i Kt 5 BN

it
=

Journal of Chinese Oncology,2020,Vol.26.No.9

147 5|FHBR%E EGFR E & 19.21 4B F =TT
SigRFEIEFFE KRR GRI X &

Relationship of EGFR Gene Mutations in Exons 19 and 21 with Clinicopathological Features and Prognosis
in 147 Patients with Lung Adenocarcinoma / ZHANG Wenwia, ZHANG Y i-zhuo, WANG Lijuan,W EI Hong,ZHU Qifeng
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W OE [ HA ] BRI RR I B R E K B 3Z 4K (epithelial growth factor receptor, EGFR) & K 19 4 &
T 2140 B A ROH Sl R FRARAE RIS G R . [ 7] Hﬁﬁ'lff%ﬁ 2016 4£ 1 J = 2017 4£ 10
H IR BEUIA Y 147 5 i N5 5 25 10 s PR WOk, 46 EGFR JE D848 . R JH BN 2 /37 71 22 T Logistic 1l
VAT 53 7 fili i 98 J8 35 EGFR JEE 19 21 Hh 7 5 748 55 1 DA BIURRAIE 1) OC 3R o A= 7 1 26 40 7 Il e 9 18 3
EGFR £ A 19 21 S FRB S WS MK . [ 4550 | 147 0 i 6 &8 5% b & E EGFR %lﬁg 68 14
(46.26%), H:i 19 4 F 578 35 ] (23.81%),21 4 F 5745 28 ] (19.05%), Hifl2&HI 545 5 4
(3.40%) , Zctt oWl TNM T ~ 1131 | & 404k 3% EGFR 2 19 .21 4 i 5848 .ﬂ;?é‘%ﬁ ﬁﬂ&kﬂi 1]
Wi~ VI FAS e 2 3 . EGFR 35 19 21 4 72848 B H (W vh A= A7 B 1RD S 80 JAL, i+ 1921 b 7ok
AR B B P AR TERF TR 66 JA (P<0.05). EGFR %4 19 ST 55 S0 0 7P 32 77 R Dy 82 J&,21 4
BT B WP O A AR RO 78 T (P>0.05) . [4538 ] MR EGFR %£14 19 21 SN BT 58 i e
K 46.26% , £ AR S R A3 AR R A I RO B AR 3 5 EGEFR £ 19 21 AR 7R A L, EGFR
B 19 21 4 FRABEWBUS T 19.21 48 FAREAEEH  EGFR FEH 19 ZAFBHF W HF 5 21
TSR R E TC I 2

AR il R 5 2 R A A R B2 R PR 5 AR e BRRRAE 5 TS

hESES R7342 XEARIREE.B X EHES1671-170X(2020)09-0838-03
doi:10.11735/j.issn.1671-170X.2020.09.B017

il g 0 e T A VAT WO s AR R TE ] M 82 i, Lk 65 B, AF % 30~81 &, SFINAERE

AER, 20 5 F R YT BRI 9 50%~70% 4 FHE (62.84+17.36)% . N ABRUE . 77 & tH 1A= 20 21l
G Y7 Bl AR R BRI O A, BARERYE B BN UE (2015) 1O IR IR PRS2 3%, HEBRBRUE
B R RN AN R R A K TR (epi- AR R 2t BT )T, AR E T

thelial growth factor receptor, EGFR) J& — i %5 i &
S0 R T 1 R o NN = A o o
AR PR AR, e R B R AEEGFR
FEIA A E RS, 7E EGFR 2K 19 21 b+
SRR W IR R 90% LA 11 AR IR
T 147 Bl e EGFR JEH h 19 21 4h i 7%
ARG O, B 5 I DR FEAFAE RIS 19 &

1 #ZBETZX
11 — AR

o] JB5 M 40 A 2016 4 1 H & 2017 4F 10 H i
37 & BEURCIA BY 147 ) il i g 28 3 B9 I IR B 6k, 5B

HEEWMB . LALEY ev T B K E TR 2018WSA17007)

BEEE . KXE B EEEH AR, HETIERPHEA, LES
WA S X E N T % 2888 5 (274000) ; E-mail ; renx-

ieshalzy@163.com
Y& B #3:2020-01-03 ; f£ [ B #7 :2020-02-20

838

PR R B gEs 65 1) FLk R ges 37 1) Bl Sk AR R
23 M5 SRR IEE 18 ) AR AR 4 1, AR B o i
# 43 (tumor node metastasis, TNM) 23454 . 1 1]
37 ) 0 25 ) TR 53 91 IV 32 1], Aot
BEBEfe e bt s dib o, S B K R Y RN R 0T 4
FRERES,
1.2 MRAZE

BERIATIT AT, Yoy i il 2 A R
B ARG U s B BUAR AR EAT BRI , AR AR 22
A% rh P TR 8] 2 W IR K, A0 i f 2 m@.i)u,r o
DA 2H 2 b i IROBE S AL R, R T O 8
PCR #4794 R HI S EGFR 5 P 58 4% K ) 28 5]
& (DU T 1 A= T RHEAT BR 2 B ) Al EGFR 2
RANE O

68 1] EGFR J& A 572 i & o L n] ¥R 7 Ik & T
ARIGTT 23 6] BE G EEA AT 19 6], SRR G
J7 14 i) HAWIE YT 12 4] .79 BIEGFR HE P A 28742 i

BB 3 7 & 2020 4R % 26 %% 9



Hh AT RS T ORIAYT 27 O AT IR T BEA OT
21 1), B ER )G 7 13 4], HoA IR yy 18 i), IR+
o BRAGAGJ5 56 1 RITURBEYT , 3T 5 A AF InFa] , Bk 2
2019410 30 H.,
1.3 ZitzaE

