.2 34.0 29.1-38.9
Adrenal metastasis 0.455 0.247
Yes 16.9 4.8-28.9 - -
No 10.2 7.3-13.1 33.7 28.6-38.8
Carcinomatous lymphangitis 0.008 0.097
Yes 4.1 1.8-8.6 8.0 1.0-22.1
No 11.5 9.1-13.9 33.8 29.4-38.3
EGFR detected by tissue 0.201 0.032
19DEL 11.5 9.7-13.3 35.1 30.1-40.1
L858R 8.6 6.4-10.7 23.3 13.5-33.1
Rare mutation 114 5.4-17.5 38.6 19.8-57.4
EGFR detected by tissue 0.027 0.015
19DEL 11.5 9.7-13.3 36.5 31.4-41.6
L858R 8.6 6.4-10.7 23.3 12.8-33.8
EGFR detected by blood 0.407 0.574
Positive 114 9.3-13.5 35.1 27.7-42.5
Negative 10.2 7.2-13.2 29.4 24.8-33.9
Best curative effect 0.000 0.001
PR 12.1 10.5-13.7 36.5 32.2-40.8
SD 10.8 6.8-14.7 28.5 17.0-40.1
PD 1.0 0.5-1.5 7.8 3.6-12.0
Baseline LDH 0.000 0.011
Normal 11.4 8.4-14.3 34.0 28.4-39.6
Elevated 49 3.7-6.2 12.0 4.9-19.1
T790M 0.002
Yes 36.5 31.7-41.3

No 8.3 4.6-12.1
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Tab.4 Univariate COX analysis of continuous variables
PFS oS
Item
B HR (95% CI) P value B HR (95% CI) P value
Age/age -0.018 0.982 (0.964-1.001) 0.060 -0.005 0.995 (0.975-1.015) 0.627
LDH 0.001 1.001 (1.000-1.002) 0.004 0.000 1.001 (1.000-1.002) 0.001
Long diameter of primary lesion 0.166 1.181 (1.037-1.345) 0.012 0.144 1.155(1.013-1.317) 0.031
Sum of long diameters of target lesions 0.013 1.047 (1.021-1.073) 0.000 0.044 1.045 (0.985-1.107) 0.143
Sum of area of target lesions 0.016 1.016 (1.002-1.030) 0.026 0.008 1.008 (0.995-1.020) 0.231
PFS -0.101 0.904 (0.864-0.945) 0.000
A B C
1.0 :\‘_ EGFR detected by tissue 1.0 EGFR detected by blood 1.0 Baseline LDH
o8 4 N
0.8 b 0.8
Q 1 Q : )
g 06 3 £ 0.6 € 0.6
(;f 0.4 (;2 % EGFRm-negative subgroup=10.2 months 2 Baseline LDH normal
a 19del subgroup=11.6 months a 04 o 04 L, subgroup=11.4 months
02 02 0.2 .
0.0 b ST : P=0.027 P=0.407 L P=0.000
“7| L858R subgroup=8.6 nionths 0.0|EGFRm-positive subgroup=11"4onths ™" 0.0|Baseline LDH elevated subgroup=4.9 mbnths
0.0 20.0 40.0 60.0 0.0 20.0 40.0 60.0 0.0 10.0 20.0 30.0 40.0
t/month t/month t/month
E1 AEZESHEBENPFSEFHMZLE
Fig. 1 PFS survival curves of patients in different variable groups

A: Median PFS in EGFR 19del subgroup vs L858R subgroup. B: Median PFS in the plasma ctDNA EGFR mutant-positive subgroup vs ctDNA EGFR
mutant -negative subgroup. C: Median PFS in baseline LDH normal subgroup vs Baseline LDH elevated subgroup.

#5 BERERHSINMEGFRIEZEHANSCLCEE KRR FHHESPFSAIMHEXEE

Tab.5 Multifactorial analysis of the correlation between clinicopathological characteristics and PFS in advanced NSCLC patients with

EGFR mutation
Item HR (95% CI) P value
Baseline LDH 2.788 (1.239-6.270) 0.013
Bone metastasis 0.324 (0.316-1.464) 0.324
EGFR type 2.318 (1.037-5.181) 0.040
Pleural effusion 2.604 (1.072-6.329) 0.035
Carcinomatous lymphangitis 1.219 (0.348-4.262) 0.757
long diameter of primary lesion 1.021 (0.792-1.316) 0.874
Best curative effect 2.513 (1.365-4.625) 0.003
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A B C
1.0 = EGFR detected by tissue 1.0] = EGFR detected by blood 10| = Bone metastasis
5 EGFRm-negative subgroup=29.3 months
= 0.8 _ . = 0.8 p = 0.8
E Y, 19del subgroup=36.5 months E *11 g X Without bone metastasis
h | R b, =35.1 th
E 0.6 - E 0.6 ) g 0.6 \‘. subgroup months
= L = o < ey
F 04 F 04 Y T 04
§ § EGFRm-positive e T § Bone metastasis )
3 0a 1 P=0.015 S o2 subgroup=35.1 months S (gp| subgroup=13.7months i, o .
L858R subgroup=23.3 months P=0.574 P=0.200
0.0 0.0 0.0
0.0 20.0 40.0 60.0 0.0 20.0 40.0 60.0 0.0 20.0 40.0 60.0
t/month t/month t/month

B2 FRZEESABENOSEFHLE

Fig. 2 OS survival curves of patients in different variable groups

A: Median OS in EGFR 19del subgroup vs L858R subgroup. B: Median OS in the plasma ctDNA EGFR mutant-positive subgroup vs ctDNA EGFR
mutant-negative subgroup. C: Median OS in with bone metastasis subgroup vs without bone metastasis subgroup.

%6 ZEEHIEGFRETIEHINSCLC B E G RIESIS I 50SHME X

Tab. 6 Multifactorial analysis of the correlation between clinicopathological characteristics and OS in advanced NSCLC patients with

EGFR mutation
Item HR (95% CI) P value
T stage 0.571 (0.296-1.103) 0.095
N stage 3.595 (1.287-10.041) 0.015
Bone metastasis 13.106 (2.095-81.995) 0.006
Baseline LDH 0.381 (0.074-1.957) 0.248
PES 0.866 (0.754-0.995) 0.042
EGFR type 1.207 (0.273-5.338) 0.804
T790M 0.150 (0.023-0.995) 0.049
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(1) 2 B Je8 0 fr /0N, T IR P s i 93 A B B4 11 IR
T RRAE, A2 Fili i X TR W A R . AT
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