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Expression and clinical significance of ERK in esophageal squamous cell carcinoma
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[ E1 HW: oo ek esophageal squamous cell carcinoma, ESCC ) 53 55 Zf B4 40 A 14 20 Bt /M5 5 V8 Rl
( extracellular signal ragulated kinase, ERK )JmRNA H) 1%, #7] ERK #£ ESCC &£ (&P A/ER IR . J7 1 e E
BER 2256 U EE B M SNBE 40 4] ESCC AR s 4l 2UhR 4 B 25 4l 5 3 98 55 4 865 4%, RT-PCR il ESCC 59 55 4141 b ERK
mRNA [FIEEHL, SHT S ESCC I R EIARAE R G 22 . 45 A : ESCC 44U ERK mRNA (97235 W S 5 , T 7698 55 2 21

TR 0. 656 £0.055 vs 0.450 £0.070,P <0.01 ), ESCC 4141 ERK mRNA AYZi55 ESCC M AR M FIZH 414y
PEFREE T P >0.05 ), T 51 BRI Bk L4586 5 B A0 G P <0.05 ), 45 18: ESCC 4141 %3k ERK mRNA, ERK T A 1E

ESCC &4 & B E .
[ X5 ] SEERIRAILE ; ERK; RT-PCR
[ hE4S%ES] R735.1; R730.2

BT E R WA S 2 —, 1999 4
WHO HOR P s, o [ A0 28 0 R 5 S e Bk
46. 6% , 1 90% B £ i O £ WHEAR ATHC e-
sophageal squamous cell carcinoma, ESCC ), 5% ~
10% 23 B Ji o 40 S5 5 9 5 A ( extracellular
regulated kinase, ERK )& 22 24 J5i 3% A6 85 H P B ( mi-
togen activated protein kinase , MAPK )5 5 %% 518 %
HWEWA Z— , B — PR T I 22 R R/ 75 AR EE
fity , ] W 2 o 22 385U S MR BE IR P RO B A
S R ANMAZ N 8 A TR A T T S PR O A
SEFEI R IK , 175 5 A0 NS 4 L o AL 55 2 Bl 2k PR
IR R ) U PY R T AR iR SRR T/ AR
W, ERK TEFLIE | B 0 S5 v o rh 2 22 B 5k
ik, ERK 155 R G0 5 5 MR &k R AT G
AT W5 ERK 5 ESCC &/ KRR, A
W52 R RT-PCR K2l ESCC 21 LR 25 B L4 21
H ERK #YZRIK, IR ESCC i O ERFAIE Y
KR BUTHAE ESCC &4 K REPTER.
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1.1 AR %

W T b R K27 5 DU R BE g 2B} 40 5] ESCC
B 2L S RNAR IV 19 25 191 £ 35 9 55 8 IS A 40 X R
4, I ESCC AN ZA DT 5 em )25 ], Frfi ES-
CC AR W4 R B4 Bk i Mg . T iR
BHBIRE AITIRIT . BEFIAE S0 ~73 %,
PEAEWE K 60 %, 40 1] ESCC &, Bk 27 ) . %

