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ST A6 A B, AT A i A Ay R R 0 R ol A AR
REL DT fifr e 11 757 5 ok U5 RN S A% 3 1, © WA 988 AE VR T Y
B . AT RN, N4 N B2 AE K I Vascular en-
dothelial growth factor, VEGF )R — 5 B R R A I N
B AMAT 225 B2 T B SR A 2R A TR
MR A DGR 1 ) CHOR , B3 VEGE [ LBER% T
PR T , (0GR S e DA 98 200 TP 9 VEGF mRNA,
3 3 AIF ST B IR A5 L VEGE R Jigg 28 1 i 52
M) , R iR 67 BT iR A 9 AT ek o
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1.1 ShiRimi sy

PRV R WA Lewis il 40 M ( 3LL, g [ _E i
Pt = By e 508 Jiek I8 9 9 F ), 28 0. 25% Jik i + 0. 02%
EDTA VARG , Jin Az 2 &k 7K i B e 40 i 2 W ) L LA
0.2 ml #H T C;,BL/6 /INRATIR K (298516 A%k 1
x10°4 ),
1.2 VEGF & LT IR T 5 A AR

MR YEH5EHLRE P B AL AN T VEGFmRNA Y
R B R X s SR B s i A e R B
VEGF [ AL TR f BB A= 4 fb 24 F 55 T 2B ) 2
LI A 4 o SR G, VEGE 1 XS A% T R R
K% T AW A F A . )R X ODN J¥ 51 .5
GCAGTAGCTGCGCTGATAGTGC-3', iE 3. ODN J¥ %)
#:5'-CTATCAGCGCAGCTACTGC-3", ODN W % %% 3
A BERRAR LR
1.3 VEGF & USERZATRR IR YT 7 ik

FIFHBENLE 7 2 285 30 H C,, BL/6 /N EUBEHL >
3L, EEA 10 H.(1)VEGF L X ER AT IRIGIT 4
( VEGF-ASPODN #H ): 7E 4% Flt Lewis fifi i 40 il /5 24 h
R FESHAT 0.2 ml A= FRERK (K VEGF [z CBE#F
fR( 297 ODN 200 pg ), BB S 2 &k, 3L3R97 4 FH.
(2 )VEGF IE X AT R IR YT 41( VEGF-SPODN 41 )i/
JPOTIER o (3)XFHRAL FEFE PG 24 h P9 507 1 5
AFRERIK 0.2 ml, BRI 2 W AT 4 JE L ER S

M, AR, BEZ, BRI AREERRXFHES —ERERIHH TS, bRIE

150001; 2. A REEHKRFWES —ER BA, 25 RIE  150001; 3. RRLXRFEGHFTR, SRIE

554 KJT Mg IF I IE . LA B0 3 I & 1 ki
AR K AR L AERE W FH Steel AR5 MR AL v
=LW 2 (LA K&, W N ), Lfld Kl %
FiG 26 28 JORE A /N BRURT S0AL B , B s S8 4 U T,
ety B, 103 20 9 5 1 7 S B AN TR T AL
AR A = (X R 2 FE IR YT AL )/ % R
H x100% o B g 20 205 LR 4y, 408 T 109% B
T 3% 15 TR A, 43 A7 e g o B ZH A LA
G 44k & RT-PCR A
1.4 RREd ALK VEGE & 3Rk

G ALY R S-P . —Pih BRBT B VEGF
PATTREPLAAR( Santa Cruz Biotechnology, Inc ); 4= ¥ Z Fx
PN 1C i Szl ge il &, db st bl
HEVHARFERAF ).
1.5 RT-PCR ] VEGF mRNA ik

