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BRI 5 B 78 Tk L 4555 88 5 B A 55 (P<0.05 ) ; MR R & kb o CXCR4 S#F L4540 21 SDF-1 K52 pearson AL 45+
WERBR, FHWEI KRB ERHL(G=-0.3309,P=0.0167), £+ :SDF-1/CXCR4/VEGF~C 7EME AL R EB KB &+
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Expression of SDF-1-CXCR4-VEGF-C and the relationship

with lymph node metastasis in laryngeal carcinoma
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[ Abstract] Objective:To investigate the relationship of CXCR4,VEGF—-C and SDF-1 in human laryngeal carcinoma and discuss the
significance of the three indexs in lymph node metastasis. Methods: The expression of CXCR4,VEGF-C and SDF-1 was detected by
reverse transcription polymerase chain reaction(RT-PCR )and immuno —histochemical SP in 10 cases of adjacent normal tissue, 45 cases
of laryngeal carcinoma tissue and cervical lymph node tissue. Results:Not in the mRNA but the level of proteins, The positive rate of the
expression of CXCR4 and VEGF-C were 78% ,67% and 78% ,71% in primary tumor cells, were altogether higher than that in adjacent
normal tissue( P<0.05) ; The expreession of SDF~1 in metastasis lymph node tissue(100% )was higher than that in nonmetastasis lymph
node tissue (30% ).There was significant correlation between CXCR4 and VEGF-C expression in the laryngeal carcinoma (P<0.05);The
expression of CXCR4 and VEGF-C in laryngeal carcinoma was significantly related to clinical TNM stage .tumor cell differentiation and
lymph nodes metastasis;The expression of SDF-1 in lymph node showed significant relationship only with the state of lymph nodes
metastasis(P<0.05) ; The correlation between the expression of CXCR4 in laryngeal carcinoma and SDF-1 in lymph node had significantly
negtive correlation(r=—0.330 9, P=0.016 7). Conclusion : The overexpression of SDF-1-CXCR4-VEGF-C in laryngeal carcinoma and
metastasis lymph nodes had significantly related to lymph nodes metastasis. The co—expression of CXCR4,VEGF-C,SDF-1 may play
cooperation role in lymphatic metastasis of laryngeal carcinoma.

[ Key words ]Laryngeal carcinoma;Stromalcell derived factor~1; CXC chemokine receptor 4; Vascular endothelial growth factor C
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C (Vascular endothelial growth factor C, VEGF-C) Bk
AT {2 HEE B Py R 40 M A A, ST (R R D A B AR
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W SR T R R L K2 I B 2 — BR e BB A MR 2006 4 9
A ~2008 4E 9 A FARVIBREIMER B 5 AR AL 45 #], &3
B3 2 SR A A IR S AR R AR BT IR 1Y
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B 10 ), 711 ERY 25 51, 75 1R 20 5], EarThBE 21 B,
RO LEERE 9 ) IR LB 15 6. 5B 40 B, & 5 5, 4F %
36 ~ 77 H (POLEFEHE 57 % )0 FTE BERBIRL(TTHER
ITo SR 10 BIAAR IE % BhREA 4V (B A BEMR R i 2% >1
em S ERTE AU AR IE SR IE B 2 ) 4 1R o FEHOHA R ST bk
B HR 45 B, bR I LA R 36 B, TEER 9
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1.2 EEEA

DEPC ,olig—dT. Trizol RNA 2B B Promega 2\ &,
RNA BEMHIFIM A G /A7 ,M-MLV ¥ % 58§ 9 MBI 2>
7], RT-PCR 7 & (Khf TaKala) ,DNA BRAFGM E Biostar 2
#] ,DNA marker 9 B 3t 5% 5 E /A 7] ,CXCR4 ¢DNA \VEGF-C
cDNA .GAPDH K315 |48 TaKala A& . HHiA SDF-1
£ 7L (Ebioscience, catalog number: 14-7992 ) TAEHR &
A 1:100, % bi A VEGF-C £ T IEHLIR (Zymed, USA) THEHE
R 1:25, 5Bl A CXCR4 £ R & THEW BE S 1:500