[ XEARERE ] A

[ XE=HS ] 1007-385X( 2011 )05-0552-03
PE 13 1] 4588 =60 Sk 20 i, <60 Ky 20 {4 41412
GG R e oAk 32 B A A3 Ak 8 B i DR e
RS W S5 R 5 7 ) ok S5 58 33 1Al
TNM 431 - WIFRiES I8 UICC ApifE ). T ~ 1149 33
B, I~ VI 7 41,
1.2 =&Z&A
TRIzol \Z 15 . 5 I . DEPC \ MLV JiZ %% 5% 71
& \RT-PCR i & PCR 5193 A LifgE T AW
TREFEARRSHRAF . ERK IF X4E:5"-AAAATT-
GAGCAGGTGATCGG-3', ERK [z X 4% :5'-TCACAG-
GTGTGCTCTTGGTC-3'( 223 bp ); NS B-actin 1E X
B . 5'-ATCTGGCACCACACCTTCTACAATGAGCTGC
G-3', B-actin X X ##: 5'-CGTCATACTCCCTGCTT-
GCTGATCCACATCTGC-3'( 838 bp ).
1.3 RT-PCR #| ESCC #8%% ERK mRNA #) & i
BHZUE T 1 ml TRIzol 1, R TRIzol — 27k
PR L RNA, HLUK 5 AT DL I BT %) 28 .18 .5 s 2%
o TE25 wl MR Z b e sl ) & & B cDNA
Sk, DAL S AR EAT PCR U, JR N
ZAFTF 295 °C 5 min,95 °C 30 5,61 °C 30 5,72 C
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30 s; B 35 RLAS 72 CHEfH 7 min, PCR ¥4y~
YITE 2% BRE W v F T, 38 2o B B AR 23 B 3R Gt i
T DNA HLUK S 433, T FH 430 R G000 Hh 45 DKk v 1)
JKE(E . ERK mRNA #HXF ik & = ERK JKFE{H/B-
actin JKJE{H .
1.4 %itsan

it s DL« 5 2R, R A SPSS13. 0 4K
PEREEE B AT ¢ K36, P <0.05 B P <0.01 F£Rn2E
SHGIFE .

2 # R

2.1 ESCC A #4122+ ERK mRNA # & ik

RT-PCR Z5 5 ( 1) /R : ESCC 441 ERK
mRNA 1) ik i 2 & T g 55 4141, ESCC e 4
ERK mRNA FHIX ik 88 0. 656 +0. 055, #5541
214 0.450 £0.070, M HE EZFARITFEX(P <
0.01).

800— —fi-actin

200 ERK

B 1 ESCC AL REEHLAF ERK mRNA BIRIX
M :Marker; 1:ESCC £H4H; 2. iG52 4041

2.2 ERK mRNA #j & ik 5 ESCC /A AF /L) X %

M aE R F 1) B8 ERK mRNA 7E ESCC
HIFR =60 5 <60 ) MI( B 524 )4 4155
AR EEC & R e SR A Ak ) £ di IRl ) 2R3k 25 7 0
GiitE (P >0.05), WAEIG R B bk EL 45 5 %
B ZEFAG I FEX(P<0.058 P<0.01),
HI-IV#H# ERK mRNA B[R 1926850 ¥ W&
FI-NT#AEECO.717 £0. 049 vs 0. 643 +0. 067,
P <0.01 );ESCC L4557 B % ERK mRNA AY%
IR S T IO 45 R (0. 705 £0. 071 vs
0. 645 +0. 066 ,P <0.05 ).

3 4 it

MAPK ZEAZ A T T Z A 0 — L E R/
TR R R I, A T 0 AN ) A S Ak
RS, AT AR Y 3G FE oAk R TR0 48 TR AH B
VEFI o SE7F 5 810 A ] 504 A0 2 BiE 19 A 7], MAPK
KoM 4 A 5L : ERK( P42/P44MAPK ), SAPK/
JNK .p38MAPK } ERK5. Hr ERK i % 5 %M b

JERA KRR Y], ERK J& 1994 4F Kiyokawa
L4 AR 0 T 9 4 40 cDNA SCJE Hh i ok A 3
JENETYe ik 1p34-35, cDNA 42K 3 118 bp, JF
T TAE 2 b 978 A Z HE MRk AL ERK 4R 11 43 F
FI45 3 SR, BRI BCAR S & DX A i 2
AR VARG P 198 DX R 3 ek T A DXl ) B85
FIX

%1 ESCC AL ERK mRNA Hj&Rixt5
e RAFEFHERI X R( x £5)

