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KBR BB 2 EFRNEEREFT-Coh B F AR KLY

FE 4SS R735.9;R73-37 TEEARIRAD : A
Jif B 9% ( pancreatic cancer) J& — P 5 Bat | fF Jig a3k | %
PERR B T TR TTRCR B TS A 22 B4 T A 8 P R L R R
EPZ TR RIET LR LT, ERE, RS
TEAASEIET S 4 0, JBEHR TR 1 WA 032 W ) 1 2 2R A7 I ) Dy 3~
8ANA . M TR IR AR 2R 2 W R AL B = S0R T Y
5% B R AE WM 5 ARES- L 0P STk T I L0 D ok 2R
CLEE 568 R B TR WM B FEN Z 0, REss55
R AR o FR 38 5 AR AR AR A 0% ~7. 8%, BHUILAF 5% ik
P gt 04 bk 2L 65 A A ATL TR 2 88 A W DA 2 A R A 98 B ¥ 19 38 o
BT AR K BN E N 2 A K R F-C (vascular endothelial
growth factor-C, VEGF-C) 7 fif I i bk B8 A8 il Wk 2 45 56 55
A5 7 1H A AR L O E AT O 5 A I A A Sk L
HBRAXHEZEN T, F8E S S % Z K 14 (VEGFR-
3) R FEAE R A T MR 988 T T A o 5 R o AR L I A
BLEEFE R AT G, AR SCLE G T AR SOk, B VEGF-C 5 188 i 9 Ik
CEE R LR RN,
1 VEGE-C i
1.1 VEGF-C £:[H 45y Kik Moy 745 ¥4k VEGF-C J&
T P R A KB/ iR R AR A B (VEGF/PDGF) &%

il IR AE# , E-mail: ch. sunzj@ yahoo. com. cn,

NXEHS:.1671-8348(2010)05-0608-04

BLBL LT 1996 4E B Joukov 5 A HT 51 Bt s 41 i & PC3 rh 43
gl b, & B B 2 B M AR L . VEGF-C 5
VEGF-A A K2 30% W [E I8 M . 8 i 5 H VEGFR-3 45 &, 1
TR R R N T A . A28 VEGF-C 5 &
PLFR AR 4934, KEH 40 kb, HH 7 MM BF, Hish
F 3Rl 4 4% VEGF [ R IX, 4M 8T 5 R 7 % & &2 M 2R
f) C6CIOCRC 74 g 5 J@, S+ 6 dufth 22 8 (L AL Yy
C10CXCXC 3., VEGF-C 3 Ny F 5 58 31 P 9 4 3% SP-1.
AP-2  NF-«kB % ¥ 3t B 7 i 45 & i &, A & TATA &.
VEGF-C mRNA 3 22335 F IR st Ak B2 45 L0 I L i 44
NG R R B S 2 3 K R L R B AR RN A R ot
%, EAENF S KB VEGF-C "2 £k T 2R A,
W98 UESEAE B g B AR I3 =l /N 20 9 o B 088 L 45 L
Fo gt < JFF A0 M35 5 35 1 A0 M g 0 4 PR R ST R 66 2R L Il
975 20 0 B FLIR R AL U h 9 17 VEGF-C, 3 H VEGF-C £ Jif
Je K ) R TR 357 L 38 1K /K AR AR [, VEGE-C £E A F g i
G X B2 Y 2R IR OKE I S8 v T o ol

A VEGF-C H 419 A~ & SE 82 5% FL 0 1, 36 N-3fi (5 %5
FF3 X N-3 7K X, VEGF [8] XC AL C-ufi A IKIX . VEGF-C
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J& 3k 22 KL 48R RSN L B R A — A £ Ik B Y C-3 Rl
BRFNY — A2 IRBER N-3 22 "R B B R IR kL T
AR 1 52 AR 55 - AR AW 800

