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Abstract;: Objective

pression of estrogen receptor(ER) «;B(ERa.p)in mice. Methods

To observe the effects of different dose of polychlorinated biphenyls(PCBs) (Aroclor1254) on mRNA ex-

Mice were injected intraperitoneally with three different concen-

trations (20,100,500 pg « kg™' « d7') of PCBs,respectively. Reverse transcriptase-polymerase chain reaction(RT-PCR) was used

to detect ERa and ERB mRNA expression in mice uterus after 30 days of continuous injection. Results

The mRNA expression of

both ERa and ERB were inhibited by PCBs in a dose-dependent manner. Conclusion The change of ER gene expression may be one

of the mechanism for PCBs exerting their endocrine-disrupting effect.
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GCA GCA CCG GTA ACC-3', F¥f 5'-TCC CTC TTG GCG
CTT GGA CTA-3'P ;p-Actin: i 5'-GCC CAG AGC AAG
ACA GGT AT-3', Fiff 5'-GGC CAT CTC CTG CTC GAA
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primer(10 pmol/pL) 0.5 pL.Down primer(10 pmol/pL) 0.5
pL ddH, O M E AL,

1.2.6 PCR =¥ %% M 1. 5% 55 &K (& EB
0.5 pg/mL), # A AL 10 pL PCR ¥ 2 pL - AESE vl . 200
V HLK 25 min, TEEEBRAR 2T RGBT IRIC R . A i LA
B-Actin AN S M. 43 BT H ERa.B 2 5 B-Actin JE [H 1 &
IR EOGH B R L E A/E N ERa. B 3 mRNA 3£ ik 59 4 %t
K. ERa §"37=4% 250 bpt™ ,ERB ¥ # 7= ¥ 2Ky 262 bp™”,
B-Actin ¥ #7241 513 bpHd,

1.3 geitssab B SR SPSS13. 0 Geit ok i 47 £ i 4k 2,
GERLLL ks FOR AL L BCR B R 7 2% 43 . L P<<0. 05
NEFRHAGIFE L,

2 % R

2.1 & RNAFERRSERIESR HAZAY RNA 2 B g ARk
Y B PO Uk BT M B 3 A& XL B 28.18.5 S 3 Ff rRNAL H 28 S
rRNA & & 18 STRNA Y 1.5~2.0 f%,5 S rRNA 1R /b 8l 3%
Ho AT PO S RNA B 5 28 Uk 58 8 58 2 M (&1 D
A F 5 42 RT-PCR 43 J B .

B 1 MRFEE RNARBYEEMET

2.2 RNA B ERERLR KL 66T E OD260/
OD280 {2}y 1. 78 ~ 1. 84, 1] % RNA ¥k & 5 0. 517 ~1. 129
pg/ pl 2 B IS T )5 22 RT-PCR ¢ 3 ) J o

1,000 bp
il

p—Actin

500/bp wwee WIS WS W W S513bp
400 bp
300 bp

200 bp
100 bp

1~4: 5353 ERe X B2 AR 4L opof B 4 L sf) B4 s M 100
bp DNA $RICH :5~8: 705 2 B-Actin X B2 AR5 F 2L L b )i 4 L g
RS

B2 INRFEERe RT-PCR &8

2.3 PCBs %t /Nl 75 ERa.f mRNA 3 ik 5 I 1) 45 R
PCBs %} ERa.f mRNA KE¥ A 1 4F . HLBE& PCBs 4t
A ERa .8 mRNA ik 5% FEAK (P<<0.05), L 2.3, 1,

3653

B—Actin

bpe W -

500
400bp

300bp
200bp
1001bp

T~4: 533 ERR 0 BEAL AR B 41 epofl B 20 L i b4 5 M2 100
bp DNA #3iC4) ;5~8: 48 524 B-Actin X F4L ALK LA R R 4L =
MR,

3 INRFE ERBRT-PCR £ 8

%1 %4 FERep mRNA REMEXELILR

) PCBs ¥ mRNA X KK (T L)
o (pe/ke) ERq ERB
o B4 0 0.5024-0.036 0.356+0.066
L% h=¢7i 20 0.461-0.052*  0.319-+0.043
rp R A 100 0.29240.043%  0.21940.035*
= 500 0.208+0.032*  0.09340. 025"

*:P<C0. 05, 55X B4 %2 .

