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[ Abstract ] Background and objective At present the proportion of lung adenocarcinomas in NSCLC is higher
than before. Thus, the study on prognosis of lung adenocarcinoma is extremely important. The predictive value of epidermal
growth factor receptor (EGFR) mutations for prognosis in patients with resected lung adenocarcinomas has not be reported
in China. The aim of this study is to analyze the association between the EGFR mutations and the outcomes of patients with
resected lung adenocarcinomas. Methods Total of 301 patients with stage Ia-IIla resected lung adenocarcinomas whose sur-
vival had been identified were retrospectively analyzed. Their EGFR mutations were detected by real-time quantitative PCR
and DNA sequencing technology together. Results The proportion of EGFR mutation was 52.5% (158/301). The 2-year
(disease-free survival, DFS) of EGFR-mutant group and wild-type EGFR group was 76.8%, 83.0%; S-year overall survival
(OS) of them was 67.7%, 65.7%. There was no significant difference for two groups (P=0.252, P=0.715). Further analysis for
subgroups shows that the 2-year DES, S-year OS of mutant group and wild-type group in stage I-II was similar. For the patients
with stage IIla, the median DFS, 2-year DFS in mutant group was 12.2 months, 21.1%, lower than the 22.2 months, 42.1% in
wild-type group. But there was no significant difference for both groups (P=0.584, P=0.295). The median OS, 5-year OS was
34.0 months, 30.8% in mutant group, while 38.7 months, 22.9% in wild-type group. There was no significant difference for
both groups (P=0.907, P=0.444). Conclusion EGFR-mutant group with resected lung adenocarcinomas has a tendency of
lower DES than the wild-type EGFR group only in stage IIIa, but there was no significant difference for both groups. The EGFR
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mutation status was not associated with disease-free survival or overall survival in resected lung adenocarcinomas.

[ Keywords ] EGER mutation; Lung adenocarcinoma; Disease-free survival; Overall survival
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(P=0.919) ([&1B) . EGFRZZSH GHFERIZ] ) SH0S
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Tab 1 Characteristics in patients with resected lung adenocarcinomas

Characteristics EGFR (+) EGFR (-) P
No of patients 158 (52.5%) 143 (47.5%)
Subtype of EGFR -
Exon 19 78 (49.4%) =
Exon 21 53 (33.5%) -
Exon 18 6 (3.8%) -
Double positive 21 (13.3%) -
Gender 0.047
Female 91 (58.0%) 66 (42.0%)
Male 67 (46.5%) 77 (53.5%)
Smoking history <0.001
Never or mild smoking (<400 cigarette years) 130 (59.6%) 88 (40.4%)
Heavy smoking (=400 cigarette years) 28 (33.7%) 55 (66.3%)
Age (yr) 0.143
>60 74 (57.4%) 55 (42.6%)
<60 84 (48.8%) 88(51.2%)
Surgical stages 0.992
la, Ib 94 (52.2%) 86 (47.8%)
lla, llb 25 (53.2%) 22 (46.8%)
Illa 39 (52.7%) 35 (47.3%)
EGFR: epidermal growth factor receptor.
A B
109 EGFR status 1.0 .
N
T e Mo 0s]
vt SN
_ o B e,
g 0.6 P=0.731 2061 P=0.919 "——w ‘
2 2
§ 0.4 5 0.4
0.2+ 0.2+
0.0 0.0
00 200 400 600 800 1000 1200 00 200 400 600 800 1000 120.0
DFS/month 0S/month

Bl 1 EGFRRERESSAREDFSKOSHIE R, A: 21851 BHEGFRRE RS S REDFSHIERFS T, HhRTEEEHT1201, BFEREE1066];B: 30161 EE
EGFRREIKESSEARROSHEFN T, HpRTEBE1580], FFAERBE1430],
Fig 1 DFS and OS for EGFR mutated and wild-type patients. A: DFS in 218 patients, mutated EGFR: n=112, wild-type EGFR: n=106; B: OS in 301
patients, mutated EGFR: n=158, wild-type EGFR: n=143. DFS: Disease-free survival; OS: overall survival; EGFR: epidermal growth factor receptor.
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Tab 2 the relationship of EGFR status and 2 year-DFS, 5 year-OS by stages

