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Detection of EGFR gene mutantion in human cervical cancer

Aom A FLR OB A3 RFESR S_MBER 224, 1® &9 330006; 2. 1S KT ARAR
E %3, 2% &S 330006 )

[ E] HE: 0 A S8 b 32 1 A4 K 152 1 epidermal growth factor receptor, EGFR )&% [ & A= 58 A8 24
G PREF R EGFR WM ) 3097 2 SR B B S A . 7V« YR 86 {912y 00088 H 34 1005 B AL 77 S Bt L ST Y T S 07 124l
PEELRIZH DNA, 23 31 5R FH 3R & i S W ( polymerase chain reaction, PCR )3 AR F 3 & Bilf 5l [z vy - BR il ¥ - BEA BE 2 25397 re-
striction fragment length polymorphism-polymerase chain reaction, PCR-RLFP )i N\ B Fifig 414 EGFR 3L JE B AESS 19 4h i T
) 28 45 21 AN TS . G5 R < 1F 86 BN BURMAI SR A, PCR A B EGFR FEF 5 19 ST BB 5%
A5 PCR-RLFP KA E] EGFR 5 21 4hR TS5 . G518 NErSUM4141 EGFR JE I oRAG I 155 19 4h i T B2 58

AFFNEE 21 AT SRR
[ %43 ]
[ FE4ZES ] R737.33; R730.2

BB UL AR R, ek AR A L
PP R TP R SR A XTI SR AR T
156G AR R it i Ay I RE B = 3 o3 R I AE A
R, K, S 30 N ARG R BA B YR
WAEEME, EGFR J& 1Y 175 5 i 2 2 I ( tyrosine ki-
nase, TK )44 R F 324K, J& JFIEFE R C-erbB-1 /)55
PR FE L RS R TP A s Y S bR e
Mgtk 5 R (RZBE R B VIM . EGFR
L[N e B AE P EGFR-TK X 45 19 4@ T FI4H
21 AR, B A PR 2 VRIS AR, T 5 & T i
fr S AT o 43T 1) 245 0 I R A T A
F( tyrosine kinase inhibitor, TKI ) 1] i+ /£ H T EG-
FR-TK DA Z R A G 1, T A EGFR JEPH 5
19 21 AN 12875 55 il 240 L X6 TKT 4 Sk 2 1)
FASETS) BB EGFR LB 2 AE45 19 .21 4R
FRAE K5 TR USRI R BRI TG 2,
AR BTEIRTT EGFR 255 19 .21 54 F7E 5
L ORI - t T

1 #H¥5E7EE

1.1 Rt %

WC4E 2005 4F 5 1 & 2008 4E 12 H /B R BE
F eSS BRI R Be S VTG 44 R 5 B 86 1B S0
BE AU F UG BRI S iR A =
P I B 509 LA L, e N TG H I SR BE , ] L4 0
TCRAE . 86 1B T B A% 26 ~ 78 2, i 4F:
W& 46 %, FGERLH LAY B 5 9] SR 79 AN

B HUINR s R B A K IR T2 0K SR M BE S -BR AV R B B2 278 5 JE IR 5%
[ XEARERS ] A

[ XZHS ] 1007-385X( 2010 )06-0665-03
Wdes 2 49, BT AR IR T AR 0T fifkyr . B
A BHF LI FIGO Il AR5 AR, Horbr o 19120 4, 4
23.26% ; [ ~ Ml a 25 f, 5 29.07% ; I b ~ IV
41 B, /5 47.67%
1.2 Br-247 %442 A K 40 DNA