(Ebioscience catalog number: 14-6009) . SP X &M FIL 3
WA ARERAF,
13 #%mFE
1.3.1 JH RT-PCR ¥#1ll CXCR4 .VEGF-C & SDF-1 mRNA
WgD AL WAL, BB,
B EE A H AR, R B B BB BRI (Trizol 77 ) —
H AR RNA  FEARIRRE CAG 53647, BTERELE RNA
DN EEITER. 5B 2 wg & RNA, R TaKala 5%
FREE R A R cDNA, SRS L) cDNA £ 4R PCR 3~
3 CXCR4.VEGF-C .SDF-1, [l # N2 8 GAPDH, 3 3%
5| ¥y F¥ 31 & : CXCR4 5|4 1E L% :5°-CTA TGC AAG GCA
GTC CATGT-3’, & X4i%:5’-CAATAC GCA GGATAA GG-3’,
P18 K /N 303 bp; VEGF-C B[# IE X 4% :5’-CTT CTT
CTC TGT GGC GTG TTC T-3", X X#%:5°-GTC TCT TCT GTC
CTT GAGTTG AGG-3’, ¥ H#7=HK/\A 265 bp;SDF-1 514
1E34%:5°~AGA GCC AAC GTC AAG CAT CTC-3", R X4
5’—GCT TTC TCC AGG TAC TCC TGA AT-3°, ¥ =4/
A1 237 bp; GAPDH 5|4 1E % :5°~ACC ACA GTC CAT GCC
ATC AC-3", ]2 3 :5° -TCC ACC ACC CTG TTG CT GTA-3' ¥
W4 K/NR 450 bpo PCR R IEFR 50 w1, PCR KM
AR 94 CHAEM: 5 min, SRFFHEA 94°C 30 5.58%C 30 s,
72°C 30 s, FEIEIR 30 K, BT 72°CHEM 10 min, K LEE
JEEL 10 1 PCR 7=y, A 2% B e (& 0.2 mg/L EB)EE
WK IE AR B R B4 LR B AT e B, LA A3
JEESHSREEEN LERR L EEH.
132 H&RE4k SP %AW CXCR4 & VEGF-C EH K
SDF-1 ZHNRE FIELENASEENTA, #H%&5pm
Bl N SP IR T REE A A, TRERE
BETRE B KA, PUEE B, I 30 m/L S EASHBWER
20 min; 100 mU/L 1112 M35 ZE R EHA 10 min; iI—HL 4°C KA
S I B ZE IR 30 min; il SP B A 30 min; “EEE
R (DAB )R, FAREE LMK BEW H 4, L PBS
B—HifEHRT IR,
14 #RAZ

¥ VEGF-C R 7EMi iRk ,SDF-1.CXCR4 &Y BR: 40 i
PR AR RS AR TR AR @A AL, PRt A
FIWr S B Mattem FHRYTHECT 5, YL R R FRPEA AR
KBS, ReasmpE BMES 0 20, SFER 1 4, Rtk
24, RFAMER 3 41 PRI TR 4R A 0 43, PRt
MR <25% K 1 47, FAYEAR IR 259% ~ 50% 4 2 4%, PR
HREEE >50% 4 3 41 ; Yo iR BE X B M40 R PR 4 2 F B A
B84, 18 3 ~ 6 HE TGRSRt b, <3 F i
AR A YA B F A SR E IR g Al B g
SRBATIEE , T E — A EHR L L FE R ERE.
15 %it¥FoH

SR F SPSS 13.0 BMHAT R4, S R Ak
RIS ] pearson FHFEAMHT, P<0.05 HEREL 2B L,
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F*2 MEAZRAD CXCR4 5 VEGF-C RiEZ EWX &

CXCR4mRNA CXCR4 EH
/P
+ - + -
VEGF-CmRNA+ 33 r=0.886 4 30 5 r=0.755 9
- 0 10 P<0.000 1 0 10 P<0.000 1
VEGF-C &8+ 32 1 r=0.946 1 30 2 r=0.901 4
- 0 12 P<0.000 1 0 13 P<0.000 1
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AR B 43 B ZE ZURR IR | AE /) 40 B 8 A RT3 A 55
23 Fh A RIS B MR B B R e BB AR SE 5 &
BTG B, FRE/R, E¥ IR LA
i CXCR4 1) X RALTL B Z | T 2L AR 8 T B
RESFERAERRBEIEN L RTE P CXCRY
)R IR 7K AS W 3 0, Yoon 55058 1 3k 2088 S AL
B SRR A ME /N EAER R AR B 686
W EL 45 H CXCR4 mRNA B 8 & T LiE % F2 19 686
AWRE L A CXCR4 AIEN B B W AR A 41 AR
P B B TS TE A AR B4 . Muller 87 2L 5 9T 55
B B, I 5 P A O B PN R A B LA B R O 4 i B
% o3 Wb a4k BB 7 ) 40 L 43 AL B F SDF-1, B RE S
Fiir e 240 B b 89 CXCR4 2R ARSE 6, 1 5 FibJed 48 i 1)
WEBESD, REKESEKEMER, ULFRE
MR AR NS, SEREHBELE FZ
LRSS E TR BLE FHEUIMR,

