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BE AR/ (NSCLC) 35 R B A K 132 AR (EGFR ) ZE R 1 1 () AL 17 0

It
BITH S EGFR 1 ki67 FIRZ BIAECR . Ak FHMF RN 80 4] NSCLC H A i 2 R AR I, I
FAARPEH AU 2 EGFR I ki67 FUFRIA, Z5R 80 #il NSCLC BE A 16 B 1E EGFR R H %R 7E, H

Hs BISES 19 SNBSS 11 B AT 21 AhR TR A,

LHERE AR T AR R R

AR AR R . EGFR 1 ki67 ARk 5 EGFR RH R LK, £ie  EGFR EFRARK P, Lot

TR, H 5 EGFR I ki67 AKX,
(€300

i3 2 F i DAL 04D O JEr 5 U PR 2 e EL BB ) A
iRz — . EROITIE At s RESE R A5 1 46,5 ARAE AR R A
A 15% ", 2008 4E4 it FAT 140 J5 AFEF " | i ELAG4E A
e B, ARSNGB ( NSCLC) o5 Bt 19 75% ~ 80% , {H
& HA 2 20% W E RS IR PE DI BR 58 UIHIRYTY 5 AR AETT
H<10% ", BT 60% BB HF LK T 24k T g
W1 BT RL MG T HORE MO IR T R BE SR A K P R, TR
B AR R 7 (AR BEL R 3R 0 £ B4 3 2 £ 25 (TR Tt Ok T OB
W, KA KETZK(EGFR) 2R3 CerbB-1 A%k 5=
Y1 EGFR FK 5435 EGFR , CerbB-2 , CerbB-3 , CerbB-4 VU4, 57
B0 I EGFR Ay 2k vl AR E i i i 48 A B A K
PR AR BB B 1R 2R R IE W MIZL 40P EGFR A
FORUEFIA , M7E NSCLC [ P RN TR ML =, 2T
5% 577 40% ~80% (1) NSCLC FB %71 EGFR Iy m#x' . 7
EFEARET EGFR RAFR N 13% , WiAE WM ABEF EGFR 2875
HPEVT30% 7, BRI EGFR A A T BORE Sk 1 7 80 2
— T BRI 25 5T © 42 & B EGFR 248 1Y NSCLC
W1, 70% ~80% X3 K A A& K- 32 A4 BHL¥ 778 Sz, T EGFR TG
GAEF A 10% AN . itk EGFR B3k 2% NSCLC
BEMRARITAIRAKIE B, X EGFR Fi ki67 3Rk 55
PRIRASZ IR R i AT, AT B E4R T NSCLC /B & vh
EGFR WYZASTE N A5 EGFR Ml ki67 ZIAIAIER

— MRS Ik

1. AR B TR B FERL 2010 ~ 2011 AEAFARYATR A BB BE AR
ARHL 80 1], $90k [ A 4 32 % A K IR R 32 R B R0 IR 9T Y
NSCLC 3, HirFARYVIBRbRA 48 1, 21 4 30 S His 1 ok 5
HilbrAs 32 491,

2. EGFR JER g8k Fr A IS Y] 4 um JEYI 5 ~ 10
i, B T AT E, R A, A S R
H Nucleic Acid and Protein Purification i3] & ( MN /A &) $2
DNA, KHEEUEI LR S] DNA [ PCR 343, 405143 EGFR
518 ~21 SN H B W A 43 RS 18 S4BT
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AN, SR RBERINT . RAE,

ki67

(F):5'-CTGAGGTGACCCTTGTCTCTG-3", R #5514 (R):5'-
CCAAACACTCAGTGAAACAAAGAG-3' ;55 19 S AN G T FifE5 14
(F): 5'-TGCCAGTTAACGTCTTCCTT-3', F # 31 ¥ (R). 5'-
CAGGGTCTAGAGCAGAGCAG-3' ;%5 20 S4BT FET 1M (F) .
5'-CATTCATGCGTCTTCACCTG-3', F##31¥ (R) . 5'-TTATCTC-
CCCTCCCCGTATC-3';55 21 S48 F L5149 (F) . 5'-CTTC-
CCATGATGATCTGTCC-3', Fii# 51 ¥ (R) . 5’ -TTATCTCCCCTC-
CCCGTATC-3", PCR ¥ #47r=#&tifb e F ABI 3730 JU P {LaEA T
W P45 5% FH Chromas 2XPEHEFT 43T

3. SUEH LU AR . A B AR 2 10% F RSV BT 58
AIEEE 4 pm BEYI R BT, R SP 4T EGFR A1 ki67
AR IBR I B BIEXT IR, EGFR 28 M 45 €0 2 7 1 40 i
MY |- ki67 T & O T A b PR R 55 gl i
FE S E o AN R LR AT, < 10% 38 N B, =10% 380
P

4. BEitEA43 4 T SPSS 17.0 3, g R 7 i 38 43 4
EGFR #AE 51 RS EZ [0 1) 5 , Spearman LA AT PR
EGFR [ 2275 5 EGFR £ R iE I ki67 RIXFIKLR,P <
0.05 MEFEAGI¥E L,

