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KR AT R A A
B ZES:R575. 2 SCERFRIRAD : A

E A 32 45 0 sl B A3 VI B 5 B AR B i P AR R T L 1B
I R L S S8 35 B 0T A TR Ak L K R 5 2 ) Ak JF FE 7
A L R BT L R R Ak R OE TR B AR TR BF 5T
TG AL IEAT 30 4390 B AU 0 P A ML, 412 38 R 5 4% T P26 e
ae Ik & HA HE IR X,
1 WEBFAEBERNER

Roaw WFFEF W1 W A T JE 2 43 V0 B 5 4 IF 746 3o 2 4
B R R AT IR EE A W B AANE, HARRCR (D F A
TR, T AT B AT OE R R AE 70 Y088 4 VI BRI L P AR R
TR B, R R AT 7~ 10 d; T Ak R BRI R
700 #8 A UIBR I TG 2 30 d A R B JE I & &5 (2 R F
AN T EL R 2 BOFE A Al B AN BB R B R B 2 IE R T
B8 B AR K AR AR R IR BE 5 (3) B AL A3 T 1 AR 22 0 A A AR
AT F RPN 58 R B R0 AR AR R ¥ R R K
K] e HC A2 A 400 i ) 4009 5 A0 DG B 1 LA R A M 9 T A DG B R
(IE ST
2 BUHEBENRE
2.1 WALFFAET AR S B Be i pe 7 M AR R H
AT IA K I SR BE ] F-a( Tumor necrosis factor-a, TNF-a) } [
4l it A 2 -6 (Interleukin-6, 11-6) 3L [6l J3 s AP A= . 1IE % P IE
HEB AT IS /N Y /Y #4218 3l B B, T JIE 9 mRNA K
- LA K 375 7K P 9 TNF-o TL-6 33 T 725 - 00 4 456 % 1 -
kB (Nuclear factor-kB, NF-kB) (& 5 # 5 & 5 1% N 7-3
(signal transducer and activator of transcription 3,STAT3) %
et H T, BT 20 i A 1 Go IR A Gy 3, gk e A K A
50 i 48 i A K IR F Chepatocyte growth factor, HGF) | % 1k
H: K A F-a(transforming growth factor-a, TGF-o0) ZE/EH T A
A 30 b R A A A R

FFREH TNF-a 3% i Kupffer 4050w, SR FFUIEE)E
TNF-o ifi 3 5 Kupffer 40 3 il 457 5 ) 52 K TNF-o [ #3Z {K
(TNFR-DZ5 & 6 A 2 Fh e Sl VR i 5 5% N NF-xB. &
A B LA TL-6 BRI SR A I TL-6 & L S B, FFAE 70 %6
T VIBRJ5 » IE 8 KB A TNF-o mRNA 7K 3305 84 i
T IFVIBRIE 6 hikmig RFEE TR, TARF 3 dBER
AR AK S 5 1 B AL HE I 4% HF P9 TNF-o mRNA K76 R 5 6~
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12 h #ORFEA AR AKOT 2 G A 8 L, HBIRJG 24 h A
T e W L W ) IR T IR LR R

JHFRIE TL-6 3f¢ I FF P9 =l 52 % 4l i, L Kupffer 4014 3,
3% TNF-o W97, 76 LT AR o B2 vl 2 Bt 0 v B4R 3 P AR 1Y
YER . Bl 4G gpl30 Z 0 BE STATS, P84 I 7 A M
o R RE s LR RN 20 SE R ik . EE 70 %0 A I BR S L IL-6
F R R F I, EH KR AP IL-6 mRNA FARJS 12 h
ik ARG TR, TARE 3 d R AR 8 4L
PEASF N 1L-6 mRNA 78 ARG 6 ~12 h th #48 F5 4 24 K A 7K
KL 2R A BT EBIARE 72 h Ak 0, 0 g % T
IEH  H R4S s iR 22 K 30 HLAKOK 219 1L-6 Xt AF R A=A
VR P L R AR TR 4 U0 B S A R A U h B B e 4
T AMEE TL-6 AT {2 3E 6 AL A S A2

L 3R % -1 (cardiotrophin-1, CT-1) 4 11-6 & W 5t 2
—EREE 45 A gpl30 Z AR HE STATS, 76 I BE H i
IL-6 AHABLAY £ Y- . ol B9 BF 55 F W1, CT-1 REAIE 1F 40 il 7y 24
K8 HE s b B Ak I B B3 S 9 4 R AR AT B S 4R 4
-

