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I EGFR A 19 Je 21 AP FRASNE L, [R] B R F G e 2 2 S R 41 40 ERCCL 25 1 #2356, 4B EGFR KL [H %8
A7 ERCC1 5 (3R 55 S5 I de B G RS BEAFAE RS M C R, R EGFR SE [N 87848 2ot JCWH BB i |
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Relationship of expression of epidermal growth factor receptor genic mutation and excision repair
cross complementing protein 1 with clinicopathological features and prognosis in pulmonary adeno-
carcinoma patients
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(1. Xinxiang Medical University , Xinxiang 453003 , Henan Province ,China ;2. Department of Oncology ,the First People's Hospi-
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iang Medical University , Wethut 453100 , Henan Province ,China ;4. Department of Oncology , Nanshi Hospital Affiliated to Henan
University , Nanyang 473065 , Henan Province ,China )

Abstract: Objective To study the relationship of expression of epidermal growth factor receptor( EGFR) genic muta-
tion and excision repair cross complementing protein 1 (ERCCI ) with clinicopathological features and prognosis in pulmonary
adenocarcinoma patients. Methods The sample of pulmonary adenocarcinoma tissue in 160 cases with pulmonary adenocarci-
noma were collected in the First People’s Hospital of Nanyang City and the First Affiliated Hospital of Xinxiang Medical Uni-
versity from March 2010 to June 2011. Mutation of 19 and 21 exon of EGFR gene was detected by amplification refractory sys-
tem in fluorescence quantitative polymerase chain reaction,while the expression of ERCC1 protein in tissue was determined by
immunohistochemistry. The relationship of EGFR genic mutation and expression of ERCC1 with clinical pathological features
and prognosis was analysed. Results EGFR genic mutation in female patients,and no smoking history of patients , tumor diam-
eter less than 5 em was higher (P <0.05) ,and it had no connection with lung adenocarcinoma patients with age, pathological
staging and lymph node transfer( P >0.05). ERCCI protein expression concerned with pathological stage (P <0.05) ,but it

had no connection with with the patient’s gender,age ,smoking, tumor diameter and lymph node transfer (P >0.05). Expres-

DOI.; 10. 7683/ xxyxyxb. 2016. 10. 015
W F B #A:2016 - 06 - 15

PEEE AT AR (1984 ) 55 ST g B AL AIF AR AR 32, 507 1ol < BRI R 53697

BEIER HFIR (1957 ), 3 e pg B, 1k, AR BRI, L AP0 AR 0, 505 ) < IR 2543 18T 5 E-mail : nyhelimin@ 163. com,,



5510 44

IR, 55 R BERINT R AN R RTIBR G 2 3 U AME A 1 65 308 5 g A8 8 W PR AT 4 B0 P 56 % - 895 -

sion of ERCC1 protein in lung adenocarcinoma with EGFR genic mutation was low, EGFR low expression of ERCC1 in lung ad-

enocarcinoma with no mutation of the gene was low, the difference was statistically significant between the two groups (y° =

7.253,P <0.01). The progression free survival (PFS) of EGFR genic mutation positive patients was longer than that of EGFR

genic mutation negative patients (y° =9.567,P <0.01) ;the PFS of patients with low expression of ERCCI protein was longer

than that of high expression of ERCCI protein (y* =10.025,P <0.01). Conclusion The expression of ERCCI1 protein in

pulmonary adenocarcinoma patients with EGFR genic mutation is low. The PFS of pulmonary adenocarcinoma patients with EG-

FR genic mutantion or low expression of ERCCI protein is longer.
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TEAIRVE I, il R 3 BURAESE T 19 &
FFREAN % K A F 32 1K (epidermal growth
factor receptor, EGFR ) J& JE /> 4 Jitg fili ¥ ( non small
cell lung cancer, NSCLC) J&JT7 B> T-#IbR . EG-
FRIEHRAE FEEAT 19 221 ShE 7,45
85% ,1¥ NSCLC g vf EGFR 3[R & 78 i R T
R F B e R R Y A R A T
NSCLC #7 iyllfh PRIA S P71, EGFR J P 58748 /6 %
TEIT AR 80% o T 5 F VD2 W R 5T 1 5
Kb A T AR e S RIS By —2aR )T
A7, A5 R EGFR 878 FHE J 47 b EGFR 72 Y]
PERLH A S B % . PARK 461 il , EGFR
FEIN G A R W A6 T IOV R o DA BAIESE
HERFW]  EGFR LR 542 AT Fil| NSCLC ®f LASHZE
HFHERE AL SIRITRCR o VIBRE S 58 SUHAMER 1
( excision repair cross-complementation group 1,
ERCC1) 4% 1 R V) bR 18 52 i A2 Y 32 B2 iR 4
]I AGHE R SR A A2 0T Tk . AZU-
MA %) GANDARA 41" 4 4 NSCLC 14U EG-
FR 272 Ml ERCCI mRNA ik HG, X LEHF 5T R
7N, EGFR £ [K =45 1) NSCLC B3 ERCC1 {3k,
It A%z IR R A6 7 B F AT REA K
WA AHETEXT IR ZH R EGFR D %48
S ERCCl # HRIXG AT M7, §TE T it EGFR
BRI 97E 5 ERCC S HRIBHI R R VPG —H Kk
IR fili e B8 E RO TS R o

