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BE ARV LR c-erbB-2 5 S I 25 5% B R RS M A R R 96 R 28 K T SABC fy

ZH Ak G 70 5 FL R R 4H 41 P c-erbB -2 K 3¢ 3k fil VEGF, FLK -1, bFGF , FLG [ 1 28 ¥t {i & MVC fii .
RN E MBS c-erbB-2 [HERIHE & TREKE L REBHA (P <0.01), VEGF, FLK-
1, bFGF , FLG 1 MVC 7€ c-erbB-2 JHPEFIBHPEA A 2R (P <0.05 3 P <0.01) . RN FLIIE c-

erbB -2 3 3k 5 I 5 bk O 45 5% A% A AR I A AR A G .

KRR« FLIR bR/ HE s A DR E s AN, c-erbB-2 5 IR I A AR

FESEER737.9; 730.23

c-ertbB-2 ( HER2/Neu ) f£ £ v b &z 9, Jo H
S L M R L D0 S RN i R bk B R GA, c-erbB-2 1
JiE 238 5 b 9 1 BE kB B DL KRBT TS B )
M 3T S R A A K R R R T I R
B, T AR K A T 2 B OC B 3 T R
. M W A K B F (vascular endothelial growth
factor, VEGF ) & H Hii % & i ok 19 & H 2 19 1 45 4=
BAH 56 IR, b R A A B B LA O R T 5 3L IR R
B4 Rk BB B A 640 L VEGF 3% [N 3% £ Flo
R0 A7 9 36 IR R 4, G s v-raf , v-ras, h-ras, v-src I
k-ras 5698 2K BRIl p53, bel 2050 S AR HE P . A XL
BV T FLBRJE c-erbB-2 1) 3k K H 5 VEGF Al H %2
PR (FLK-1) | B8Pk 5 2F 4k 40 f 2E 4 B 7 ( basic fibro-
blast growth factor , bFGF ) & J 5% & ( FLG ) DI & 5 %
1L %+ %% ( microvessel counts , MVC ) B 3¢ £, i # 40
o

1 AMFMAE

07 Al & WS ol N
Wk 1999 45 1 A ~2002 4F 12 H s & AR
B B A R R o RE R B T R IR T 48 e K e B
HIE 52 B L PEFL R B 70 . AF K 28 ~T72(43.9
+14.2) % Fe M LR 37 B, 4033 B, B A

1.1

rfs HHB 2004 - 10 -21; {EITHHEH:2004 - 12 -27,

TEZ B : B e (1968 - ), B IR IRTE N, W1 FE 4 Iy A R &
g F2 IR B I , 2222 53 SR PR -5 B A 5 TR 5% o

BIEE e 50736 - 5805420,

X EKARIRED - B

i B S AT AR M TR, R BT R & P0IBT o
1.2 EAKLeE

Ji 98 B A B R A RS A3 R Sum 3 S Y) L, 4T
HE Zt 5 )7 4 % 21 fb SABC Bk g« 5 . DL & 0 FH M R
Ji 968 U0 R A kg BH P 4 BR L PBS B AR — BT AR Ol B
XPHR . HT c-erbB-2 1 (1: 200) | VEGF Hfp (1:
200) .bBGF ¥4 (1: 500) . FLK-1/KDR £ 4 (1:
400) FLG £ $¢ (1: 400) . FVIIIRAg Bt (1: 400)
A SABC ikl & ¥y B R R AR, RERA
5 M8 SRS BT
1.3 SR

c-erbB-2 [fH M R 5 I 1 000 />4 g, FH #E
Y B L > 10% . FVIIRAg (1) 3% 35 2 I Weidner J5
P, TR A ML BT ( x 100 £%) St 4 T 4 1l W 55 1)
F, DA 2 e oh T AR IS R R . R R A e Ak BB
A I A B B TG BR X, B 7R A L EF (< 200 fiF)
T, &Ik U0 R BE AL WL SR A B RIS BR X Hr 5 A4S
i e 1 A, MO S 3 08 4 i ) b MVC fH ., $%
Yy o, 5% 55 K BH 1 40 i 5 AN 7 T T 5 VEGE Al bF-
GF JE4M . (1) Qs (0=J,1 =5,2="r,
3=9R);(2) FAPEA M A (0 = TR M4 ML %L, 1 =
PHAME 0 M4 <25% ,2 = PHPEAI 2L 25% ~50% ,3
= FHYE4E B2 > 50% ) o HTBA PR R BOK /D ok 2ok H
KEEAM: (1) +(2)/F R0 ~1 WHMEREEN
0,730 N2 RN 1,50 3 HEREN2,
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a4 ~SHMERE N3, B MRS 4=k, VEGF [HIE WK 1, bFGF FH 4 W& 2,
4, % FLK-1 1 FLG Jetam g5 , I PH R R &R o . FLK-1 fHPE DL 3, FLG B AR WA 4
0 =PRIt = nl BEFHME ;2 = 55 FHME 53 = A JEBH