STAT3 J&15 5 17 5 i S & A X 1 F% & 6t 2 — , 7E A
JIRE 8 U0 59 O e e . L R TL-6 S L R kR
HEARE N B 2 Fh R R G L 51 R 2 R RN | A0 HE 2 B G AE R
N PR JE BN S e A M gR T A FRIE 70 %64 I BR S
IEH K ENFIE R B STATS 76 30 min RS . ARG 3 h k&
U, VE LR 46 hs I PRSC IS UE A OAS M & HOV PERE 16 JIF 21
Zirh STATS 2 [ 1 B T 1 19 0% 4t B AT JES s STATS 25 1
5 DNA Z56 68 J) T RE R RE 5 H A0 14 Pias3 & [ (protein
inhibitor of activated STAT3) A &, W5 EM KM X HCV
PERE AL T 420 Pilas3 & 1763k LR,

TNF-o 1L-6 .STAT3 % Y & ik X T AE Ay 5 4, 5 00T 1L
JF RO B I A% B A 0 sh 2 42, 1 e 5 v 1) i 009 A Y A 40
ot A K TR T R
2.2 TEARJHFETE AR 0 2 B bR DA 4 IR B 32 ik i Sk
HGF J& i A o A A i AR s B E A A AR KB 7
Z—o TENFPN FEEE] BT AR A R A . BFRERS 43 PIBRJE 1 h
WALV B AT 1 40 HGF KSR T I 355 ¥ 3 7T 36 1E 4 1Y

* o FEEIUE TR AN S BRI R L R E T L 5B B CEERHE 0575108) .
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15~17 fif. JRBERI A VIBR )G . RN HGF (948 fL 7 1E % I
A E 22 18] 22 55 To e 1 24 0 L (P>>0. 05) 5 {H &, i 6 JHF
FRAE T4 PY c-met BE X 19 2235 B2 W RS, (744 HGF &5 o
Met 4G = T2 HGF M SHFHARENES . iF
BT W4k B AR B P B9 HGE 36 $E B 8 B A%, 3 nT g
5 B0E Y1 (HGF-activator, HGFA) (9 383K F [ LA SCZ 30 )
4 L 10 61 9 (HGF A-inhibitor-1,2, HAT-1,2) B %3k b7
X, &IIkiEAEHAN HGFA 1] LIAE #F B8 4k I B IE K
WA VI BRI WA IF AR 5 53 46, AN E HGE /Y i A gk 3 A
VEIT PT AR HE AT AR AL K BRA F 4R AL A B 55 c-met, HGFA
AP T- R E A R L LA L,

TGF-o 2 A7 40 i 7 A4 /9 5 2 8 70 sz ik o R Ak
KA F %2 & (epidermal growth factor receptor, EGFR), TGF-
o P JF I D plg HL ) 5 4 B DA R 5 5 4 e o ) 4 . DR B B
T 58 A P8 19 TGF-a 19 22 35 & T 15 & B % ; Ik 4 B R
J&i s TGF-a /K PR AL B IE & FFIE W3 T, % B 22 5 B4t
TR L (P>0. 05) -1 {HU-B 4k 8 2 IF 40 i EGFR Ay 234 W
BETFERD ., o SMNEYE A TGF-o BT {238 5 16 AT 107 56 43
IR A5 A2 01 ) DNA 95 . TGF-o K H A2 7R A5 1 1k
JF 762 v 0 1 R G o] 3 55 2E — 25 B 5% B
2.3 LR DE P AR A R b A O A G T R
0% 40 6 37 15 A 5 5 U B Go B aE A Gy 3, 40 it A 4 i
HEA DNA KEEHIH) SHI. 16 G W58 5 40 i 43 S 40 6 1 A%
JaElE M B, A 245535 MEE R 2 G B, 58— U 4
M JE A Ceell cycle) . Zad R 1 AN & 4% H 5285 % I8 45 19 7% 2
AR I EiE ad 1 PR A (restriction point, R) A 2 A4~ il
1 Ccheckpoint)  7£ 33 1] [a] . 241 Jia J& 11 98 5 A0 ¢ & 1 e oG g 4
At