R

1. IGRZERE. 80 i) NSCLC FrAs ¥y g mhtaiml, 5 49 44, %
31 1l 4E % 35 ~ 86 %, AR 59 % 5 TCIRAH s JR 3 37 H4il,
W AR 5 BB 43 ] 5 A2 B~AIE S BB 52 1), AE e R
28 1l

2. EGFR JF AR ML . 80 4] NSCLC A< Hh 16 45l 46 il H
EGFR 78, S 1156 20% A4 19 S4B+ 5 5848, 848
KR 6.25% ¥ AR A I SRR 5 21 SAMNR T 11 Bl
AR RARRN 13.75% ,YI R EBREAE

3. EGFR JE[E 2748 5 1 PRIGHERHIE Z R R (£ 1) .80
%] EGFR SR AR 5 etk R R & T B, 25645
T2 L[ 988 33 R 32.3% (10/31) (12.2% (6/49) ,P =
0.029 ] ; I & = THEIE, —H 2R AR B [ ZAR
A3k 28.8% (15/52) 3.6% (1/28) ,P =0.007 ], WG4 B3
BTWIREE, A E R A G228 L RAERNHN 27%
(10/37) 13.9% (6/43) ,P =0. 145 | ; EGFR JL K 2878 H4EH#y 43
R R RN R EL 5 bR AR SRTE X (P >0.05)

4. EGFR SRR IE LS I AR Z Al 0C 5 <80 il
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%1 NSCLC 040 EGFR HEPH 278 K B2 EGFR 5 ki67 Fi5 5ImRSEH R [ 6], (% )
EGFR [ EGFR #ik ki67 Fik
RERE ik
R (%)] Xl Py BEEL B, (%) ] X A Py MIPELHI, (%))  x*f  PME
5 4.753 0. 029 0. 905 0.341 9.243  0.002
5 49 6(12.2) 42(85.7) 43(87.8)
& 31 10(32.3) 24(77.4) 18(58.1)
AEE 1.270 0. 260 0.269 0. 604 3.078 0.079
>60 % 35 9(25.7) 28(80.0) 30(85.7)
<60 % 45 7(15.6) 38(84.4) 31(68.9)
AR 7.266 0. 007 0.308 0.579 4.042 0. 044
i 98 52 15(28.8) 42(80.8) 36(69.2)
E[ %7 28 1(3.6) 24(85.7) 25(89.3)
WA 2. 124 0. 145 0.758 0.384 4.927 0.026
H 43 6(13.9) 34(79.1) 37(86.1)
o 37 10(27.0) 32(86.5) 24(64.9)
AR 2.088 0. 148 0.218 0. 641 4.636 0.031
ok 19 6(31.6) 15(78.9) 11(57.9)
G (19 61 10(16.4) 51(83.6) 50(81.9)
iGN 0.616 0.433 0.810 0.368 0.013 0.911
=3 cm 43 10(23.3) 37(86.0) 33(76.7)
<3 em 37 6(16.2) 29(78.4) 28(75.7)
WA RS 0.748 0.387 0. 444 0.505 0.797 0.372
H 23 6(26.1) 20(86.9) 16(69.6)
X 57 10(17.5) 46(80.7) 45(78.9)
FRA KT 0.117 0.732 0. 058 0.810 0. 046 0. 830
FA 48 9(18.8) 40(83.3) 37(77.1)
FRHER 32 7(21.8) 26(81.3) 24(75.0)
PRAHT EGFR Btk 66 B, FHE Ty 82.5% . EGFR 2k 515
AR L WA SRR RN I 4 R A F3 ki67 Fik'y EGFR AENIAEHIER (i)
PRASEIURI TR (P >0.05) . EGFR 3£ %78
5. 167 2R A B 5 W RSB 2 5 5 80 ks L . it
FRAR AR ki67 BHE 61 B, BITEA A 76.25% P Bk & T 2otk i v s 1o
(P =0.002) ; IE e e T M (P = 0. 044 ) | BE— 2070 BT 98 55
TR (P =0.023 ) s 47 WA 25 T I A s 4 (P =0.026) ; i . 1 °!
RAMER TRAME(P =0.031) . SAEH JRIF/IN I I 4556 7 ait 64 10 80
AR AR AT (P >0.05) P.r= —0.088,P =0.437
6. EGFR HI ki67 & #5555 EGFR JER R LR (£ 2, = e

3):EGFREARBHHHERABZM LK (r= -0.016,P =
0.885) ;ki67 FHHFIA 5 EGFR K 8728 2 ]t JeAH Sk (r =
—0.088,P=0.437),

%2 EGFR #ik5 EGFR JLHEZARM S Z (Hi])

