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(HE] BH HARrRAZTREIBASKAT T ABRFALE G T LRI R P IREASBH-2(COX-2) | fo
FREAEKEF(VEGEH) AX ey Hm, Ak RAEEFTEABEANRMMEG Z E 6T 7 AR FI2E XK
ALE 112 AR EERKEN S AT RE, RS BRANZA . PAETA . SHNTH, SEAREREKRIES
BREE 4 BB RERR, FRFLEF T ABRARER COX-2, VEGF mRNA K-F, &R ZHERDEF
1o A BE4e 22 COX-2,VEGF mRNA #) & ik KP4 a7 245 A AR F COX-2.VEGF mRNA ¢ 229 2
HF&H(P<<0.05), HxrmRarki , REJMEFTARAF L hBRYE D A FHHNZA LN E(P<0.05);
RTEF TR FAFE AR E R COX-2,. VEGF mRNA £ X & BETH(P<0.05), 57 S48 mif 2
(P<<0.05), COX-2 mRNA ## VEGF mRNA # % ik 2 E48 % (r=0.782,P<C0.05), & K58 THK
BERATFTABRFALEER, EERANF TET TRARXK T T ABRFAERBEPF COX-2, VEGF & ik, 474
JRIE eyt R, AE R 2R EARBUME .
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Effect of mifepristone on expressions of COX-2 and VEGF in rat endometriosis”
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[Abstract] Objective To discuss the curative effect of different doses of mifepristone on rat endometri-
osis and its influence on expression of cyclooxygenase-2 (COX-2) and vascular endothelial growth factor
(VEGF) in lesions. Methods The endometriosis rat model was made by adopting the endometrial local im-
plantation. A total of 112 successfully model-constructing rats were randomly divided into the control group.
low mifepristone dose group, middle mifepristone dose group and high mifepristone dose group. Each group
was given the gavage by different concentrations of mifepristone for 4 weeks. Then the endometriosis tissue
was taken for detecting the expression levels of COX-2 and VEGF mRNA. Results After successfully model-
ing.the expression levels of COX-2 mRNA and VEGF mRNA in ectopic endometrial tissue were significantly
increased compared with those before modeling (P<C0. 05). Compared with the control group,the volume of
ectopic lesions in the mifepristone treatment group was all reduced, which in the high dose group was more ob-
vious(P<C0. 05). The COX-2 and VEGF mRNA expressions of ectopic endometrial tissue in different doses of
group was decreased compared with the control group(P<C0. 05), while which in the high dose group was
more obvious (P<C0. 05). CCOX-2 mRNA was positively correlated with VEGF mRNA expression(r=0. 782,
P<C0. 05). Conclusion Mifepristone can effectively improve the symptoms of rat endometriosis. Its mechanism
may down-regulate the expression of COX-2 and VEGF in endometriosis lesion and inhibit the lesion progress,
and its role shows the concentration dependence.
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1 #HEE5FZE

1.1 SERshyy el S AWl PE SD R, 7R R
H200~220 g, BT & B 2EBESL 50 s oD B4 7
Fili 18~26 C MR 40 % ~70 % [ FR 5L N4 37
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1.2.1 @B R4 FH10%KEEES T SD KR
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SBERRTFE. IR P —BTE, s, R
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WK . ARJG 8 KW IE D) K& Hers i, 4
Je TR T IR . AT UL RS AR Ak AR FUBH S 88 K, IR A A
TR B35 W /NI, 98 BE 3% 1A 3 AR 45 TR i, HE Y 5
A R L8 AT D B A B TR) S5 40 B . i T A AR
L BTN 112 HOK R o o R AL AR R
4l gL AL A 28 L

1.2.2 254 Konl e SR KR &) R D 25 43 o Fh 7 7L
J(1TE i T/ s N SN 5+ 5 o 1| D DAL 1207 =
2§ 10,12, 5.25 mg/d, R % S 56 s 4 2% 25 Wy e BN
2 K BHZ AR = 257 5 /60 k) X K B4 &
(kg) X 6. 25, AT H G MR B AL R =N
1.041 mg « kg '« d ' R FI R AL 2 & L. 24
mgekg o d L EAIEAHAALHE N2 604 mg .
kg e d Tt R K AR A R 250 S5 A8 A gt AT Rl A
JE R 1 mg/mL BB HEH T IAN S T 1 mL 48
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1.2.3.1  SO7 B AR R AR (b g Bl 2l J5 g
PR RO & S M KL TE. &, R A V=
0. 52X £ X 58 X @ AR R VI, BRI 4 A
Jei » T VR 5] L 0 B S A7 6 b 1) PR B V2, b BE K
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1.2.3.2 RT-PCR %4 COX-2. VEGF f9 3 ik 7k
V- Trizol Z46% 40 Ma , & IF F 5t RNA {9 ¥ B 0
ali B S S G AT PCR, 5488 94 °C HiZEE 5 min,
94 “CASE 30 5,56 “CiE Kk 30 5,72 “CHEfH 30 s, 3L 40
MG 72 CHEEM 7 min, 4 CHRAE. COX-2 LiFg]
¥.5'-AGA AGT TGA TAA TCG GGT AGT C-3',
Fi#EBI 4.5 -CCT AGT GAA GGA TGG GTC-3';
VEGF Fi81%).5'-ATC TTC AAG CCG TCC TGT
GTG-3', FiEal#.5-TTC TCC GCT CTG AAC
AAG GC-3'; GAPDH L5581 #:5-GGC AAG TTC
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AAG GCA CAG-3', Fifgal#:5-GCC AGT AGA
CTC CAC GAC AT-3", R 2% ¥iH8E H COX-2,
VEGF mRNA #ik!",
1.3 Zil2#4b ¥ R SPSS19. 0 G it 8 A4 ik 17 5
Bro THETORNL T4 Fom R EC XS ¢ K 56 Fl B PR 3R
FE5 0, VA K Pearson #5430 #71. LI P<C0. 05 N
ERAEGITFEX.
2 % ES
2.1 HEBEUETE AN BEALZd COX-2, VEGF mR-
NA [ FIRIEN BRI 5 KBRS BE 5067 P R 41 41
1 COX-2 mRNA.VEGF mRNA [y 3 ik 7K F % i i
HIAE A A B 200 I 7t i (P<<0. 05) . L3R 1,

£1 EEWEFEABASRH COX-2,VEGF mRNA

RIFLEB (T+5)
4151 COX-2 mRNA VEGF mRNA
TEA N 0.700740. 040 0.82740.038
SEAL N I 2.888+0. 040 3.116+0.036
¢ —242.922 —313. 336
P 0.014 0. 000
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205 n Vi V2 t P
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P 0.085 0. 000
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2 5 n COX-2 mRNA VEGF mRNA
X R4 28 2.948+0.051 3.043+0. 058
% ¢ 28 1. 13640. 0472 2.12140. 055*
rh ) 2 28 0.98440, 047 1.72940. 056
15 7R ik 28 0. 85940, 0532k 1.09440. 0587
F 856.763 582. 384

P 0. 000 0. 000

2, P<<0. 05, 5% B4 ;. P<<0.05, SRR RA ;. P<
0. 05, 5 1 71 i 41 b4

2.3 K4 KE COX-2.VEGF mRNA EXBEMN A~
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S r PRI A 19 A2 . COX-2 X 1B P I S5 7 0 £
SN T v 2 IR AL R s (L) M R R DL
B E] 32 AT COX-2 k5 (2) T An P B3 455 v] 7= A=
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