1.2 VEGF-C fyi#  #F5¢%£ W] PDGF.EGF,TNFa,IL-1a,
IL-6 \HIF-1a,COX-2 4558 9% VEGF-C i 3Rk, 1M b Kz 1 3%
A N VEGF-C R38Rk . FiE i 55 2 W B i A 5 5 Kk F
VEGF-C il (%) VEGFR-3 7 i bk N & 401 i % ik . Zhang
ALY & B VEGE-C 72 COX-2 A 5 F ot BiF £ 3k 2 3 B 9
BEMEE AN RO SR, Katsuta - 23 HIF-1a Hl
VEGF-C mRNAs 7€ 5 i 48 i 45 40 B bk rh #5933k, 48 il &
B F AR bR A P HIF-1a BAME %R 70. 8%, VEGF-C BA %
K 60.4% . FBH HIF-1a #1375 5 2 & 85 (esophageal squa-
mous cell carcinoma, ESCC)H VEGF-C B9 2 ik 1 {2 17k ik B %%
. Yano S5 HIFIE K BU . 7 Mk SR AR R 2 98 AT A e
B IO U8 3 T M B TR 2 R iR 1R W 3 R VEGF-C %[
FE Ik B AR 11 A L DA AT bR b A A . A R T e A bk
AN R S R PU

1.3 VEGF-C Z{k XEH VEGF-C 8% 4 VEGFR-2 I
VEGFR-3 A, {3 F 20 ifa I ¢ T , 45 J& 1 1% 22 19 i g 32 1k 25
A Z R AR (RTKO 76 M. VEGFR-2 7€ 1145 .k B 4
AN ¥ F ik, VEGFR-3 76 R H 1 36 36 T IL45 N 2
AN, BRI JE B AR R AL RS FIRE A N 4. Yone-
mura % &I FER LR A 4P, VEGFR-3 2 Rk FilkE
BN B A D BERIK T A N A, VEGF-C 5 VEGFR-
2 2545 TR HE I B N B 40 B AR LT RS R I A . VEGF-
C/VEGFR-3 i i 22 24 JF 3% Ak 3 M I (mitogen-activated pro-
tein kinase) 1 I BE WL B5-3 ¥ i ( phosphatidylinositol -3 ki-
nase) {5 5 i B XF N 280k BB N B2 4 AR K R A R BB
EH.