2 b ) A R T A G B T R A 3 Bl A AR AR AR R
i B B (cyclin dependent kinase, CDKs) . 4l Jg & 87 8 55 25 A
Ceyclins) 4t ffi J& 19199 715 2 13 40 481 0 9 410 ) 25 (1 (inhibitors of
cyclin-dependent protein kinases,CKIs), CDKs 4 4 it J& 1 i
TRIH L, IS M N cyclin 456 i CDKs-cyclin £ &Y 5
ABAWAEE . S 504 #7519 CDKs F£ %22 CDK1,
2.4.6, Z5FBERA T A9 cycling EEE cyclinA B, D.E,
CDK4/6-cyclinD E& W% Gy 40 g #l i R &9 % & %,
CDK2-cyclinE & Y% Gy M40t G, /S il S ik A S
AR B2 ;CDK-cyclinA & W7E S 189 7E A 212 3 DNA
Bl 5 Gy B4 M) 3 B4 CDK1-cyclinB & &% i 35 B F B
Ge/M ERI A M, EiR i B iy CDKs-cyclin & 59
{1 M 52 LA B 7 26 0 (5 i R A T L B CKCTs XU F 4 9819
CKIs B 2 7 91 B9[] IR 23 PR 26 . (1) CIP/KIP &
£ #% p21CIP1, p27KIPL, p57KIP2; (2) INK4 X J&. f4 3%
pl5INK4b,pl6INK4a,pl8INK4c,pl9INK4b, 45 AY CKls 5
€ 1) CDKs 3 CDKs-cyclin & W45 & K IR WEH .

A5 A P 2 - A 30 1) 248 L 0 300 080 5 A DG B 1 R Rk
B S Y SR R 4 YD B A B Ak B E R E L
PRGN B ARG cyclins B 238 5 R 40 U1 BR 5 o 155 E 4
P2 cyclinA B.D.E KR ¥R T 8T RS 24 h
AATIR W IR SRR BRST 72 h A G N8 T B 5 AEAL TR
RIFALLIP ) cyclins F AR J5 Tk A&, (0 LT o & 2%
L, BAR)G 72 h Ak E g, Hop cyclinE & B &, R J5 HoKF
T I [] 25 4 3 T AR T IR 100 ELA H BT Y 8 s CDKGs

607

F ARG B ekt T i A Ak T AE A F 4L 2L CDK2 .4 Y
FIAE T IEH s CKIs BYFRIATE F AN R MR B By 25 5.
2.4 TEEAR TR P AR 0 3 B o TP A= 00 ) B e 3 R 40 A T
WENSE  Fied K B F-B(transforming growth factor-§,
TGF-® AN & 1 s iy M W 7. TGF-B HA
&K if CDK2-cyclinE & & ¥ ifig i CDK2.4 i P T B, i& ]
DL A3 52 W bel-x1. p53 %5 8 T 3 PN A9 3¢ 38 TN 14 5 I 40 g 9F
T WL R Z S EHIN N TGF-B R L I fE S 2 —.
TERFIE . TGF-B 32 2 fy 8] 53 40 e 45 5 43 b » 1E & FFE TGF-B /K
AR . BFREFS A DI BR G . IEH R TGF-B ARG 4 h &
FRHGIN . 48~72 h 3k i e 5 T B AL JFF AR N TGF-B 23k i 14
PRATT ARG 18 h 3, I Al Fp B B ] L 33k 7T e J2 i Ak A i 9
cyclinE \CDK2/4 /KWLM I Z — . % 3F H TGF-8 it
8 TGF-B 52 iy 3 1 K6 Jr U BHL I TGF-B {5 538 07, 45
S 7 R Ak R BRI U0 83 24 P P26 B S

JHF A Bk S O PR 40 e A 38 8 0 0 T R SR AR S BIR ST
718 s JHFBIEAE TE 8 0 T AR K O 2 3R A 98 T 5L IR (ELAEE Ak E
AR 238 7K BT e T B R 5 SRR 4 VI BR S 1E I BE A%
HLN S BB A T A (bel-2, bel-XL %5) 363k & s (R 5 6
h) ZJ5 A H B T 3k P R 3k i i ORJE 24 ) 5 T 1 4k IR 4
RFALUN I PLIH T-RE N AE ARG 24 h N FRIE T HZ 50
AR HAR A IE B K L PR T3 B Y 3k G AR IR
W obel-2 HHH i, I FA 45 R Won L WAL TR B AR ThgE Z i 5
20 O TR DG R TR R A Y R A O
3 & ig

T AL AT W8 5 VI BR 5 A P P AE AR ML & 2 R th 2 45
BT K L5 5 855 T8 H b AL v B T g S
PR R AT T T b s £ 5% AT R AR R RF S R AR L ek 0 T
A RE SR A VIBR A J5 99 KR RAET- 3%, I B E TS .
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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





