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(HE] BH #1738 (E) AR o F 580 d QK i (EOMA @) A K R FE o 2R EE (ERa.p) A 2
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nmol/L E, #1(P<C0.05), #&if E, T4t EOMA 3% 7, T4k £ &8 & ERa. VEGF R A KF LRk A,
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Effect of E, on the expression of estrogen receptor a,p and VEGF and the proliferation of EOMA cells”
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[Abstract] Objective To explore the effect of 17p-estradiol (E;) on proliferation of murine endothelial (EOMA) cells and
the expression of estrogen receptor(ERa and ERB) and vascular endothelial growth factor (VEGF). Methods Different concentra-
tions of E;(1,10,100 nmol/L.) were used in EOMA cells. At the same time, We set the control group (without E;). MTT assay
was used to detect the effect of EOMA on the growth of EOMA cells at different time points. Western blot was used to detect the
expression of ERq and B in EOMA cells;and the secretion level of VEGF in supernatant was detected by ELISA. Results The OD
value of E, group(10 nmol/L) was significantly higher than that of control group at 36 h(P<C0. 05). The OD values of E, group(10
nmol/L and 100 nmol/L)were significantly higher than that of control group(P<C0. 05) at each time,and the OD value was the
highest at 36 h(P<C0. 01). The expression of ERa and ERP in EOMA cells cultured with E, (10 nmol/L) and the expression of ER«
in EOMA cells cultured with(100 nmol/L) were significantly higher than those in the control group(P<0. 05). At 24,48 h, the ex-
pression of VEGF of each E, group was higher than that of the control group;and at 48 h.the VEGF levels in the E, group(10
nmol/L and 100 nmol/L) were significantly higher than E, group(1 nmol/L) (P<C0. 05). Conclusion E, could promote the prolifer-
ation of EOMA cells, mainly through the expression of ERa, VEGF to achieve.

[Key words] estradiol;estrogen receptor alpha;estrogen receptor beta;endothelium, vascular; hemangioma; murine endothelial

cells;vascular endothelial growth factor
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*1 EHFERBES OD EEE(x+s5,n=56)

2151 12 h

24 h 36 h

TE X IR 4

1 nmol/L E, 4

0.419 740.076 9
0.496 740.045 3
10 nmol/L E, 4 0.551 040,067 42

100 nmol/L E, 4 0.545 640.074 8

0.503 240.059 7 0.

592 940.110 2
0.602 540.088 2 0.767 1£0.067 7*

0.613 140,056 32 0.

868 2+0.017 3%

0.605 640.055 8 0.856 140.012 2%

@ P<C0. 05, 5 IE % X B4 Ho 450 . P<<0. 05, 5 [A 4 36 h H &8 ;. P<<0.05,5 1 nmol/L E, 4% .

P/ B ERa R AT/ B ERB FE AR W A b 5T 15 2R A2 W 4
ARA R A FH AN B E B Gactin) TR B L H Santa Cruz
O] BUR I A AL R RR D A S PR R ERE H G(1gG) ik
KRB TeG PUiRIA ALt AZ £ R A T E, A SEE
Sigma 22 7] ; VEGF $t A 94 W B b 500U 1 AH 2 9 B 5A BR
2] LR A AR AR O] & W VL L A RO B A AT R

NI
1.2 ik
1,201 dfn 9% 0 P R 40 M3 3R A A8 EOMA 4 i 322

TE S 10 % 6 4F 75 (FBS) i) DMEM/F-12 @ik e 2k p . & F
59%CO, 37 C A FIIR B 1Y 55 FR A0 R 35 3% W LA AR 3R . W
o B30 K300 A A0 AT S G

1.2.2 DU ZMMA M (MTD ®&0 E, xF EOMA 41 g 1
BRI EOMA 410 L 1X10° /mL {9 #5096 LAk .
AL 100 pL, Bi 3% 24 b 78 240 ffl 02 4 5 LIS S I ACAS [ i 2
M E, o 8 HL 15 3R W BE 4300 R 1,110,100 nmol/L (43514
1.10.100 nmol/L E, 41) . &AWk B 1% 6 A4 FL » [F] B 35 1E  *F
FRAL ORI Eo) N as 1 % B (5552 56 5747 A Jin 40 . 3 4th 2% 44
AR X BRAL Bl DL LMD . K5 3R 12.24.36 h J5 4
B FEALI MTT B (5 mg/mL) 20 pL 4828557 4 h )5, %
IR FR R FEFLN I 3% FE . S AL A 150 pL — F 3 AR
(DMSO) , #i%3% 10 min, i 25 & ) 38 53wl . 76 16 3% S 58 0 )
0 1 3k 490 nm P L I E A1 M 45 LY % B (B (OD D, 5E
WA 3 W B A HT