(1) TRIzol i 7l — 25 1k 4 WU 2% 21 i g 4 4 8
RNA. & RNA £ 50 AN A 6 B ot , R W G Jie Pl
TKEERE, (2) BU5 wg RNA T 85 5%, 77 k4% Super-
script " First-Strand Synthesis System for RT-PCR( Invitro-
gen )i & UL W JT B in ek 2h i 47, (3) PCR 5149
VEGF iE 5% :5'-CTG CTC TCT TGG GTG CAC TGG-
3" L HI#):5-CAC CGC CTT GGC TTG TCA CAT-3',
B-actin 1IE X 51 #): 5'-GTG GGC CGC TCT AGG CAC
CAA3', 2 X 31 #1:5'-CTC TTT GAT GTC ACG CAC
GAT TTC-3' . ¥ ity VEGF 5% al LLAG I 2 i) 2
VEGF 1 Fft 43 1 4 5 #4 & VEGF120 Fl VEGF164, £
RT-PCR ¥ #% J5 VEGF120 & 431 bp, VEGF164 & 563
bp. B-actin 34 744 540 bp. (4) LA B-actin i N
Z W SR AT H B R A B-actin ¢cDNA Y, ol
PSS =) 2.5 wl FHF PCR. 50 wl R R AUFE:10 x
PCR buffer 5 pl, 2.5 mmol/L dNTP mix 4 ul, b Fif
51914 20 pmol, Taq DNA polymerase 0. 4 ul,*}'@*ﬁ cD-
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NA2.5 pl, @K R 787K 36. 1 wl. VEGF PCR #%f%:
94°C WA M 3 min,94°C30 s,58°C30 s,72°C1 min, HEAT
30 AEFR,72°C FEAH 10 min. (5) B PCR ¥ & T
2% BENRHEEERS LUK IRAL S BE Y 0, UK SR 4
VK EG A BT R, 15 8] VEGF 5 B-actin 7571 45
A i AR E, 8 VEGF 5 B-actin HAE1E N
VEGF 357K 250, % VEGF PCR F=¥yAxE it .
1.6 Git2aanbr
K HI SSPS10. 0 3R Ge it , #647 « Ko

2 BRI

2.1 R
SO0 Kkt B 4 A 4 AR A 24 AT A A K R
-k 100% .

2.2 /MR AR Ak

EiX R 4190 B L (7. 83 £ 0. 78 g ). VEGF-AS-
PODN #41( 4.49 £0.43 g)fig B AP 6l /N MR AR RO P
<0.01 ) \VEGF-SPODN #£H( 7.73 +0.69 g )| J& B & 4
FH( P >0.05). VEGF-ASPODN £ ,VEGF-SPODN 441

TR R 42.7% 5.9%
2.3 YIRS R B AR

JEEE N WEE X IR ZH & VEGF-SPODN 4 fith 92 2 Jfd
KNG BATHEI B A% 5 24 2 L, mT DL JeE B 20
] BRI 45 - 5 . VEGF-ASPODN 6 Y7 245 i 928 41 i B 2
S5UL LA TC B 22 5 0 BRI D B AT HEAR
BH S, JE L2 4 20 2386 A4 96k B4 400 9 i) i) 5 i 78 B
WAFUL WA, B S AR ) AT L 50 ~
80 nm ): XJ M4 K VEGF-SPODN #H % 4 fitd s 45 ¥4 15
WY, AR A 2 R, AR AR R IAR R H R A, 4k
BRI, RO R H A/ &, R E A E
WL, LIBE R LK, 1 VEGF-ASPODN &Y7 4 , ik
RN, oo BBk O 7% N, 40 i 28 T 0B i 2, 28
A2 0 AE 41 PR 5 0 R O
2.4 VEGF AKX

VEGF # 11 E 2 AE MK h ik, VEGF-ASPOD 41
5Xt B84 K VEGF-SPODN 44 [t VEGF 5 [ #ik /K-
Bl 5 FF&( P <0.05 ), VEGF-SPODN 5 % fé& 2H A [ ¢
HE 2253 P>0.05 ) K1),

E 1 VEGF 7£& 48 A= 40 i Hh A9 R IA( SP x 400 )
A: XPHB41; B: VEGF-ASPODN 41; C: VEGF-SPODN Zi

2.5 VEGF mRNA 7K/ 235 UL 2, b A ) 28 £k D
#1

LI B-actin i 2, VEGF-ASPOD 4 5 % M 41 Hb
3, VEGF mRNA ik /KF- B B BEAIL, 1 VEGF-SPODN
21 5% HEAH LA JE B dg 22 5%

ARSI 4 R, VEGF [ ST M T R Jm 3 1
BEfZ I H /N U 9 42 K . VEGF-ASPODN 4 55 %} iR
HIE, M A K R ERR, AR EER.
VEGF-SPODN £ 5%} Fe 41 i Jeg A < i 8 38 S b, 0 o
MR, TCW B 2ES, (B, VEGF [ SCEA% 1 % 3T A~ fg
SEAANEI IR A K . B R B TSR A AU A2
i HL P AR, &% B ASPODN 41 5 %} B8 4 J2 SPODN 4 Lt
A, RE W S A0 ekl 2 e A A BRI BRI PR . SR
1k & RT-PCR 4553 W] ASPODN 4l VEGF # [ i % ik
J VEGF mRNA 357K B BRI

