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FLARJE (breast cancer) S ™ 58 B 2 P4 {8 B A0 35 W M i
MR R FE TR EE 2 - . FLARE R R R AR
ELEE 5L RS Wk L 2555 A2 1078 T0 2L itk B2 45 37 RN AR R e FL AR
9 0 BRTIG DRYR YT J7 S8 3B B 0 DG 4, U 2 e PR VT4 2L B 9 SR
o 1 M TS B s B dE bR . PR, BF 9 L8 b B 5 A R L ) R
AETEWNE ., UFREWHIME W K4 KK T-C(vascular endo-
thelial growth factor-C, VEGF-C ) 5 F JIf & ik B 48 A= Ak 2
SR VI DG . A SCEEA AR SCHK, B VEGF-C 5 7L IR 9
I A5 AR B B L S R AL S R EE IR AT
1 VEGF-C #is

VEGF-C F 1996 4F A A i 1) Hf 98 40 g 7= PC3 w53 85 2k
b s 2 d R IR AR I A5 AR R T LA R I A A L
B A RIS i B SRR S 5 2 AR AR TR,
1.1 VEGF-C® P K F£ik VEGF-C & T im&m kA KHE
F/ /MR A ] F (VEGF/PDGF) R B 5L & — A
WAL A K T . 5 VEGF-A B K4 30% R R EME, A2k
VEGF-C 3 5@ i F Y 1K 4934, K Eh 40kb, %6 7 MM
T, HrANEF 3 4 gk VEGF [RIE X, 4057 5 il 7 Fifd
WAL E R C6C10CRC AL 7, A8 T 6 il 22 2 1
B C10CXCXC ¥, VEGF-C Wi b 5 3h F 90 40 4%
SP-1.AP-2 NF-«B S5 56 5 7RI 45 &0 05 . A J6 TATA .

VEGF-C mRNA 322 3£ 35 F ARG KOs A ik B 45 0 BE iR
B NG IR BR AN B SR, 2D i STk T M B L RS AR AN A1 JE i
HAM S, boh, VEGF-C T2 KB T 2R A KM ., #F55IE
SCAE S T AR L AR AR /N A0 b R LA B
JH- 248 e 9 5 2 W) 200 R L 0 PR S R 6 EE L 1 s A
W K LR R A 2 3 VEGEF-C Rk,
1.2 VEGF-C 7 7458 F A& VEGF-C /1 419 MR KR
FRILF I, L5 N-3 45 5 411X, N-3 i Ik X . VEGF ] 81X
A C-um AT AKX . VEGE-C J& 43 W ¥ 22 Bk, 2 88 K 12, T8
R UL — A~ 22 KB Y C-ufi i AR AN 55 — A~ 22 I B9 N-it 28 — i e
2 0 R R B A, T 5 M B B 7 AR A R A R W RN
1.3 VEGF-C 7y i+ w5 E W PDGF.EGF, TNF-q,
IL-1a,1L-6 \HIF-1a,COX-2 %5 0] | P98 41 41 VEGF-C 1y 3%
ik TR W B T S KF VEGE-C 72 ik 3 12 40l 2
iK. Zhang %M W98 k& M VEGF-C 7E COX-2 i+ § T i fir &
i LA o R R AR B A A R S RS . Katsuta S5 BF 5T
W HIF-1a #3335 5 28 85 (ESCO) H VEGF-C iy £ 1k 1M
PRE R B 45 5% B . BIF 5% 3¢ DR OB B BT B R W R 0 b e 4 4
VEGF-C ik, Yano 4 B3 & UM 2 I i 2% 30 oo B2 I %
R RIS 25T IR M i 2 AR 0 A i 4 A R 41 il VEGE-C
FH PR e 38 B R 1 A A DT 000 S5 e 9 b B A
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1.4 VEGF-C #{k VEGF-C %{k#f VEGFR-2 il VEGFR-3
Wik )R T B BRI R R R . VEGFR-2 7R 114 bk EL 4%
N 40t A 23K . VEGF-C 5 VEGFR-2 4542 5 L& 4
AP s VEGE-C 5 VEGFR-3 ¢ 5 25 & 98 45 b Jeg bk 238 A=
. VEGF-C 5 VEGFR-3 Z5& /36 f1 513 % F 5 VEGFR-2
RIS T1 . I, VEGF-C % ik 5488 B9 5% m b Il 38 ) 5% i 3
REE, VEGFR-3 J& T W 32 1 B g 2 W 26 F R 4 T 4
LT . S VEGFR S5 W 51 5540 FR A A 4i i A1 36 43 &
B TA g BERRIRZS F I, A0 NS A A 2 A I A R T 45 1
1 ; VEGFR-3 78 IR iy 1 1] 32 22 3% 38 7 Ik B4 457 DA IR JIG Bk & 28