VEGF-C B 5 5 ik L4 A R il 8 2 il 0 WL 3 ) B .
UEAESE AT £ VA9 2 VEGE-C 76 i g bk 245 A4 i b Y
YR .. ZBWF5EIESE VEGF-C i S /Y b i ik 235 A il =45 2%
Ji R b L 45 5 B 1 B SR AL . VEGF-C 5 VEGFR-3 45 4%
F VEGFR-3 i % I 13 1ty 9 12 Ak, o1 7 ok E20 /8 1 g 4t 346 2
MTT A 9k 445 A R B 3 . VEGF-C 335 41 F g 5 A% HL o
A i R IR EEL A PN R 8 A R I A IR L R A R i 2,
T TR 240 S U A P R v R TR 10 K A A
PE 5 B0 bk 4 P R R B R SR T L TR R Rk
2 VEGFCERBEREEERRKEEEBHNXR
2.1 VEGF-C 7 MR8 b i R 3k oy 4k, A L
VEGF-C 15 [ i bk (5% B8 00 BIF 9 3% 0 18 22 . 160 R0 0% 328 A e
BZ IGRFIR S TR £ . ZFUl%E HRgEd ik SP &
Kl 67 @i A R R 9 41 41, & B VEGF-C A Pk £ 8 R R
64. 2% . VEGF-C [958 15 F1 B8 i g8 43 10 2 B | X3 ik 1 285 %
AL AL S B A 26 (P<T0. 05) . FLIEE R 5 Ok 45 %
FE(LVD) 5 VEGF-C iy 335 7 B W] 2 48 ¢ (P<<o0. 01),
VEGFR-3 AN {SUFE [ Jad ik B4 45 N B 400 il b 3¢ 35 L 3 7 355 40 i 988
AN &k, F0 VEGF-C i i H % & VEGFR-3
A2 1 T T i K B A A L XSl bk L S RS L A [ AR
AL 30 1R MR A0 40, & BB IR VEGF-C 2 1 B 44
RKFN 73.0% , B RBEA M, Mg R 0L % = T
IR SUNG 1 VAR =S PN B O VAR o s A A 2 S LU
KL E5ME R TNM AL, T~V EaF 1 ~1 8.
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£ VEGF-C B H M4, e g EWe, £
VEGF-C 5 53 5 i 9 0k B 45 A= B, 412 20 Jr 78 200 it ok 14 285 %
K. ATFEED H R 414k ik W EE 33 ) A IR i A AR L & PR
VEGF-C.VEGFR-3 f£ J i Ji 20 21 ) 32 3K B ) 450 5 98 55 IE
HH IR AL B K L W B L L VEGE-C i1 335 7 it
B LR BH PR W 0 i T bk R S5 R R B PR 4 . TR AR g 4 41
VEGF-C #3835 5 8 # M AR k] Ab % % 6 % . VEGF-
CHV B T 5 VEGFR-3 45 & 12 i iz 4 21 b bk B2 45 A
FARLE- 32 e ALK 30 1) B IR IR s 4 4L IE R
JERRA LU VEGF-C & A&k, %R KW VEGF-C & A7 B
Ji g T BHPE R IR 28k 70. 006, HL7E W IR i 55 L 4L L IE W A
AP R B R T HEH, VEGF-C £k 5k B 4555 Ik K%
T 4330 5 TE AR G 1k ( P<C0. 05) , 15 IR 9 4 42 0 AL 7 B 2 1
K (P<C0.001), VEGF-C ik 55 B bk 7% 7% I #6 %%
ALV 2E A FR B R /N DL R AR TNM A 56, 1
BEAEW TG, RSN B H A E 4l AR R I 40 B
JEE MR A4, R B VEGF-C B FIPERIAZ y 72, 5%, Mg
I FRA 2 B R LA . H VEGE-C & (A BH P 2 ik e
Si R 2 UL VEGE-C i 23K 5 9 IR J i 152 T 5% B fE
%, Tang % A Northern blot % %& BL7E fT 43 I % 1 Jik 17
S GUbRA T H 14 2.4 kb VEGF-C mRNA ¥ 5% Bk
ik, H VEGF-C mRNA 7£JHE R Fa A b A i hn 1 3. 6 5, %
B VEGF-C fE i h f B2 R ik ., VEGF-C 1£ I % 41 8L i
Y BUbRAS 43 A AN [R) 76 TE 5 AR 41 40, VEGF-C 7 JJ & A1 24
FE RO RE TGN, MR RS FRIEAM. R,
VEGF-C 7RI S8 FE A i h B £ 0, B B 40 H7 s
P A0 VEGF-C &35 5 Mg K/N k25 AR oG, R4
VEGF-C M B & AN M E. B XE %8 X (P>
0.05), VEGF-C A2 57 HJ5 $6 b5 . Zhang %' H Gy 4 fk
ST 30 W JBE IR IR 98 (pancreatic adenocarcinoma, PAC) 2H 41
PR, kB VEGE-C P % & ik 0 73, 0%, 7 M 98 h
VEGF-C % M B P 3R 15 R R 30. 0%, 2 25 1% F s J&] 120 3 4o
(73.3%) ., Mg VEGEF-C #3155 PAC K457 R fn g
i J5 A % . Kurahara 28U BF5% 58 )ik 9 s2 2, R i
Ji JH3 VEGF-C #1 VEGF-D = R LA B AR RN Ak O 45 5 %
KA R R, B R VEGF-C Hl VEGF-D ¥ & ik 4l
[ Sk SR 5 AR AR AR TRR A AL, RUIPELIE R
Ji R FE 1 VEGF-C Fl VEGE-D 235 5 ik B 45 5 B8 Fn i (. 2%
5. Schneider S5 fF 73 18 988 T+ A A A 18 1 96 400 A A%
& BRI LA R R IR G ELJC T AE L i bR R oA 1 A
o1 RS AR N AT LR Sk I 4 s VEGF-C 7 [ B s 21 21 1 e
MR A AR ik EF . VEGFR-3 2635 T ysd JE R 240 fifg . T R
T 205 I i VEGF-C LA 3% 43 i 5 2048 F F b Jg 35k o 40 g
VEGFR-3 {2 it Ry g AR R BOR L B R e ki k . A1)
T 968 20 0 A b ) PRIk B4 5 VEGTF-C R 2 305 B B 9 18 3
BT oA et . Ochi S50 P FEHR G 928 W5 FFF 32 A6 00 1 A 36 400
Mtk VEGE-C Y43 . I 46 00 AS [ 40 B ik 6 1 20 XoF 3k B 48 9
B 40 M3 (lymphatic endothelial cells, LECs) B 5% i, & 3
VEGF-C mRNA 3K i T 41 il # MIA PaCa-2, PANC-1,
SW1990 il Capan-2V., i BxPC-3 &% ik, |41 A VEGF-C
(recombinant human VEGF-C, rVEGF-C) & 7| £ 4 #i 14 34 fin
LECs 1T# R % , I Uk 52 19 IR 78 40 M ¥k 3 i VEGF-C 5 )i &g
T B A A O
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BT K 22 B0 TR B S5 B F 58 45 SRk - (1) VEGE-C 1 A
i I gt ZH 20T R 9 400 B R v 1 B 9 o R OK T B 8 o
VEGF-C FHYER Bk E 457 R 1 £, LR AR Ik L 25 5 A% 41
VEGF-C 35 8 # 5 T IO 41, Ui B VEGF-C 5 B i 9 ik
BLZE RS A 2 5 (2) VEGE-C 7 8 J& 3 35 47 32 15 i 2 o8+ i
9o v L AL 5 R S M 2 A B BB A % 5 (3) VEGF-C 5 i3
Fo/AN I PRI B4 W1 06 5 () VEGE-C 5 8 5 10 v 31 AR % b
JETAL 22 7RS¥ X (5) VEGF-C i i 5 VEGFR-3 45
A (2 A T g bk L A A B Rk L85 7 A% 5 (6) VEGF-C 5 iR
Tl SV AL RR B VIS G b T B W TS A O THT Y DR R A K
RIBEA—,