ERK
PSR n
(RO s P{H
IR %)
=60 20 0.668 £0.073  0.279
<60 20 0.644 £0.066
PEHI
L 27 0.656 £0.067  0.991
e 13 0.656 +0.077
I AR 434
[-T4 33 0.643 £0.067  0.009
I -1V 191 7 0.717 +£0.049
N e
Tk 33 0.645+0.066  0.039
R 7 0.705 +0.071
SRR
o 32 0.647£0.069  0.105
sk 8 0.692 +0.064

R A2 2RS4 AR Can A KA
T M AN 2RSSR T A K T s R g
&5 1 2( growth factor receporbound protein 2,Grb2 )
R B2 RS £, 115 GTP-GDP 84 [~ SOS 1Y
C i & & I =02 () e 50 AR BAE H, JE 132 AR -Grb2-
SOS E43W AL Ras 8 H AL , I &% ERK.
P B ERK A i 3k 4 54 2 1l R T 0 7 G
Tl O A T P, B R B A SRR 9 ERK ]
PEA LML N, O BTG HABAS 5 5 SR AR 0 ¢
SERLN 43 F( W NF-kB ., Akt . CREB % ) L) K 5 2 14
BRI 40 AP-1 . c-mye 55 ), I REVA 15 48 i J&] 391 A
KHF( U eyelin DI .p21 45 ) FE T+ 41 Bel-
2 Bel-XL.FasL %) 3835, 2 54 ML 10K 43
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Fp R A= iR YT 24,2011 4E 10 HL,18(5)

b ST AE A B AR AR R AR TR AR A
TEVE 2 N B e, o o) BBzl L
S SRRl A B ERK B3 1A . ERK JE B
TS RT LB 540 36 2 ol e Je 40 ) 1 G, 5 i
0 FUME OS5 BT ERK Al B el R
PR T ESCC MYiGRY7 H, X ERK 5 ESCC A&k
IR & — KA FE I A

M5 E RT-PCR #:90 %& #8, 78 ESCC 4141
11 ERK mRNA )Rk & T 55 A 20, 488 ERK 5
ESCC A#EVIX R, N T #— P ERK 5 ESCC
HEREAIOCFR  ASBIF ST 3 50l KR 3 AR A% P i R
I3 OS5 TCRE RS AR BE AR £ A BE X ERK
mRNA JFRIBHAT T 501, 4558 B8, ERK mRNA
285 ESCC HE MIAEES 5 AL 2L e FE T
KCP>0.05), 1M 5 I PR 53 9k 0 25 7% B 40 ¢
M-IV EH ERK mRNA FUERARIE R EE T 1-1
W ESCC k455 % ¥ ERK mRNA 3Rk
SR T OB SRS, XS RS
WL R —2

BRI, ERK 3 %185 ESCC KA LR
HHYIHZR, IR0 BSCC HilR A B EENS %
WA, $78 ERK W] LIEN ESCC WEFE BE K it i
Fricyy, HAEFALH PTRES ERK 410 i i 75 20 e 04
T PR 40 M T A O Leu & RIS &
B, 2 i A K F-( epidermal growth factor, EGF )il
TS ERKL/2 EIRPH TS L mel-1 235, 70
ESCC 40iEJH T, 38 ERK1/2 i 1% k5 ESCC 41
WU T K. Pages %N ERKI 4 S8k 2%
TG 2URR S cDNA , W2 21 s 240 i 45t T B, ok
SR AN B e H A, AR T ERK K5 by 40
R FE 2 [0 06 R o EUE R & 2E R R R
AN ZHE ZHEB IR B A E AR
FHBEE S, IR ERK 0] RE A 2 ME— A4 52 i 5 vk 7
“OMERRRET B

2% bR, ERK 78 ESCC 4263k, il &
ESCC &4 & J I — A~ 190 U0 0 0 2k ) o 2 [
R, W5 ESCC 44 ERK/MAPK (15> T-5%
SHLH B2 0 ESCC A2 AR T S A8 il A5
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