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The role of Cyclooxygenase—-2 and vascular endothelial growth factor-C
in lymphatic metastasis of breast cancer

GAO Yanchun,et al

(Department of General Surgery.the First Affiliated Hospital,Chongqing Medical University)
(COX-2)and vascular endothelial growth factor—C
(VEGF-C) proteins,and their relationship with lymphatic metastasis of breast cancer. Methods:Immunohistochemical staining

[Abstract] Objective:To investigate the expression of Cyclooxygenase—2

was used to detect the expression of COX-2 and VEGF-C proteins in 45 cases of breast cancer. The relationship was analyzed
between the expression of VEGF-C,COX-2 and age,tumor size,the protein expression of estrogen receptor (ER) and
progesterone receptor (PR),clinic phase,axillary lymph node metastasis. Results:The expression rates of COX-2 and VEGF-C
in T and IV stages of breast cancer were higher than those of I and T stages (P<0.05). There was higher expression in the
positive group of axillary lymphnode metastasis than that in the negtive group (P<0.05). However,there were no correlations
with ages,tumor size,ER and PR,etc. The expression rate of VEGF-C in the COX—2-positive group was higher than that in
the negtive group,which were 76.2% vs 43.6%,respectively (P<0.05).The expression of COX-2 and VEGF-C in breast cancer
showed a positive correlation (r=0.579,P <0.05) Conclusions:In breast cancer,The expression of COX-2 is significantly
associated with clinic stage and axillary lymph node metastasis,and COX-2 could promote tumor cells to secrate VEGF-C and
then accelerate lymphatic metastasis.
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+ —_—
We £ )11 b B= - B Bt s B i 4h R} 2003 4 10 A ~2005 " ” 5
i3 AFRYIGIURIAT A TR 45 ], HARMARY *
- 7 3 4 0579  0.05

RiEss, WAL ERE, RekRESZBITSsT, S
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1.2 ETEXMNEME

BRI VEGF-C ZRENEB Tt bl ARSE
FRAE], TYEHREE 1:40; BT A COX-2 Bm (BHik (T
¥ ),SP A& ,DAB BERIHMFRETH AR,
1.3 %

PR FRAAGERIHR 4p m BASY R, 55
17 HE B 5 F R BT . b R A SP &, LA
PBS B —HLfE MRS R . FEMEST AR H A R CIEEH)
H COX-2 .VEGF-C MtERA N BIERA ST A,
1.4 4R P8
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2.1 COX-2 # VEGF-C £ ik & A8 %M

COX-2.VEGF-C FHFRIB I FLAREHS 755
THIRI I N AR E TR, H 4 K25
SEALT PR AR, /> B Rl B R LB P R
Fik, 45 BIFLIRE A AL bRA S, 32 BI7E ML
K3 VEGF-C &3k, BHERN 71.19%(32/45);38
BIFE LSRRI R coX-2 Fik, PHHERN 84.4%;
27 BB, B AR —An A P g 2, fH
K 60.0%(27/45),5 FIEEH L+ R E VEGF-C,
11 FEEAAH DA RE cox-2,2 BIFLgREIRA
B, EIRTEPREIRBR . COX-2 FHHERFLAREA
Ak VEGF-C RiEEN 76.2%, B COX-2 FAHEA
" VEGF-C RiXF 43.6% 5 . ZMEST LR,
COX-2 5 VEGF-C TEFLIME P Tk IEH R (=
0.579,P<0.05), W3 1,
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22 COX-2 # VEGF-C &k 56 KRR EH Ly £ %
ALEH COX-2.VEGF-C Fik1EN 5 R EE
8 R KN O R Z ORISR R T B A
Ktk Mg R H M+ IVAR COX-2 Fl VEGF-C
BHRIXHMERSTFHR 93.3%F 83.3%, HEET
I + TR 66.7%F1 46.7%(P<0.05), 1.3 2.
2.3 COX-2.VEGF-C RiA 5 5L B E K654
eI % %
COX-2.VEGF-C X EA SHBEMEHRE
FROURXREZEY], WEMHRELHEA cox-2 HH:
. 70.6%(12/17); VEGF-C FHYEE 52.99%(9/17) . B
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ERELEEA cox-2(-)2 #l,cox-2(+)26 #1,
FHEZR 92.9%; VEGF-C(-)5 %, VEGF-C(+)23 #1,
FAMER 82.2%, VEGF-C.COX-2 RiEEMEME L
FHMEH I B & TS M B AEH (P<0.05), 2R
AEIHHFEN,NE 2, COX-2(+)HPREREH
BEHER 26 6], FEBE 68.4%(26/38), B COX-2
(=) HEABEMELEEBREBEER 28.69%(2/7)
B VEGF-C(+ ) 24 A M BEFH 23 6, 7%
B2 71.9%(23/32), B VEGF-C(-)4H & A Ik
BB R 38.5%(5/13)F . ZFAHR
EZFBE(P<0.05), 45 BIFLARERA S, B Rk
COX-2 1 VEGF-C B9 27 i, EMEEEBRS

ik 88.9%(24/27) ; {1k COX-2 B VEGF-C KJ 15
15, B kB S HE AR 25.0%(4/16) ; T RiKH
FEAMER 2 B, G 1 BIRESKREEEE S5RA 8
EH2R(P<0.05), 1% 3,