122407, BHEBMATEAR (19/38) 922201, HH
DFS TG4 225 (P=0.584) ; Z745% (39/74) i}
AR (35/74) RIGHALOSH 3400 H L 38740,
W OS KL it2¢ 225 (P=0.907) ([F2E, K2F) ; %
AR 24EDES%21.1% (4/19 ) B AR T HF A= U [1942.1%
(8/19) , (HEG 2257 (P=0.295) ; RAKIHISIE
0S#830.8% (12/39 ) M THF A= B122.9% (8/35) , {H
TGt S (P=0444) (%2) .

2.5 & KJGEGFR-TKIsIRYT A 220 J5 5 Kk i 5%
~2idEGER-TKIsj&y7 (2 ) , HPEGFREA K g #13
], O RIFOSHILIAH , TKIsIGST I iPES A 19
A BRI FEM, i KGOS K384, TKis
RIT IR AIPES 6 A

3 itig

AT RN, EGFRIEEARIRA XS AT F-AAT] B 10 il i
i HL R S5 DES L OS TE T A B . XoF S [ 43397 #3528
iR, Tafl-TIb M 35 v EGFRIE AL AU 55 W A U4 24F
DFS# | SHEOSHIHIE 25, HIDFS, OSH ARk,
TR MFE P, BRI F T E R,
{HEGERZEAE RUF X A2 75 2 o) - DES 8 4 T OS AR o

ZRENH R, TR TR R KA
TS SR T, X AESERTBORESE R B AR I IRE . T
EGFRGAEIRS AR EAF M ST 52 mR 97, 5 BEAEDF
PO,

Surgical stages 2 year-DFS (n=218) P 5 year-0S (n=301) P EGFR-TKIs (n)
All stages
EGFR (+) 76.8% (86/112) 0.252 67.7% (107/158) 0.715 13
EGFR (-) 83.0% (88/106) 65.7% (94/143) 9
la, Ib
EGFR (+) 89.9% (71/79) 0.31 83.0% (78/94) 0.728 3
EGFR (-) 94.4% (67/71) 84.9% (73/86) 5
lla, llb
EGFR (+) 78.6% (11/14) 0.999 68.0% (17/25) 0.526 2
EGFR (-) 81.3% (13/16) 59.1% (13/22) 1
IE!
EGFR (+) 21.1% (4/19) 0.295 30.8% (12/39) 0.444 8
EGFR (-) 42.1% (8/19) 22.9% (8/35)

EGFR-TKIs: EGFR tyrosine kinase inhibitors.
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2 FESHTAPEGFRREIKSEREDFSKROSHIX R, A HIBEEGFRREKSEAREDFSHETST, HhRERT7I6), FERT716), B IHEE
EGFRRERSEARFOSHI LRSS, HARERIOAM], EFAERIB6H]; C: IHBEEGFRREIRSSRGDFSHIERFS T, HhRTR144), EFAER6MH; D : (15
BHEEGFRRT RS ARBOSHETSH, ERRERI256], FFER26]; E: laff BHEGFRRE RS SR EDFSHEEN T, EARRETENF, FFAEE94];

F:lafiBEEGFRETIRS S RGOS EF S, HARETRI39%, FF 4R350,
Fig 2 DFS and OS by stages. A: DFS in stage |, mutated EGFR: n=79, wild-type EGFR: n=71; B: OS in stage |, mutated EGFR: n=94, wild-type EGFR:
n=86; C: DFS in stage Il, mutated EGFR: n=14, wild-type EGFR: n=16; D: OS in stage Il, mutated EGFR: n=25, wild-type EGFR: n=22; E: DFS in stage
llla, mutated EGFR: n=19, wild-type EGFR: n=19; F: OS in stage llla, mutated EGFR: n=39, wild-type EGFR: n=35.
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