WF5E K& B TL-1o F TL-6 33 ] 338018 AR 96 40 e VEGF-C 3%
DL 398 o 2 1 R i AN M A BRI 43 3 VEGE-C i 7 A
T, B4 AR VEGF-C 21k & 1E AL 7T B 52 b 40
Ji0 R S A R BT BT AR . AR LSS ST VEGE-C I SUSE
P Xof Tt R 8 DA b R A A PANC-1 40 B 0 T 9 2 i, &
IRIE S TR TR B AR R S v T A B R MR B S e B kA
Dk b T g 4 B VEGF-C 1 38 K, 25 3 o x4 A A4
YIEAT MRS SR ] . 9k EL 4% 2 B ek e MR 8 40 i 0 9 T 3R
BT 38 A R R IR A R R B AR R T . A
VEGF-C 75 I I 95 Wk 1 85 5% B v #3825 4 % 19 /ol B
VEGF-C ik K A& F AL 7T 68 32 i 98 40 B Jmy 5 13 2 5% e 14
Y- 554 Paget's B « b 7 F 307 22300
2.2 VEGF-C 5P R 98 b 138 26 B SOk L 5 6 RS i MLl F
5 FE W, VEGF-C K H Z Kk VEGFR-3 7£ A JE IR v 1 B 36 3k
s B4, FLA B F bk 4 A UM% 85 . Tang %1 AF5TIA
S VEGF-C JZ bk A8 N B 40 B e 57 A 22 53 24 D5, o T Bt i B
W VEGF-C L2543 i F 3 43 W4 J7 2CAE FH T 0k 2048 9 B 2 i
5 300 A0 I LA AR 2R T N R L A RS . R A AR RS BR
R 9 P AR 25 By il o A R GG AR R, R R b B A O B 34
BN S RPN 4 S I8 200 S R O 0 9 L P e e
3 3 9 B P B 00 2 D f 240 B N 1] B B A B R AR b g
AR S5 58S . AR B T M R G Bl TR AR A
B I IR R 5 4 AN N 9 A0 436 TL-1o AT IL-6 42 3F 35 20
WAz B VEGE-C., 7 Bl T 198 B e e B0 45 6 A% R i il Je -