HE—E T R B, 45 BIFLIRIE IR A LA W 4
216 B, R AR 08 ML, B FHMER 45%, COX-2
(+) BHEMBEEER 76 K, AR 352%(76/
216);C0X-2 (-) BMEMEEEB R 10.2%(22/
216); VEGF-C(+) RAEME M B 62 #4, FHtE
% 28.7%(62/216) ,VEGF-C(- )R B M ELEHEH R
4 16.7%(36/216) o COX-2.VEGF-C &1k BH M40 i
BB RN ERATEHE (P<0.05),

£2 COX-2. VEGF-C RiESIGKFBEIHIAXE

COX-2EH VEGF-C EH
n n P
+ - + -
Age(Year)
=50 24 20 4 >0.05 24 17 >0.05
=50 21 18 21 15 6
ER
+ 16 11 5 >0.05 16 7 =>0.05
- 29 27 2 29 25 4
PR
+ 19 15 4 >0.05 19 11 8 >0.05
- 26 23 26 21 5
Tumor size
T+T, 21 19 >0.05 21 14 >0.05
Ty+T, 24 22 2 24 18 6
Clinic phase
[+0 15 10 <0.05 15 7 8 <0.05
m+Iv 30 28 2 30 25 5
#3 COX-2.VEGF-C RZS5IBEREHELRBHNXERE
J— . COX-2 EH . VEGF-C EH P
+ - + -
- 17 5 12 17 8 9
+ 28 2 26 <0.05 28 5 23 <0.05
3 i 5l 7 T, 3 TR 40 AR 2% oy B AR sk e i B A
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Ao FARZE M A AR ER : COX-2 BB ILRME
PGE2 IS, HIERAT EP2 /A8 EP4 ZiAE
PPARr, @1t EP/cAMP iR42 , #1545 R P S0 A , 25
W R HEHER OB AR EFEEI VEGF
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& W SBUME A Y, VEGF-C RFFRHIEHeE
BHERA T, 834 S VECGFR-3MENKAEK
HFZE& )DBETHERPHREENEE, BFFKEE
N A RS, (RHEIR A MM AT A R RS
KE, ERHRKERELEPREEZEEH. F6t,
VEGF-C ZE B AR P EERL, RIEMEREEL
O, Su ZEERE A F 4R P VEGF-C 5 COX-
2 HIRE LI, COX-2 TR EAHMAR VEGF-C BF
%S, T VEGF-D XAk, RiFIRE E2(PGE2)5
COX-2 /58 VEGF-C F-HE7IF A % FMFEITI
EP1 ZZ &M $15H) 7] B M H cOX-2 =X PGE2 %
# VEGF-C b, 5L VEGF-C &2 COX-2 BT iiF
FH, CoX-2 7i@id PGE2 il HER-2/Neu Z KR HE
¥ VEGF-C ik, {5688 . BB cOoX-
2 BRI F=Y) PGE2 MBS M M B A i, 3 Al fES:
5 S ok 2L AR 1 AT IR] A T A IR, 3F
5C COX-2 1 VEGF-C 33k 5 it fa ik B2 56 7% R a ek
B AR, Byeon FORMI T 13 BN T REEETIBR
21 BIFARUBRNBEESEIRA, IESL VEGF-C
KX EMERERE GRS B COX-2 FikKF
BEMK., ALMELEHBHMEHEL+ VEGF-C
FikzR B ¥E(100%:20%,P<0.05), ¥ COX-2 #
XK F5 VEGF-C EE R MEMEEEBE L,
Kyzas UK 0 T 70 Bk SEBBEHE AL H COX-2.
VEGF-C M A 151 , VEGF-C FikKF 5HIE HB
BERTRAR, KEEERRL,COX-2.VEGF-C
HIER & FRRTE ORI S B F o 1R CoX-2 33
FIRT R VEGF-C ik EiA, (2 dE B A i
AR H, COX-2 . VEGF-C Fik PR FLARE
HARERBEMHREEBRBILRSH N 68.4%
71.9%, B _E R XL BB R EEBRYLERE, 455
H 28.6% 38.5%. GLITHEFERMREER LI, K
W 216 Bk EZh , BARHEE A 98 £,
# 454%. COX-2 VEGF-C FikFHHEHBFILA
HHEERESBEBROIER, 5508 352%:
10.2% 1 28.7%:16.7% . HH, RIAFFEX COX-2.
VEGF-C i 27 BIZLARBAR , EARBKREEERE
B ML B 15 88.9% (24/27); X FE ik COX-2 B
VEGF-C i 16 #l,4 il R & B MR 455678, %
F 25.0%; T ¥R AR 2 B, T— 5 EE ke
L. RZ, ME MBS COX-2 fl VEGF-
CPHMEHER THREMKREEREAR, 25K
92.9%:82.2%F 70.6%:52.9%(P<0.05). BLHM,IMGER

AWM+ VAP - EHERHEES T+ T4, 25
2} 93.3%:66.7%% 83.3%:46.7%(P<0.05). H L7]
,,COX-2.VEGF-C SFLIR N E fpk B 455
BIEN BB EE 81, IFSE COX-2.VEGF-C &
KA EMEMREFES GRS MHETMEX, KER
M COX-2.VEGF-C HIFRAK B —IEInER/F|
THHRIEHBRERERTGE. #—50hkHR,
COX-2 FHHR LR B H L+ VEGF-C xRN
76.2% , T BAHE 4 VEGF-C % ik X 43.6% ,
COX-2 5 VEGF-C ZEZLIRE P RIXLIEA K (r=
0.579, P<0.05). &/~ COX-2 ] iFSFILARE ML
. VEGF-C, {R it FLAR A S ML A BB EH 4,
SEME BRI,
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