E 2 VEGF mRNA RT-PCR =48 ik &
A: 1. Marker; 2. XFH&ZH; 3. VEGF-SPODN 41; 4. VEGF-
ASPODN; B: £54H[8] B-actin EiEFEA—FL, } 540 bp
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%1 VEGF mRNA 5 p-actin Lb{EZTH(x x5 n=6) FEFESERIK P L i BH KT VEGE /96 Rk, 4 il il 4
3 . _ ()T 1R ik 2 i 96 &4t L A a3t , 2 T 3R TR 4 B
415 VEGF120/B-actin  VEGF164/B-actin SR PE .t R L BE IR 26 ) 0 9 MR 5 4 T AT
Xif HE 4 0.4020 £0.032  0.8780 £0.029 fy
[ kiR ] SR VEGE; Bl
[ hE#2S ] R73-362; R734.2 [ XEkFRIRAS ] A

VEGF-ASPOD ZH  0.1594 £0.025* 0.3073 £0.021 "

VEGF-SPODN 4 0.3805 +0.030*  0.8481 +0.020*

x 1>3.11, P<0.01 5% @44 K2 VEGF-SPODN #1 Lt
WA 1<2.2, P>0.05 S5XF IR i
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HIFIBRE EP2 ZE N SEERXHREREHN DC HRE

T BFSE &L COX AR PGE2 4 3558 1 o ZE M I 340 . PCE2 St /E A F G B EMRIK Y PGE 3Z {4, Bl EP1 . EP2.,
EP3 Fl EP4 1lii & A 1EH] . PGE2 tH/Z2E17 DC THREMEZY . EP2 /MR B ATMRAYIS 540L T A 2 T 5. RER
SCHRARIE DI BEAS 43 WP A PGE2 DL R S G is 2R T BE SR8 EP2 ,BC T EP2 eI 1 Ehu Mg feis rh 9 VE F i TC4RE . &
5T LA BALB/ ¢ /I BUA B A SLERAR AL ILE A 7 T 05T, 45 R 4878 EP2 7EA SRR M 26 1 Se e B A DC B S8 R A LY
1EH.

VT EP2 FERAT AR PR S e AR L SR I A g 4R  ELISA (FACS F1 MLR %5775 5t EP2 X g A8 1 i B
15 EAFTE ISR LA B DC TR M AE HEAT TAF9Y . 455 o : B4 00 WT A1 EP2 ™/~ BALB/c ( KO )/NEURE T ST MC26 4ifif
( B 251 400 )¢ e A A R, [RIERE CS7BL/6 SRR A i 240 JE i ik v 55 A CS7BL/6 P AR RURN EP2 7~ /NER S A7
AfIE], 25 R38R 5 WT A LG, EP2 KO fapdd /I BRI 09 26 4 ol 5 B R AIG, O ELAZ TR BT W S 24 . WT 0 KO /)N R TR A e 8
HEV ARG AD ELISA J75 43 M7 5 AR 2 A/ B Ik 1M 48 A s FN VEGE ZKSF-JE A 2200 . i L T 40 Y Th gt Jc i
WS, FH FACS 2387 WT 5 KO /NESKIE Y DC 263X CD11c,CD86,CD40 Fll MHC I 23+ F 17K -, 85 5 375 PGE, ] WT /)
FUOIH DC B4k, 11 KO /INESR IR Y DC ARzl . 3 H7E MLR Hg<3) PGE2 AT AN %4 7 DC 75 MLR AP i3 T 41
WFERREST T EP2 7 1Y DC RS2l . W] W, PGE2 @t VEM F EP2 Wil DC (L AThRE. 55 4h, MC26 #:F WT il KO
ANEUE  TUIE v bk CL 85 PO AR bR 2 S5 8 4 T = 4 IS A 2R B 3034 KO i /INERB ALK L 25 DC.CD4 " #1 CD8 * T 41 i i %X
I B L TR WT /R, T EAXAE KO /N BUBEWL L3 B B B30 Isd CTL SR .

SZ L EP2 ZEIN LRSI Geie g SEE VR, Bamad bl DC o P00 R I Ul 55 LA Yo P fr) SR 8 g 2
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