Ib ARG KT TR WL BOE & AR o, VEGFR-3 JLT 46 5 7 M
FEIRAEWR LA P 40 b, A I B i 20 41, VEGFR-3 &
BRI TR ELAE P B i, 20 B 38 T I P9 B i

2 VEGF-C Mg EEE R Rk EEEBIE

VEGF-C K H: 3k VEGFR-3 J& H 8~ 1l & B i s — —
2T T i 4 b LA A A A R kL R B T B A
WHET, 5k EE A RE TS . Z2HFRIES VEGF-C
T 5 H A2k VEGFR-3 45 5 P 45 A1 5 Il bk 248 A A 2
AP EL A SR W F AL . R IA R R 40 A o 0
VEGF-C. 4 22 50 W M [ £F ¥ W 55 25 11 B 7E 3 K #, T2 g
VEGF-C Wi ¥ X, 5 &8 Tk E & W 5 40 B /Y 32 1k
VEGFR-3 #Y 3£ 1 3 a] #1400 5. VEGF-C L35 e X 5
HAZK VEGFR-3 #¢ R VL 45 & 5 : (1) % 22 245 3% Ak 8 (1 I i
(mitogen-activated protein kinase, MAPK) Fl# g Bt L BE-3 #
fiti ( phosphatidylinositol-3 kinase) i 12 ¥ 445 bk [ 45 19 1z 400 Jfo 434
A PR PR A AR R (2D (RS AT MG e LY Sk RS S 0
T T U O PN B A0 R P U B DR AP IR RS P B 4 8
FIXE RS o AT A #2412 141 P98 9 L0 425 A 134 A 5 388 A ) Jhk B0 4 348
T 5 i 40 2 Ak ) AR L DA T AR S PR A B RS
3 VEGFC5IAREHEEEREKRELEEBXRRIE
3.1 VEGF-C R MEAL AR X X MHE £,
VEGF-C /1 FLAR J8 400 433 » 32 B 38 35 T 2L BR 768 400 ft e 5 5 1
B FLIR I LR R MR AR R F ik g U i R ik VEGF-CH-, K
LB RN VEGF-C EHM R B S BFHEER AR
HZORFS IR /N VL S R B A ) R A O S A%
Te e (P>0. 05)+%,

FLARIE 40 4 W VEGF-C 2 £ A 7 #. BFsE £ W
COX-2 ] b FLIRs 40 VEGF-C iy kL ; COUP-TFII Af
0 3584 L I 98 2 I 4 W VEGE-CH- 5 4k Ah sz 36 F 58 6 W] NO 7]
Hl 3 FLBR I AN VEGE-C R iA1% ; Tsai HF R BRI A& A K
W F-B1(HRG-BD) il i MAPK 55 i& 2 L 8 A FL 5 98 4i i
VEGF-C 4 %35 ; Schoppmann 451 B 5% ¢ B 3L I 9% b HIF-
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la 5 VEGF-C 3k B # 40 5 (P=0. 026, r=0. 204) , H. 7] -4
VEGF-C [ 31k ; e i WF 52 £ W ZLAR 98 VEGF-C £ 5 C-
erbB-2 & ik &£ 1F #H %5 (P<<0. 05), C-erbB-2 X iF 1E N
VEGF-C i1 5 R 7 30 3 7L IR g 40 i 4 3 VEGF-CH
3.2 VEGF-C 5ZLIRFEMk e Rk a5 5B e R ot
FFEW VEGF-C 5 3L 7 9 bk 008 A i R itk B 45 % A % Y M
K (DAL VEGF-C BHM: 3R K ik K 85 F 3L
B PR AR 5 (2) FLIR s VEGF-C 36 3k IF P 20 ik 12 48 %% i
(lymphatic vessel density, LVD) K fiff 55 ik [ 45 7% £ 2 i % 5
T VEGF-C Rkt ; (3) FLARIE Mk 0 85 7 B FR M 41 VEGF-
C 1k PR R Bk 8 35 i Tk 45 56 8 B PE 4L () ZLRIR I
440 VEGF-C ik 5 LVD K6k B 4556 58 2 IE A C; (5)
A4 21h VEGF-C 5 VEGFR-3 3k £ 8 3 1E 4 ;5 (6)
VEGF-C 5 7 19 ZL MR 9 bk 4 45 25 Bl 32 2 2% 2E T M Jeg )
Huang 251" F % 241 Ak B IR (7 2% 38 12 Kl 89 1) JF % 1k
AN & B VEGF-C mRNA PHPEER B R K 55.06% . VEGF-
C mRNA %355 LVD J 5 ik L4556 B 2 IE A1 2% ; VEGF-C
mRNA RAHPEH LVD K eE B g B REES T
VEGF-C mRNA ik P4 (P<<0. 05) ., A 3L 9 9 11 24
BT AR B A0 b LA A A, R TR R R P R &
PR B LVD 5516 IR 43 B B 5% bk 2 25 6 A TE A G .