LE ERTR . K Z BTN VEGF-C {2 28 J56 15 8 i 1 4
A B Rk LS 5L A% AT RE AL O VEGF-C i i Hi 32 /& VEGFR-
3 I O I R A AR ECL A 2R G T B 4 B A 5 e i R AR 1
SRR R — 80,

3 & ig

H A 22 B0F 550 K IR VEGF-C i BF %35 5 b B4 2
BRI 465 55 7% A 56 , VEGE-C 1] A Ay 3] 07 98 i o otk b0 4
A O L G B R (R U bR . S A TSR & B VEGE-C Y
L [ T T80T 00 5 2 R U L A P R B 2 M R A K L bk L
T Rk o R A A0 O T L AR DX el B A R RS- L Li
R VEGF-C R SCSEAZ AT T 007 LAtk 25 e A1 I it 988
i BUBUO Rl 5 8 VEGE-C 19 26 35 7K, I 0 ik 12 48 A %
FHIHI . Ochi %05 % 3 8 44 A VEGFR-3/Fc B & 1k
(rVEGF R3/Fc chimera) 7T & 25 #J ] i it 38 VEGF-C % 5 (1)
WV Y B AT RS . B £ X VEGF-CL VEGFR-3 J HoAF
5 3 [ P A T TR O o R O U B A SO L S R RS L R
I3 B g T o B AL 1) JELBR R T
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KB R AN Z LAY Z R R IR AP 2K 8
RE S E S R745.11 X ERERIRED : A

= XM 49/ (trigeminal neuralgia, TN) & —Fff i T = X $fi
853 A XS N 2 52 AR I B D M R 43 g D R R e M) i
Ak S M CRERMED T A . DG T i e = SO 2898 49 PR A O 9
BL BT A W & SCRRIRTE SR T T 2 A R B
5 PR 5 78 2 0 = SO 2 SRR PR A R Pl i 2O U L
PR 72 2 U (O 8 LA TR 30D > (R BE R R AR, A SOk I8 42
UL R MM = XA A L TR TR Al ORI A O,
WE & 51 AE W) A e A AR X 0 3 T L B R I 2 A 48 ik
KW BTG R =R EEA BV LR, A& S 5
R = U2 IR R O B AR — SRR
1 FESSEREEMEXK

[ 5% 2 F [K AH ¢ K Ccalcitonin gene related peptide, CGRP) /&
— Tl A IS 2 AR S Bl 2R 3 BT A3 A T P B R R R
A I BETS R G AT i A0 JERE A 0 Y i A N R
RN . CGRP FHAE = S 4715 FLE AR A 275 45 30 007 i) A &
JCHLAA N & B 98 IR DL Bl Oz ) T 20 e 30 HE b R i A
HP i St S 2R A L AR 2 R AR YR D R Rl 2 R R
IV 38 580 W A A B A R A