VEBY) R JREE A 5 pum (R AEOMRE T 3 ~
4 KA 1.5 ml #) Eppendorf 45, 28— B ZE b,
CEEDLER TS, INATE AL 400 wl, FFANA 20 wl
HE I K10 mg/ml ),56 CEAL 4 h, SRJ5 AL
PRFRA R T B T e IR 2% L3R 15 h,5 000 x g
4 °C 0 15 min, BT, A S5 R BLAR R
S 200 pl, & THEHIRG & LR 15 h
5000 x g.4 CE5.Lr 15 min, W5 W, 0 A 251K
TG -5 G B 400 L, B e e 4k % o E 4R 20
min, 5 000 x g.4 °C &L 15 min, J WA
10% LR 2 fEARFR BV O, 52 9% 3 ~ 5 min.
5000 xg,4 CEL> 5 min, 35 FH, A 2 AR
70% V3 5. 5000 x g.4 CEL> 5 min, 7 70% )
W, AR VR 2 R E BT, A 10wl Tris-
EDTA 7% #( 10 mmol/L EDTA,25 mmol/L Tris-HCI,
pH 8.0 )i f# DNA, —70 CI-7E% .
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1.3 PCR ¥ EGFR )R % 19 L 25 Fo 5 21 SF 2T

W& EGFR A BRIFHN Genbank NG 007726. 1),
N Prime 5.0 3RF53 51T EGFR 55 19 F1 4 +-F1
521 SR PR SRS 1, OF T Oligo 6.0 FAFXT 75
WATRUE . 519 B AR TR A BRA R A AR
(F 1), #£20 pl PCR WARZR PIA 10 x PCR X
W2 2wl MgCl, (25 mmol/L ) 1.4 pl,dNTP
( Mix,10 mmol/L )0. 4 pl.Taq fiff 1 U, L FlE519
(25 pmol/L )45 1 pl &K ZH DNA( 50 ~ 300 ng )2
wl, il DEPC-H,0 #MFE% 20 pl, PCR KW 4514 H
95 CAEYE 5 min, #RJ5 95 °C 30 s—56 C 30 s—
72 C 1 min,35 MER)F,72 CHEMf 10 min, PCR
P2 6% FRNIGETE I EERE 500V K 1 h )5,
Yy B, EGFR NS 19 4h BT B R
( del E746 ~ E753 ) B9 E /N 48 Jfi i %5 ( non-small-cell
lung cancer, NSCLC ) FHPERRAS i B TR 2= 4R 2L

%*1 EGFREHEZE 19 SMEFME 21 SMBF5I45F 5]

7Y

SMET Cbp)

EI7)Eg ]l

19 E¥#:5'-GTG CAT CGC TGG TAA CAT CC-3' 243
Fi#:5'-GGC CTG AGG TTC AGA GCC AT-3’

21 kii#:5'-TTC CCA TGA TGA TCT GTC CCT-3' 217
Fii#:5"-AAG CCA CCT CCT TAC TTT GC-3'

1.4 PCR-RLFP #n] EGFR AR % 21 $h2-F R %

HpA: 7 EGFR J£H 4R 21 SR FAFAE Msc 1 i
P73, M AE Y EGFR HE [R5 21 S F R85,
IO, AT DA a5 Tl s g -BR i
Bk BE 2 B P74 ( polymerase chain reaction-restric-
tion fragment length polymorphism, PCR-RLFP ) £ {ill
EGFR FEE; 21 SMR TR mRAE . Mse T IHALERA:
Al EGFR 2 PCR F B, 77 A=K 2 151 bp Fil 66
bp 192 A~/INF B T Mse T ANRRIHALERS 21 b+
R EGFR FEI % B 5 IF BE 217 bp, PRI
] LXK AP A RV 2 A8 R EGFR K, Mse 1 B
RZAHE Mse T BE( B T.)0.5 wl(5 U/ul).
10 x ZZ M 1 wl PCR 7=#) 1 wl .DEPC 7K 7.5 ul, &
37 CARKEEYI 1 ho BEYVI=WIAT 6% 5 P9 I Bk I H
KA . EGFR JEHEE 21 M T 5 A8 HY NSCLC
PR RR A R BT TR 2= 4R

2 # R

2.1 THRALY EGFR AR H 192 FHEE
B3 EGFR JLR45 19 4M B F 1% PCR ¥ #45=

YIAT 6% RN MG I REBEC LK , 25 R R , 86 19 5
FEA14) EGFR 3£H 19 4h i FUAE 243 bp 4bH —5
HEC IR )5 T BHAE X BR Y PCR 9734 72 1) < 243 bp.
R S5 SR B S 20 T EGFR JEH 5 19 4b
BT R,