Li S K 40 4135 0 v AL S R LR . & B VEGF-C 5
VEGFR-3 #3552 I 2 IE A ¢ (P<<0. 05); VEGF-C £k 5
JER LVD K R EZERMEEHBEHR A EEME(P<T
0.05), KW VEGF-C e 7 Mg J& Fel bk B4 45 36 3 4= 28 Rk
BLEERE RS, Hu &0 B 0 2 4k vk K I 98 ) 3L AR 8 & 3R
VEGF-C A BPEZR A 90. 8%, Hik B 45 ¥ B 41 VEGF-C %
KPR WS T BB A (P<<0.05), £
VEGF-C 5 3L 4 b B4 45 # B M1 56 . Schoppmann 25 i 4
PE AL RN EA ZR 28 BB 5T 107 51 3hK B 45 9 % P M L I i BB 25
R IO A % B (LM VD) 59 48238 (LVD .LMVD 5 3,
MRIEA L VEGE-C ik 8 3 #1 56 (P<<0. 05) ., £ VEGF-
C 5 2 9 Wk 45 48 i M2 LVI A X, Nakamura 5552 fff 57 3%
AFLARFE 4120 b LVD 5k BV 55 8% 8 2% M 56 (P<<0. 000 1)
VEGF-C mRNA #6585 K ¥ 5k B 45 ¥ F2 (P=0. 007 4) \LVD
(P=0.040 DA, & LVD EF I B H mY A G AR
Wite bR . FiE BN 21 B LR 3G A 4R 68 3] L A 0= i 1tk
SEEA R MM R EY S84 VEGF-C £k Ml LVD #f
B S T LRI A 4 (P<<0. 01 s IR R M S W b VEGF-
CHHM4F LVD 5 VEGF-C BitE4l iy LVD 22514 G it 2#
M (P<<0. 01) s AL IR M 54898 h VEGF-C AR F£ILM
LVD #5545 JC ML 63 Wk U 25 76 B I ik B 45 5% B > 40 6 (P<<
0.05), FW VEGF-C 7 7L B 12 1 v 545 8 bk 124 A il
EEAVERH s VEGF-C sk ax f1 LVD fy 7 & e o ZLIR IR 1
PEFE M E AN EI N R, RS H o Ak
5T 60 5 L AR IE T o 545 9 e 15 151 7L AR 27 4 B i % B 7L AR
JE4l VEGF-C FAM: Rk R U B & F x4 (P<<o. 0D,
VEGF-C #3557 If 8 LVD H Rk B 55 %4 8% 41 56 s VEGF-C
FEIRBATELE MR LVD K (P<<0. 05) , MOtk R 45 % 8 4 VEGF-
C HEih KT . LVD 5 ZL 05 5 I bk B 55 55 B 2 11 M O, itk
B EEEE R A D VD H IO B8 45 % 8 4175 (P<<0. 05) . FLIR
FE AR B A L B R R AR R Z0h . 5L
9, LMVD 5 2L I3 g IX 3000 B 25 56 R 7 A G . T g R N
LMVD & W FL AR i 40 Mo 58 5 AR A0k A . (H At f 22 35 BFoR A
S LMVD 5 2 5 98 DX 38 bk B 45 76 B T AR DG 17
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3.3 VEGF-C 5 ZLBRJa bk 14 R iy SOk L 45 5 A2 AL B mr
Mok INF MR S A S B SR XRE
Y15, T At A b 3 bR B A A A R O L 4 T B L R —
AN L VEGF-C & 2 1t 5 H 4y 7 P Z & VEGFR-3
SEA RIS R A AR R, WS R AR . Rk
B, 2L IR 8 41 40 h VEGF-C 5 VEGFR-3 #% 35 & 1F 2%,