BT CGRP 1E 2y — il 473 T 14 50 84 fr) 338 J5 , 76 4 22 24 1
PERBIAFZE A 51 T AT = B # M, Kanai %07 76 K R
45 72 BR R (chronic constriction injury, CCD /7 & 31, AL Bt £&2
GiHARE T~ 14 d BEEHRE Z R 1 EAKFRE LT 14 d
J& - CGRP B i FPE W] B4 58 . Lee A1 Kim"™ £E KB Lo ¥
2 A8 U AR A T Y 2 0 BRSO AT 9T T R B RET T CGRP
5 4Pk 2 PR BELIBT 7] CGRPS-37 # P 56 AT LA AE 22 9 & V2~
4 d TR LI 2 A= J5 i P9 T S5 DU AT LAt 2 0 s o S0 A AR B 15
W] CGRP 7EH B7KF 2 59 015 18 1% 1% K 3 i SUm T8 1

TN 2y —F e 50 i b 22055 BP0 . 55 CGRP A7 45 % 1
KF . WS- R 16 B TN M 5 & Vet B 2541

& EIRFEFH . Email: yxq9906@sina. com,

X EHS:1671-8348(2010)05-0611-03

ik R Ik e = A 2 PR 5 A U1 BT AR S AR 000 3 A e fbk i,
CGRP #1455 7 95 9 & AR J M BUAR 8 Bk i CGRP %
W ETE L ERA G B L (P<<0. 01) ; 1M 9 3 M £ 2F 4t
t CGRP %3 S o PR UKL ) 45 b | T R ) B8 o8 1 3R 98 52
ZFA G E L (P<0.01), BRI A B AY £ KR A
MHE S P 22 45 7 R N7 9 TN A Ok 9, 5 R TR 4 e
FARARBARSE 9~15 d 5 MIHE T P 28 3 HC X 38t SATL A 4
UL, 25 5 Ge it 2 L (P<0. 05) ; K ELIEfiE 9 CGRP
RS THRFARL, 225051158 X (P<0.05) .,

CGRP F# il it cAMP-PKA ¥ 3k fe 2 5¥m k£, H
5 2R R 5 M 45 G IS WO IR R 25 AL 1 (adenylate cyclase,
AC) , 7 ik = W R B 1 Cadenosine triphosphate. ATP) , F= 4 1
W 12 IR 7 (cyclic adenosine monophosphate, cAMP) , M i & ¥
HZREM A ) 2E R Y- . Hosaka 2522 & BRAR-vh o BE (1~
100 nM) Y CGRP i ot % B A %3 R BUR M G = E ik
CGRP SZ A8 {85 P9 B 4 e ke — 42 Ak 20 7T 980 20 JL P ST % b 12
BRI 5 11 R BE (500 nMD By CGRP W AT B 2 47 5K 1 1 UL
MM, —FH Y FEE (I EE A(protein kinase A, PKA) 75 /)
ATP 82 K™ 3@ T8 T 5, iy 908 i ik, 42 3 cAMP i 4 0l
cAMP 1EN S 2 5l A 5 CGRP 19— RIEY 15 5h.

A, CGRP 232 4 & M e o i N IR M BT 1M 48 ik, vl 5
P ¥ (substance P, SP) | 55 ME ik . H 7 JB A1 IH 48 0 45 35 25 £ Fb
P AL AEN L By A PR S R WYL CGRP 38 AT 3 5 9 15
SP X P 15 B B AL s 7= A VR T . LI AT RE S A UF SP 1)
FH R B T, 12 338 98 08 15 5L 5 B R R T R B 1Y R A L 36 T
S SP R A A0 L R SP RS 6 4 i A e M L K
B LAY VE ], B9, SP 7E S A i b 48 U5k A0 1 55 ik
2 2L F S 5 PR E L PR . R B G TR AR
X TR T B e 24 A0 252 328 I3 ) 2 B K A e e 13 AR A o S0 468 01 e