W MII3IL25&THIMWM b

251 243

MHi

1 SHEALAKRENE EGFR EEE 19 S BFHIRT
M : Marker;1:NSCLC FHM:X]HE( <243 bp );
2 ~10: EHYHA LU 243 bp )

2.2 THRUAL P EGFR AR 21 S 2 FHRE

BHUEHL EGFR FERE 21 M8 T4 = 1)
28 Msc 1 BEYIJG 6% 5 TR s Tk Feie ¥ JBe L Ak AG I 4%
WR B SUEAL) EGFR 2N 21 SR T8 =)
2 Mse 1 BV 34 2 5547, KB~ 151 bp 1 66
bp; 1M PHAE X HE ) PCR 934 724 Mse T B Y154 3
sy 2 ), BB BT G I ' SR EGFR FEPRIEH
5521 ANE TSR

hp M| J1EEE THYIUM  bp
4 I

101

151 1508
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B2 SIBALKRKNE EGFR EFE 21 B FRIE
M : Marker; 1 : NSCLC FAM:X} B8( 217 bp 151 bp .66 bp );
2 ~10: BHELH LU 151 bp.66 bp)

3 3t i

N EGFR B F 7 5 Y KK 7pl2 ~ 14
X, HY 28 AP G2 G, R 2R VR ) RE X Hh 5
18 ~24 ATt T AR, AT K IR T
g5 IR W EGFR ik ML S e iR & Ak
AR B AE . Lynch %67 I Paez %% % MLAE
/NG B i 985 ( non-small-cell lung cancer, NSCLC ),
EGFR [ 2 2 U3 it 2 Aty X 56 PR 9 A5 J2 08 ) 25 49 k4%
VEFR R — A b BEFTEE S5 ML RS R R R 5 W
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b3 FEifAIE ", Chan 282X} EGFR JER (578
HEAT AT JS B, IRV S A8 TR AL 53 BITE 8 1 1 2 1R
RIS IX (0 89% (M52 A8 F IR 4 19 FM BT 1Y
B GEAR G 21 AE T i 2828 5 858 N se &R
SRASIAE AR, 1L858R ). £ HJE 1, 2 A7 AE
F1NSCLC —F£) EGFR JEH A% i J2 A B i 28748
A, IE AL 5 B[] 5

Sihto 2 1] FH 5 A% VAR €3 Xt 566 151 S 1A
(F45 NSCLC | 28 Jie Joa J8g . O 539 | 45 1 o 5L
i )EGFR JEHEE 6 7 AR F( 4ihd 11X ), 565 14
15 AR gmfih IV X ) K225 18 .19 .21 A ++( %
LIRS X ) B 5 AR HEA TR, & BRAE NSCLC A7
FE EGFR J: [N B 2 MR i X B2 19 .21 A8 FRY %=
A T A e g R A I R B X AR, AR F
FREER IR, E B AL AN ELE NSCLC HE ULy
EGFR J R & TR B4 X (1) 2878, 3X 55 Arias-Pulido
SERORF I AR 8 IR KE TR T8 S Y
IRIT HIPROT RETT N RBAR T AR e T NSCLC 1Y
TBITIF RO 2 5.3 .

Bellone /—:J:F( lﬂ?’j—:ﬁﬂ:ﬁf EGFR B 58 BB AR ( 75 %
BT, matuzumab )JR YT FUR AT & B, P92 E AT
AT U A A K, HIR YT RICR BR 5 EGFR £E
e 240 i Hh 9 R A, I8 5 R T R R 41 41
WO A e BAME T KW, R
OB REA A AT e 2 R S0 R R o
I, EGFR 765 S 1Y & A4 & R SR )R 7 vh B
A EEANE A, R A 58 A A8 2 250 4 21
EGFR 3L 19 4B F RS FNE 21 S0 T 114 45
RAZ . I, EGFR B W] e AFAE A A ) 58 4%
e 8 AT 38 KR AS B SR FH 3 R 7 4 vk R A T —
WHIBFFT IR R B HUE EGFR HE K397 10 28 738 37 1506
Sk SR AR 1) R YT B A JE A
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