1.2.3 Western blot ¥l ER«.ERB % H 7 EOMA 41 jfd # 11
FRKF EOMA 40 432 B F 55 35 060 v 78 20 7 42 305 4l 1 06
JIGJE A ) B2 0 B o (L 0 30 v v & Wk 3 43 300 2 1,10,
100 nmol/L(43 %1% 1,10,100 nmol/L E, 4), & >k BF #% 5
A5 35 [ B B0 B AL O A S R B 7D . B3 9% 24 h JR I
£ EOMA 4t 9L 3k & & Q2 BUAF S S I M e E A,
HEAREE I 4 1 I A A e B R R 43R TN 6 e M (SDS-
PAGE) & [ LR E b v, Wb KV AR5 i ik . ALVk B 5 )5
B E B OLE W AR YR A R 2 ah i R SDS-
PAGE B 76 i 5% 8 op T PR M5 . 5 IR 4K R W 2 0
(PVDE) i Fil SDS-PAGE % i % 4 47 I B A L 44 4 1,100 v
fE RS 90 min; HL 4% 58 56, BiUN PVDF & A TBS-T it
Pk AR P Marker 5 Hi BT 5 19 2 1 /9 PVDF i€ 5 4% PVDF B &
FEAW A FIE N REMEEES) 1 h; TBST yk PVDF B 45 510
AFGBE—PL, BA A4 CUKF W i3 B B H ) S bt/ R ER«
iy 1+ 200, b/ BL ERB HLM Sy 12 200, 240 A Bactin
9 1:3000);TBST ¥k PVDF B 4- %I A0 A 1 ¢ 5 000 F & —
B E 1 h; TBS-T ¥k PVDF JE; H fb 2 & ok (ECL) i 7 & ik
Frib 2t & A% I 77 8 B0 5 Quantity-One 304 3545 [ vk AL
SKITAS (4 E 28 1 R Bractin 5 R BE A BCHE L LA 4 400 Y

T/ Bractin [ K BE L ARAR Jg AH A 2R 35K F- .

12,4 FEIC G0 v IR Bl 30 CELISAD K U 40 ffg 55 3% 13 i b
VEGF #y3W/K¥ EOMA 4iffi L 1X10° /mL Bk 1M T
24 FLAL . B FL 0.5 mL, K5 3% 24 h 7€ 40 Hd 552 Gl 0l AL RS A
AN TR BE 1y B, o i B FR 0 49 2 43 53] 2 1,10,100 nmol/L
34124 1.10,100 nmol/L E, ), &AW EEBE 5 A& AL, [ it
TR X B O E, A SRR D . K5 3% 24,48 h 5 41
P HERE 3% FVE . ELISA BAG IR [F] 35 75 5 44 T 40 i 17
W VEGF 48 WK, 7€ 450 nm Rl OD {fi, VEGF ¥ Jif
5 ODysoffi 2 18] &2 1F Bb, 3 o 4 i b o il 2231 380 45 41 0
VEGF ¥ B ,

1.3 SRil2Eib ¥ R SPSS22. 0 G i 24 3K M1 AF 4t i 2 &
Brodt R T4 s Fom AR L BCR A ¢ K30 K B K ok o=
0.05,Lk P<C0.05 AERAHHIH#EX.

2 & R
2.1 MTT ¥4 E, X EOMA 2 M 3 5 i% Py 2w 1
nmol/L E, 4178 12,24 h FIE % 0 M4l 2 » Lo il 2 X

(P=0.086.,0. 154) , £ 36 h W} & T 1IE % 4 B 41 (P<C0. 05) ;10
100 nmol/L E, 14 A~ [&] s OD {8 ¥ W] & & T 1E % % f 41
(P<C0.05),36 h B OD {E# & (P<C0.01), 36 h if.1 nmol/L
E, 2H5 10 nmol/L E, 26 .100 nmol/L E, A OD It 'K ZERA
it 2E = Y (P<<0.05),10 nmol/L E, 445 100 nmol/L E, 4
L 22 RIG T 2 L (P=0.275), L% 1,