K SPSS19.0 HF AT Bl o B, T BEORER
P ECARE 22 () R, U LEBCR T ¢ 460565 71
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gistic [IHBIRY | Kaplan—Meier 4= 77 f £ #1 Log—rank

], EGFR JE£[H 19 21 Mg 75748 B 1y h 4 A= 77
A R 80 J&1,19 21 4 i F A 2 748 /3 1 v A A7
BfIE A 66 J8, 22 5 A Geit % & L (P=0.033), EGFR
FEIH 19 b 7 28 A8 BB B RS AR AR TR R 82 JE
21 AM B FRAS R E P e Rl 78 JB, 5%
TG it L (P=0.171) (Figure 1),
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147 5] fiti Big 9 B8 & b, 68 1] AR
TR EGFR REHRAE (46.26% ) 5
H A EGFR 2K 19 4h 79878 35 4]
(2381% ),21 4b & T %€ 4 28 i
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22 EGFRERE 1921 hEFRET
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EGFR Z:[H 19 21 4h W 7 R 48 K5
TRk 835 (P<0.05), EGFR & A
19 .21 4h 8 722728 H5AE WS | i 84
A MRz 55 G0 B OCR (P>
0.05) (Table 1),
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Table 1 Relationship between EGFR mutation in exons 19,20
and clinicopathological features

SRR 1R IR

EGFR mutation in exons

Features N 19 and 20 X P
Yes(n=63) No(n=84)
Age(years—old) 147 63.76+15.47 61.92+17.25 =0.667 0.505
Gender
Male 82 26 56
9.414 0.002
Female 65 37 28
Smoking history
Yes 74 24 50
6.613 0.010
No 73 39 34
Pathological classification
Acinar adenocarcinoma 65 24 41
Papillary adenocarcinoma 37 18 19
Micropapillary adenocarcinoma 23 12 11 2.770 0.593
Solid adenocarcinoma 18 8 10
Adenocarcinoma colloid 4 3
TNM staging
I 37 19 18
I 2 o ? 2.663 0415
I 53 17 36
v 32 11 21
Tumor differentiation degree
Poorly differentiated 8 5 3
Moderately differentiated 96 32 64 10.260 0.006
High differentiation 43 26 17
Pleural invasion
Yes AP % 1.885 0.170
No 56 28 28

19 .21 #h g FRAFM L& (P<0.05)

Table 2 Logistic regression analysis of the EGFR mutation in exons 19,20

and clinicopathological features

B SE  Walds df P OR 95%Cl

(Table 2), Influence factor
24 EGFRER 1921 BFRE
5WmEHNaHh

Smoking history
#IE 2019 4 10 A 30 H ,147

11 Bili i 8 SR R AU 12 L BB T 41

TNM staging

Tumor differentiation degree 0.316

0.331 0.084 6.726 1 0.036 1.794 0.647~0.925
0.253 0.157 2.158 1 0.009 0.416 1.124~1.569
0.185 0.236 10.614 1 0.248 2.442 0.986~1.232

0.102 8257 1 0.014 1.208 1.272~1.658
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Figure 1 Survival curve of patients with lung
adenocarcinoma
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5, TS I A0 AR R B A AL S B0
JE7, EGFR B 74 LA 28 A~4h &+ il fig g
EGFR R R4 FZER KAT 18~21 b+, &
SCH 147 il B AR R EGFR &R 28 48 i & A2 R h
46.26% , 19 Hh i 5748 K 2l 23.81%,21
AN TR K RN 19.05% ., EGFR % [H A8 777
IR 2% 5

AL Logistic [FIH > Pras R B, YA WA
o P o Ak Y 5 BB EGFR 3% [N 28 45 A 56 (P<
0.05), 2 Vi R % EGFR £ 1K 19 21 4B 1%
AR RS T B, O B EGFR LR 28
7R ) R A SRR T AT R sl R W PR R A 55
T 5% 1] BE 2 il R HE % EGFR 3 [H 58 7% 1 5% mig |4
%, EGFR BRI AR e T2k AW 8 3 o i g
i oAb B E EGFR LR 2848 11 & A R T4
e ASHIEIT 45 5 oK, 147 15 il JR g8 B 2 0 48
W PR R 4> R TNM 43 . B2 R 5/
EGFR K 19 .21 A i 58 48 AN 778 M 37 52 1 5 3R
(P>0.05),

EGFR 3 KU W fig % 75 5. 01 45 7 il Bt 968, 36 T
LFe 5 R0 A 7 D % 2 2 DA 400 ) 700 45 8 1) 245 90 A 2%
s e e | e R TR AR S 147 15 fii i b gE
T- 41 6], b EGFR 261 19 21 Ah g FRAF R E K
W A AEIRFR] S 80 Jil, B i T 19 .21 A 7R %8
A5 HBE 1Y 66 JE (P=0.033), 5] EGFR 2 [H 19 21
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AN 5848 5 B U A OC i AE EGFR 2 19 4b
P57 R 21 A1 7 28 BB OE I S 2 [H] JC
it F 5% (P=0.171), EGFR % 19 21 4§ 1%
A5 8RB NS KA R AT X EGFR Ay #8 s57 11 43§12 1)
BT R R A A

Zi 1Tk 147 B B S EGFR JE B 19 .21 Ak
B FRAE K AFN 46.26% , V] AR S g o1k
TR A5 I R BEARAE X 5 EGFR 2E K 19 21 4h &+
RAFA K, EGFR £ 19 21 A1 i 7 58748 .35 1) il
JElF TR R B #F EGFR N 19 78 B FH W Hin
52 B FREBHEILHB2ES
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