RELEEE R BRI R R k= Kk CXCR4, Mk
FEH L R IR ALK L 45 = R 5 SDF-1, B B & )
X HEERRERERCERE, X5FE
B A EBEVH IR AR RS E RSB CX-
CR4, T H &5 W BRI AL kB 45 I I AEH
N B A HEE & SDF-1 X — 25 BAHML, 8 T #—
BT SDF-1/CXCR4 7 M I8 40 21 v i R 38 i I IR
B, APESH T SDF-1/CXCR4 ik 5 F 2 R
REIRRER  ERER ,CXCR4 BIE B SR A
R ArefEE FRZE IR, 5 TNM 48 AL
WP K, T SDF-1 MERXN 58 LHE L
HBAEX, X5INEEEETREST RS R

AL, 15 8 SDF-1/CXCR4 & 2% 3% 7T BE 2 ) W7 v o8
REREMCHERN—NEEIE,

32 SDF-1/CXCR4 5 VEGF-C &) 35 st 2 # 4 2 14
% &

F¥EBAHYEZHRPR KM, VEGF-C K4E
YO — 5 A GE A KA K VEGFR-3 MR 5/ %
ZOMR P9 B A RSB P B 0 BB T A R
TR ; 55— J7 TEAR {8 9 5 P B2 400 ol 5 25 0 W B
ST A etk BB R 224y A IR {8 i 48
AR EEBERELS, HFNESH, S RKE
AP, JIANG UKk & , fE 1L R F SDF-1 W1EH
F LU0 VEGF-C B335 18, 3 RE 3 38 8
MMz TR AERREE S, X e T HH
CXCR4 H BT MG . RSh LK KB SDF-1/
CXCR4 5 VEGF-C u]3@# i3 PI3/Akt #1 MEK/ERK i&
A H 85 ,SDF-1/CXCR4 A {23 VEGF-C B3
A B, iR, VEGF-C X fE{2# SDF-1/CXCR4 Y
FR K0, T L B — A 1E ISR E0 , 2 A A4 %%
Bluenl LR R, 7E SDF-1/CXCR4 #1 VEGF-
C/VEGFR3 {5 58 Z [B1 7] R FE7E & FL R 0015 538 B%
MERT RN S MR M e,

ARG W BN, TEEE K E A KL
AMEjEH CXCR4 5 VEGF-C AR X E B EIF
X, MEEREERBAWNENIERERAL
BT AMELHBH, CXCR4 5 VEGF-C # % JA]
A R HE 3R R P [B] RO S TE X &, UL B & T g
WM E BT RBEER ., T EBRTHE
THEFRES TR, HE" &
“H AT UL, AP A LR PR A i —
BRI R TR M7 L4 W CXCR4
M VEGF-C, M R AEH B B b BEA RS
Fr“rEgE R TE WA LEF SDF-1, XHE, %
35 CXCR4 Mg 2 M E BRI Z R/
Wk L4, 59k 5L P 7 4 RN 3 R 40 A 43 96 19 SDF-1
FHEE G, (2 70k B P B2 48 0 40 B 43 3 VEGF -
C, T VEGF-C X ik i i5tfE Al T CXCR4, B i — 1
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siRNA JUBK FAK PR %0 7L MCF-7 S Pr¢
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[# E)8 & W5 RNALI Tk & JE B (Focal adhesion kinase , FAK)F 221k &3t AR FLIRE MM A YA SRR, 7% .4
EFE FAK 2B siRNA FEH Fub. FAK-siRNA , ZEAR BT 94 5 PR A AZLBRE MCF-7 401, 568 B BA3UE T MR
P #, W RT-PCR Fll Western blot £l FAK mRNA FIZE [ #35, MENA A 24 40 B A 40 A , PR AhSC 3o 12 iy 40 2
% matrigel BUBE 1. % R RINFEY: FAK-siRNA J5 LIRS MCF-7 418 FAK SRR IX ST B 25 A BRI FS YL 4 M L
FAK mRNA FI2 A Fi57K T 8 B (P<0.05) , M FHHE B S 298 17 9 BFEMR(P<0.01), 4546 :FAK-siRNA REABIPHIAZL
BRIEAAAE FAK 3£ mRNA FE H BRI, R IR 6 1 R FR 1
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