EGFR #£[H %7

EGFR #ik &if
- +
- 11 3 14
+ 53 13 66
At 64 16 80
Hir=-0.016,P =0. 885

Bl IR AR T USRS X EGFR N 43T 55 14
B[ 25 0 B AS EGFR 3 DR 248 (0 46 T B fe bloAy a2, K
I PRIREFE B, EGFR 119 28 A0 MR 25 2 P 2 1 2 198 54 g4 741 5
(TKIs) 259, T AR e RE P 8 e —RIBIT I i R K, iR
IR AN | PRI T A5 R R LA T A EGFR 287 R J&
TKIs —£&3AI7 BIEIRNRE X PRI 2501697 A RCR R . AR, Xt
EGFR SN RTEAE S AL B R, 1X PR 2540 (36 97 A ORI, Bt
EICRL, AW BN AN | 3 E MBI, EGFR 2878 8 & %)
TKIs 25 SRR 55% ~91% |, T A< ok 01 1 1) S8 35 5 08
1A 8.0% ~8.9% ",

HTill EGFR 228kl 1) 77 ikAR 2, A48 B 715 \PCR 1§



. 2784. rp A i K BE I 2 7 (FRL TR 2012 4E 5 A %5 6 #4510 3] Chin J Clinicians ( Electronic Edition) ,May 15,2012 ,Vol. 6, No. 10

I REMY R 2878 R 45 (ARMS) %5 B H R XA % it
B IR R R T EGFR 275 (1 42 b v 2 i FH iR 22 14
Tk, BATRAEENT 28T 80 4 NSCLC B35 EGFR
LR G AR L, 45 5 R BB AE H6 20% , FEAIE T DAAE SCRikHH
X AT B R vk AR AU i R R A 245 06, A SCiikds
TIIRE AL/ N T 25 %o 96 191 Fh AR RGNty 20 0 e 1 14
R PR AL . B 7 3 R A8 DB, PCR B 388 B RS-, JE g
A TR B A TR (1 2537 5 DR LA R DA it 39 4 20 o i R
DNA B AT REA W= A FEais 2z " EGFR R T 7 B4
IR Tp12 ~ 14 X, 28 MMM FALAL, KT 90% ByFE H 2878
BEF 19 ~21" 0 HA s LS 19 F21 ShE TR 3555 19 4R T
P 743 ~755 o s M G e 5848 S 3 TTER 21 Ah 1L 858 %%
I FLE SN, AWK 16 FlZe45 9 5 6] 19 Mg T %
A5 11 51 21 AR F2EAE A SCHkARGE .

KB R EGFR JE K 228 54t R W0 AR i 4%
YIRS ARG 80 191 8 2 b AN W A0 8 5 M EG A T %
TR IR R (A S 3R TR I AN X EGER 114 2875 &2 3 {4
PR X S LIFERIRTISSE AL, (H 22 A G2 L,
3 H DR ] B S5 910 /> I e v AN BB AT 5 5 T RS ) EGFR
SRR 1 B Ry g 135 e A A R R, U P g BB A LR
I R 5 50 TR R4 R EGFR 2878 K24 Bl ok
A DAL e A S , AT LA R Tl R R S T AT EGFR
R AE AR R AL

JIARSREAR o T AR AFR A H R S A B 2 s AR 98 748 %
TS, R BB RN S BB A I Y ECFR 28748,
L RBH I I W g 20 4 35 PR 2R AR 0

AP A EGFR & By 82. 5% , 5 3CHik{ki& EGFR
FE I NSCLC RIAR LT 50% UL 454, X F EGFR &HA
FEIRE G R BRARFAE 2 7] (1) 56 3R, M S SCHRE B AR —, &
BT REJEL A - AR R A R AT 20 19 W25, ARG I rp
R EGFR 515 ARHY AHZUERY M RN A Ab R R
CLEEFEAL GG AR B IE ¥ JC 6, EGFR R IR IL B REME N
FE PRI 275 A4 0 1 FIVE M I R EGFR-TKIs B4R E B 1 2 WAL
ANGi—, AR EGFR FH R X GHH AR Z T (P
=0.883) , AL 54 EGFR 8 [ 35 E Ry 3 [H 2875 1 fifi 16
AR H EGFR-TKIs 254 A5

ki67 SEAGHI A JeE 41 3% 5 16k A TSR B R AR 2 —, S
AR RN FRRE REA X, HECT ki67 5 NSCLC
BIWFFE LA/ AR URAG I b | 2 TR ki67 22 WL T M W | WA
MR, 578 RS RE ki67 £ LT NSCLC H ik
FEAVESMERR BT & . AN RS 30 ki67 B4 2 3k B i 40
JiL 53 AR B (A BRI S8 8 T v, T R R AR o0 i 4 2 34 B
BEJIBR T S IS, KT ki67 5 EGFR JLHE 578 2 A7 1%
HRRBANERE, ARRKI 5 LI ki67 5 EGFR 3 H %848
S, A It ki67 bR 2l 2R RO BETE BE T, L T A A A R et
EGFR J& [H 2875 s iR 75 Bt — 25T

PR _F AT B vk 2 A U NSCLC A EGFR 2828 /A7 3%
Tk, NSCLC B+, et B =R AR L UL, LI%E 19 &

HNE TR SEA RN 21 AN TR RAE N, EGFR £
LG RRBYFIETC S, 5 EGFR #E R = A8 th Jo 3¢, L ASREAE
AN F EGFR-TKIs Z54KH5 , ki67 Feik £ UL T B4k i |
WARFN AR I s (B EGFR JER AT,

£ £ x W
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