304t it

PCBs J& T ¥ 55 N0 W T 9 (endocrine disrupting chem-
PG 820 W 4 A AR A R AR L 6 AR R 43 8 ) e AR
MU E, S LT R EMSENY . ERe.B B TR K
P 1 % S R F KT R DL )2 40 A0 T A M IR &R 46 O Il
ERGE M RIERG . ERa 1 3BT BE & W00 A L R #5 5%,
T FHEBCRAE T 0 M o0 28 AL AR A R & A
HEE T ERB B9 32 T AE S 05 AR 56 3 D b D nT
Bl 2 — ol 8 0 ) A1 T A R B L R R R R AR
o

A 45 B R, PCBs X ERa.8 mRNA 235 347 4 il 1

FH . B0 7 T 5 dl 35 50 4280 7 MR 1 3% PCBs A S R85
EDCs, 0] fig J& 38 i B 2 40 # ERa.p ik 09 5 X, IR 3
R ARVAER W MO — B R N T E A (D
PCBs il i 1 ] ER« 75 5% 53 K- (19 %15 , 520 ERo X $E3E [H 11
B S0 T T BOIE R S AR Y I R 40 3G BE S5 4k 32 BHL, AT 51
EYERETARAR T RAEFT AR T & QO N
(2)PCBs #J il i 1 ] ERB 3R ik, ff ERB X ¥ & B 40 a3 58 1
IR AR PR AR L T B0 P9 4 M S A BE RSB L 51 R M

WAL B T ER % 1 5 0 N 43 WG T RO B IEAR G, AP
ER A2, [P IR Xt 9 43 W6 36 97 B AORRT L 25 G AR 90 0 2 R 4
W pEE NI 2EERE SR DRIl 2, F 5
EDCs Ay fil SRV FIH 5 B0AE W 0 9 30 48 5 P A R 0 38 3R 32 1K
D B SR AR B ke 8 22 1 IR RS P I R P AR T T AL
T R S T 2 MR

M Z L PCBs X /Ml ERa.f mRNA 23534 Ml 4 4, A
Wi 7 0 3, G ) S ) SR K R 1 2 B
PCBs 1 P9 43 i T 3L /e A ML 2 — 7T 582 38 53 52 i ER JE [H A9
Fik AR ERe B WA BTN RERSZBLAY .

SE

[1] Kavlock RJ, Daston GP,DeRosa C, et al. Research needs



3654

for the risk assessment of health and environmental
effects of endocrine disruptors:a report of the U. S. EPA-
sponsored workshop[ ]J]. Environ Health Perspect, 1996,
104 Suppl 4:S715-740.

(2] BIRS. FHAMEIIE Y (POPs) (5t B LT]. Rl
S4.2006,7(24) . 27-29.

[3] AWl IR/ R MR 52 (4 B HAE AL LT 0. we e =l
BHE K2 4R,2004,32(12) :83-84.

(4] W], Z 528 AR O 55, 2 SR 40 T 4E T 2
PLBEAT 5T Bk [T 1. Fh2# 3@ 4. 2004,49(1) : 34-39.

(5] Z=80. 4 K2 H % MR R pF T ik e L], B4R
Bj = %, 2006 ,33(8) : 1355-1359.

(6] W 7. BAVPESC. 2 b 45, PCB153 5 S /y BUVE e 200 i 4
TR A K R )] 5 =4 & K% 2%, 2007,
29(19) :1838-1840.

(7] A, 7F M8 & Wil , 2. Aroclor1254 X/ BRI i #E A
f R [ . gl s 2 9t Jg . 2009, 30(7) :60-63.

[8] White R,Lees JA,Needham M,et al. Structural organiza-
tion and expression of the mouse estrogen receptor[]].
Mol Endocrinol,1987,1(10) :735-744.

[9] Shen ES, Hardenburg JL.Meade EH, et al. Estradiol in-
duces galanin gene expression in the pituitary of the
mouse in an estrogen receptor alpha-dependent manner
[J]. Endocrinology,1999,140(6) : 2628-2631.

[10] Zhang QY,Dunbar D, Kaminsky LS. Characterization of

FHEES 20114 12 A% 40 £ % 36 M

mouse small intestinal cytochrome P450 expression[]].
Drug Metab Dispos,2003,31(11):1346-1351.

[11] 2278 Al 5. FRBE N 40 W T e o 15 A [0 ). PR35 5 f B
Z+4,2002,19(1) : 154-158.