2.2 Western blot ¥l E, %} EOMA 40 ifi ERo.ERB & H #
FEAKFHER E ERATXEBAS ERe EARZRERT
ERB(P=10. 047), E, #§ fl F ER« 10 nmol/L E, £ } 100
nmol/L E, Z1# %} R 4135 B 1 3% 15 (P<C0. 05) , {A AN [R] 71 42t 41
i) b 25 R G 2F 3 L (P>0.05), E, fEl T ERB Fik%k
A A b T # B2 100 nmol/L E, 204 %) FR 41 1L 4%
ZRAE G E L (P<0.05), R R4 L2 7 G2
B (P>0.05), WK 1.5 2,

——

A B X Sisae  ©
A:B-Actin; B: ERa; C: ERB,
1 Western blot # il ERa.ERB & B & ik

2.3 ELISA JLKGI040 M ¥E 5% L W VEGF 14y Wb K%

SN BRAL BB N R VR B E, Y38 i EOMA 46 fig VEGF
1943 7K. 24,48 h I, &R B, 41537 % B2 19 VEGE
K LB 25 A ot 3 X (P<C0.05), 24 h If & ¥ E,
ZH A A 25 B B S B L (P>>0. 05) ;48 h i} 100 nmol/L
E, 411 10 nmol/L E, 2135 T 1 nmol/L E, 4 (P<<0.05),
[F] 4 7 4% A4~ B 18] 5[] B 22 5 o e i 2% 3 L (P>0..05) , W3R 3,
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x2 Western blot # il EOMA 458 ER«.ERB
EBRRIEKFE(zLs,n=5)

gl ERa ERp

Xf HR 2 0.307+0.038 0.23240.048
1 nmol/L E, 4 0.3570. 060 0.264740.031
10 nmol/L E, 41 0.4354+0. 0517 0.290=+0.019
100 nmol/L E, #{ 0.44740. 068" 0.31840. 025%

* P<C0. 05, 5% B4 L4

%3 AEREE AT VEGF EAMRIE
(z=+s,pg/mL,n=5)

24 h 48 h

%

I
T8 R o AR 4

1 nmol/L E, 41

129.7448.28 167.00411.05

226.12+50. 42¢ 233.64+28. 75"

10 nmol/L E; 4 242.92+40. 21° 293.60+19. 87

100 nmol/L E, 41 279. 2634, 98¢ 313.78+42. 92

*: P<C0. 05, 53 % BZH L AE ;" - P<<0. 05,45 1 nmol/L E» 41 [E#¢.

3 it ®

I PR WL 4 B0 1ML 78988 0 IR B8 A 5 e K P M R B B % )
B i B LM W 2 T 5 s I AR R L b T B AE
IR o I HE VR 1 AR ) AR BT L R A BR i A R
RO AT AE TG 2 1 b ok ME 3R 09 T B B8 AR b v 38 7 B2
PR AT A AT 5T o R B i R AR L B, AKCE B S T
iR

W R E AR VA PR R R B 2
FUCEE b R By e R B AL E, LB (estrone, E) I
M = B Cestriol, B ) oo i JBE d5 o FL AR FILTE M dpcig (9 2 BTV

25 ML 3R I\ Ay WV ER G e 5 2 AR A A T R HE AR SR
HAM/EH EZH ERa.B WA E A 5. ERa il ERB B A [F]
Y EE I it B AN A Y cDNA FIEE E 543§ 4548 76 7] 40
LGB T 3 A S [R] B A B mRNA 635 25 5o 0 i &= 80 2%
FINZH LAY AR B BT A AN [ 5 i) £ M S 3R 1 P B 2E 2 e
g R . N 2R A S B R ERe BERS 1 5 40 i A K
B F P23k T ERB B Y 5155 4% 5 L 4 I JE 0 3 e %
AP T AR SC L M 2550, PR A BLE, T8 F ol 5w
5 965 40 M AR 4 38 5735 7 A ERe BB R 8K ET . E il
AR S M 25 5 A5 ER 1155 3 DU 1 240 ML 9 15 5 e 2 FA R
BN A ERe % Y4 19 L MR 40 M 5 ERa B M X5 B0 AR HE
AN A N . B R K R T A i A ERa.ERB A
TR B 3% . {5 ER« mRNA ik 7K F 8] @ 3 T ERB.E,
Al BB E A B KB FE ERe 9 mRNA F£ik (B3 ERB JGH
WAEAHEM E, T8 i3 ER«/ERR R Th &, 28 — Rk
B AR T R R s A