1 #REFE

L1 —#&EM ARAKIET 2010 4 3 H 2 2011
AF 6 H e R A T PH T 5 — ISR Be ST & R
F—MB R BT T ARG AT 160 fil i f 82 1) T
ARUIBRA L, Foh 55 85 i, 2 75 {35 4F it 38 ~ 78
%, PALAER 60 %, =60 % 82 {4, <60 % 78 f4il; JC
WA st 5 99 9], A WL HA L 61 {51 iR AR =S em
FH T2 1, <5 cm F 88 {5 47 A€ X Sk L 4L e A2 3
66 1, R A BUM L5 AL 94 4l [ PRy 1 i 4>
. 1395 64 {1, 11391 40 f3if, I0 491 48 5], IV 19) 8 31

pulmonary adenocarcinoma ; epidermal growth factor receptor; mutation ; excision repair cross complemen-

AR A 58 B Im R BEORE, B0 B TR, HoAR
HIARZ AR AT XA A e ia T
AJGhRAS R 2 A 1 D) R BRAL 222 Wit . R
TG BEDT , UL H 24 2014 426 H 30 H ; A= A7 [H]
PLH A TR H TR Z H 2 iR J i st ) Ay
Tt A=A (progression free survival , PFS) |
1.2 FERFE5{XEE DNA R & BB
Ji ( polymerase chain reaction, PCR) i & (JE [ 13L
TEAYEAPHA R A A, BBt A ERCCL HpifE
PRI B 2R i A W Wt s 1 1) R 0 B B
B_PT (L E NeoMarker 23 F] ) , 2 B A i (X
DURAEAE ) TR R W) s 862 B ( b
g E A AR A FRZA ] ), Mx3000P 551G 5E it PCR Y
( 32 [# Stratagene 2\ F]) o
1.3 ZETEE PCR {4 M Al BR 72 42 A+ EGFR
EE19 M2 EFRE T ARAHNE AN
HEE G 4 pm JERREALD 4 ~8 F, i
5 RS DNA 2400 G0 6 B4R AL i I i S B 73
JFRZHZL DNA, fiff FH 43006 B2 1 D 3 o7 4 B DNA
MM EE LIRS . P L% DNA Dy S il i, A4 PCR
R & A BB B A A 75 i, 72 Mx3000P 55 i &
PCR AL AT 4, %10 &4 35 1 EGFR JE K
19 121 SbR 7195 |9 SRS, Kl EGFR Jk [H 5878
FIDL R A 19 AR IR T-5lt 2k 2875 19exon 2235-2249 del |
2236-2250 del ,del E746-A750 K 21 #pE + 5 %75
21exon 2573 T > G; v & 2L 25 4k o 1L858R ; PCR
2295 C 5 ming95 °C 25 s.64 °C 20 5,72 C
20 s,3 15 NFEFF;93 C 25 5,60 C 35 5,72 C
20 5,326 DMEIN; TELE M AR P (60 Cf) b fF
5,28 PCR AU BT HEAILA A AL B [l i 4 1
SV HIZR . EGFR A 2848 28 Fedie 2% SCRR[ 11 ] 1Y
T T HE . ACEBINE SR LT 4 A7
AT, USA ARSI ), 48 R T A = (1) B B (R
DNA F£ i i PCR | ) J& FAM {55 (FAM 2l 7¢
JGHERT) FhS 5 (2) BHPE X ) o 2 f A B 42 %of
W id) CLE <205 (3) % FAM {5 5 THE B A Ct
fH>A 15 ~ 215 (4) 4% HEX {55 (HEX 2 A&



- 896 - G Bl

2016 4E 4533 &

http : // www. xxyxyxb. com

Al FHikE . Ct {E HH PCR #4713 AL 58
o AFEMIER I E YA — FAM (5593 il 2k
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Tab.1 Relationship of EGFR genic mutation and ERCCI1 protein with clinicopathological features
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KA/ B/ mERIB/A RERK/ B
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N 2
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Fig. 1  Relationship between EGFR genic mutation and
PFS in patients with pulmonary adenocarcinoma
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Fig.2 Relationship between ERCC1 expression and PFS in

patients with pulmonary adenocarcinoma
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