VEGF-C 7] L VEGFR-3 #ik., T RS0 R W3 RE
21 VEGF-C.VEGFR-3 [HM: R AR L R BREHHE & F3L
JUR£F 2 B 40 ( P<<0. 05) . FLAR I ik B4 &5 56 B8 FH P 4] VEGF-
C.VEGFR-3 ik R K RIXBE R T EEEB I HA (P<
0.05), VEGF-C.VEGFR-3 /) 3 ik 5 FL I% 68 MOk B 45 7% B &2
EAEE(P<C0.05) ., FLIE VEGF-C 5 VEGFR-3 fyE L2 IF
MK (P<<0.05), FHFLIFFALH VEGF-C, VEGFR-3 %3k
K, VEGE-C, VEGFR-3 Rk e F 2L Mk B 4556 %,
XI5 GG R IRFLIR 8 4 415 % 35 VEGF-C & VEGFR-3, A
THFKILBFEIEME(P=0.816, P<<0.01);ffi% VEGF-C %
IR0 B B 3 58 . VEGFR-3 FH Pk bk & %t 388 Jin ( P<<0. 01);
VEGF-C BH 6% K VEGFR-3 BH 4 Jik 4 % 76 3L 90 Ik 12 4%
HRRHBY RS TARERHA(P<0.05) ;37”8 VEGF-C/VEG-
FR-3 4% 2 405 7L AR i 40 2000 1 A48 A B DI A G

VEGF-C/VEGFR-3 Z % it #F L I 9 bk 2 5% 5% 19 7E ]
AE5 LU HLEIA 52« (1) FL IR 40 M0 43 W VEGF-C i ik B4 4%
BEYEREIN ., (2) VEGF-C 5k EL4E N I 41l & VEGFR-3 45 5%
PEZE A SO BV P B 4N BB 5L TR R AR Wk eV S B0 R
AP0 LVD B g iR A0 BB 5 R A A A A, (3D
A R EEL A A R e T R RS RS T 2 B B R AR XA R
P68 A0 AU LA 0 B R 5 I A T B R T R 2% 1 L B ) A IR
T 5L Y 5 2 2 A e AR A ) 5 AL A R T Mo R A R B A
TG M FERS . (1) VEGF-C ] 58 B4R T 36 35 F Ik BV P iz 40 Bt 7y
i B 437 A0 A I LA TR A 2 ) i gE A A 1 e At ik
BAR ARG AL TEBR . (5) W78 40 A i 3 8 3 S 00 B v e
K 7 HE R el () SO W T v A R A O B T OR L A Y
PN Bz 200 6 3% Bk L T U P R 3 T T R 4 i e 2 2
S I EZS) 5/ S B Bii W N w2 R C N L E Do
B KA, RAEMKEFER . (6) VEGF-C A AT {2 375 98 J5 K2 983 1IN
TV 1 A Ik BV T LT AR A ok R R AR L AR N L IR
S A A R Uk B I R B R A AT AR R O R RS
(T)VEGF-C (94> WA F i VEGFR-3 191 . 3 4 Jir 728 J 1]
AR S B gt — B N, (8) VEGF-C S —Fhilafb H 7,
o b 2 4 B LA b LA O B I RS — o R R BT IR Ry
BB EFE, (O X T VEGF-C {5 % 3k 0495 161 % & 4= ik 0
455G B T R 2 G B A I A DR S T R 14 7 A% 1A 37 H A A
R, (L0OXT VEGF-C Ik 21k /9% Bl & 28 ik L 25 3 B ]
Bl TB% T VEGF-C/VEGFR-3 ¥ R G5 4h . ¥ 77 75 FoAts 4 45
A T 3 1 ik EL RS AL
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