ERo ERB 7E 1ML % 98 b Bz 4f 1 38 5 o 09 48 T AL 1 i A 3]
B, AL RI A T T OME IR T I b AN B ) 1 E A
W JE A EAS PR A W) 5800 5 SR g i — A 5E . PR
TET B 5T B0l - 2 B ERa, ERB 75 EOMA 2 fifd Jfa Jit ¥ =
ik ERa MR IKK TV B F 7 T ERB. M ERo A M BRI 19
Z AR 2H . ARRESLEK3E 3 MTT, Western blot, ELISA ¥ #5;
W E, % EOMA 4 fifi 3454 . % ER«.ERB % ik 58 FF }2 %} VEGF
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1) 43 Wh 7K Y- 1 52

£ MTT 0 E, Xt EOMA 41 fit] 34 58 (4 5% 0 52 5 o 0
523 < R [R) R 5k 2 A 25 A I I 528 B B A0 0 - B [ A 56 T
W S 2R A AR B0 K AR TT RE S E. AV AR IR 56, 100 nmol/L
E, 415 10 nmol/L E. 41 OD {8 K% 25 5 40312 52 X, e
ATRES E, fEH T ERWAIA X, 1 nmol/L E, 417E 36 h if 5
100 nmol/L E, 241 .10 nmol/L E, 41 OD {8 It % 22 % A 4 it
T F I AE — VR B TN I R kR A DG M. Gl A
MTT s£ 58 0] L& W E, 4 W 8 /422 EOMA 40 g 3% 5 i 1
FH . [R) Bt 22 B L A ) L 590 -k 1y S

il 1d Western blot # ] ERa.ERpR & H 7E EOMA 4 jfd -
MFRBAKTE LR B R E /AT HRAS ERe HEAR
K5 R ERE. A ER AL A 30 o F A A 2 Oy A A A e
— 3, B ERe B335 B3 % T ERB. #£ 10,100 nmol/L ) E,
YEF T A 18 ERa & H M R KK F. 2 100 nmol/L 5 i Y
E, 7] I8 ERB #E H R BEAKF-. #EW E, F2# it FiH ERa
P 3 8 4 A BB o 1R LAt 5 0 R B — 3

VEGF J&— > B 55 5 00 1055 P9 B2 200 0 24 43 24 I % of
YR AR AT SR A A 4 SRR AR P L BB S e
20 0 1 L 0 B AR B R AR A . 2R O R I A R A
fur ER (0 FA¥E 3% 5 VEGE A 3% 2 EAH 6, M K A
VEGF [5] B 7 5 i %k ifin 457984 145 P B2 200 Bt vy 412 38 2 4 o
B3, BT/ EMERD . Hyder 09 3 — 25 58 & B .
VEGF 3 14 2 M RRITH) 5 ER 3 F b 5% 52
JC 5 BE R U L 4 B2 T VEGE JEBE B9 5 #1 3 JE B3R IX . 3% 2
ANFH TS ER R R EME & MM E S ER & & W
VEGF Wik .

A 3 ELISA ¥ 60 40 B 15 37 L35 W VEGF ¥
YUK SEER R R 3 AWK EE Y E, Y36 EOMA 4 Jifg
VEGF 9 53W K -, 5 %5 B2 8 B4 58 3% 22 90) . 24 h B[R]
F B2 o] P AR 25 S C ST R X .48 h i 1 nmol/L E, 4143
510 nmol/L E, 41,100 nmol/L E, H H# 2% 7 A it 5 &%
S B A T B I i) 8 g A G P R T — 7R A A
B A B EES.

ARWBEIE 45 R W8 E. RE3S I EOMA 40t VEGF #) 4y
W PRl VEGF {23 EOMA 4l i 34 5 K F 5 E. 1 ERa.
ERR B33k . HAM L 1 ERa B 4 3, W E, 32 25@ i
ERa 15 5 18 3% 14 15 1005988 P9 B2 40 M A 386 3 . AS YR BF gt — 2
TE ST LA 9R A K 0 O B8 RO L Ol o R R A R A L
BB I8 3 BT i S IR U5 . RIS phy T 24 A I R 6 T I R 1
RIT AR R Y, B2 70 40 1 B 5 Al B S I AR F 17 T
I %ok M 38 3R B L A2 AR 4 BF 5 A B T R i U Y 3 IR B g )
WOIE T AL 0 H0 A S T R AR R T SR A Y R
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