B 1 VEGF ¥ & [ 4 ( SABC x 200) B 2 bFGF ¥ {5 fH 4 ( SABC x 200)
B 3 FLK-1 %4 FH 1 ( SABC x 200) B 4 FLG ¥ {5 H % ( SABC x 200)
1.4 ZitFEHE R 1 c-etbB-2 BIVEFNFH MR ALE) ALN BH P 5 LU 45
KA1 SPSS 10. 0 B #E AT G it 2 o b o iF & % s ALN .
" — o c-erbB-2 (i % p
B x = s Rox, R RS ¢ K5 20 LR FdEpET  R(%) X
M x* K5 . B 39 16 41.03
BH M 31 24 77.42 9.34 0.002
s
2 5 R It 70 40 57.14
2.1 c-erbB-2 RZEMBEBHSPMBE KB ER X VErt ALN $685 =1 ANk ALN FHE
ES
c-etbB-2 PHIE # ik 31 ] (44.29% ), PHPEF1 2.2 c-erbB-2 S5p@EmELEMBP X F
BH 4 £H 18] I 5 Ik B2 45 (axillary lymph node , ALN ) %5 5% VEGF , FLK -1, bFGF , MVC {f 7E c-erbB-2 [ 4 Al
RESAESITFEX(P <0.01)(F1), FHPEA A 25 (P <0.01), FLG {75 M 41 [A] 7

Z5H (P <0.05); HMEHKMBIRME S TP MEH
(#£2).
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%2 c-erbB-2 [k FIPH P 41 ] VEGF , FLK -1, bFGF , FLG , MVC {f [t #

c-erbB-2 %L VEGF FLK-1 bFGF FLG MVC
o 39 1.51£1.17 1.59 £1.02 1.46 +0.88 1.69£1.10 50.01 £12.76
FA4: 31 3.00 £1.13 2.25+0.89 2.87+1.02 2.29+1.24 71.54 £2.15
' 5.380 4.135 6.175 2.129 7.211
P 0.000 0.000 0.000 0.037 0.000
3 'iF_I' _L/E Ui B c-erbB-2 1] LL3E 3 bR 4 A A 2 B F Y

FAE A HE MR B I A R, AR KR, -
c-etbB-2 2 5NN AR B K. B B2 AT L [ B4 F E - cadheris il A 2 o 1)

FEARW, A 30% FLIRE A c-ebB-2 i R IK L 5k07) ji B-cadheris ¥ A 2 o 7] L I8 VEGF
c-erbB-2 b B KGR W W 4R R MR iR kR, LT bFGF , FLK-1 , FLG , MVC iy % i£[78) | X Al i & c-
ABUS L BUR 2200 KBRS T coerbB-2 K o g R i 2 WY H 4 A

55 30 R A M A5 B A O, c-erbB-2 [ M IR TR g 4 2 - erbB -2 B LA HE ORI LA A R
Bk A R R, X ok R — Charoenrat % 75 Sk &1 3 5 98 ] 7% 45 35 L & M) | X

LB P RS TR B P R RS A DTSR o I e gt e -enbB -2 R 1 B AR B SR TR R )
R A0 T o e 2 Bl 2 A B O LR L T s e e g 0 T B 5 R B L
AR L EE A AL RGN B ) R A e 4 4t 35 A
75 A 48 30— 6 4 0 D3 T 42 0 MR 40 6 L b BB K
B AR AT ZMAEEHEFRHESRTE T (1] s, g, 50 f. 5. coabB-2 3 A 757 2 4 7L IR
TEMRZ 5 HAT KW BT b, VEGF 232 4 % 5 ok o B3R L)L o R 4 B 0. 2003, 12
(5):377 -379.
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