(127 e PEZE, KK R . ME 3R A2 1 S0 7 o L A4 318 1 ik PR 4 ¢
PLH BB 5ELT ). A B 2 Bk i , 2002, 33(4) 1 309-312.

[13] Lazennec G. Estrogen receptor beta, a possible tumor

suppressor involved in ovarian carcinogenesis[ ] ]. Cancer
Lett,2006,231(2) :151-157.

(147 28, ok vk, MR 20k p 5L )] A9
FARGEIR . 2006,17(4) :637-639.

[15] Guo YL,Hsu PC.Hsu CC,et al. Semen quality after pre-
natal exposure to polychlorinated biphenyls and dibenzo-
furans[ J]. Lancet,2000,356(9237) :1240-1241.

[16] Mol NM, S rensen N, Weihe P, et al. Spermaturia and
serum hormone concentrations at the age of puberty in
boys prenatally exposed to polychlorinated biphenyls[ J].
Eur ] Endocrinol,2002,146(3) :357-363.

[17] Rozati R,Reddy PP, Reddanna P, et al. Role of environ-
mental estrogens in the deterioration of male factor ferti
lity[J]. Fertil Steril,2002,78(6):1187-1194.

[18] B &R i A4 B Iy FL I 5 SR S R 4 iR
J7LI . BRI 2% . 2007, 15(5) . 729-730.

g Fi B #1:2011-03-09 &[] H 7 :2011-08-12)

CERHEEE 3651 30
BIRSER AR AR 232 2 5 IA D 3 A R 5 S B RR T T R
0T BT R B £ ARG T .

BN T AN IR IR AT I 2 R AR A R R TR AT
TG 25 0 A R A — R R R 2 RO A AR SR S B R AR
- 30l 8 AT IR 2 T A S0 B A A e L B A
T 39092 U R R R 2 B8 AR L 3R T L X 1 S 1 AT R
FHIRAEEZ L.

2% 3k

(1] Zgfn. B & RE MMz mnyr L)) 4 F .
2006,20(7) :52-55.

(2] RALDH LM, AT, JE & MR P R 4 3 B 5 &
PR B 588 L], FFAE . 2007.12(3) :207-209.

[3] Manns MP, Czaja AJ, Gorham JD. et al. Diagnosis and
management of autoimmune hepatitis [ J |. Hepatology,
2010,51(6):2193-2213.

[4] Heathcote EJ. Management of primary biliary cirrhosis.
The American Association for the Study of Liver Diseases
practice guidelines [ J]. Hepatology, 2000, 31 (4); 1005-
1013.

[5] Czaja AJ. Overlap syndrome of primary biliary cirrhosis
and autoimmune hepatitis: a foray across diagnostic
boundaries[ ] ]. ] Hepatol,2006,44(2) :251-252.

[6] Beuers U. Hepatic overlap syndromes[J]. ] Hepatol,

2005,42 Suppl 1:593-99.

[7] Czaja AJ,Freese DK. Diagnosis and treatment of autoim-
mune hepatitis[ ] ]. Hepatology,2002,36(2) :479-497.

[8] Czaja AJ. Current concepts in autoimmune hepatitis[ J ].
Ann Hepatol,2005,4(1) ;6-24.

[9] Kumagi T, Heathcote EJ. Primary biliary cirrhosis[ ] ].
Orphanet ] Rare Dis,2008(3) ;1.

L10] E& 5. i B S e MEATR B 5 PU M ss it e[ AT
A¥,2008,13(6) :507-510.

[11] Leung PS, Van de Water J, Coppel RL, et al. Molecular
aspects and the pathological basis of primary biliary cir-
rhosis[J]. J Autoimmun,1996,9(2):119-128.

[12] Manns MP, Strassburg CP. Autoimmune hepatitis: clinical
challenges[ J]. Gastroenterology,2001,120(6) :1502-1517.

[13] B, ThAE. T 2 B S S PR IT 50 B35 1 i PR g 3443 T
(I, 4 ik 2 . 2002, 22(5) : 275-278.

[14] GRAEEDL. A8, B By Sy PR AT A 6 Gl A R [
R A R W R A, 2006:103-116.

(157 E5 8. T A& M 0 vk P 84 1 oF 58 [0 0. JFF B
2002,7(3) :145.

(160 X K Ay, J5 & 0 B0 v B 0 Ak 8F 8 b e [0 . oK f5 4 1
2§,2009,5(6) :151-152.

M. b

Wi B #7:2011-05-09 &[] H 19 .2011-07-12)



