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Expression and significance of estrogen receptor o and B in endometrium

of rats with polycystic ovary syndrome
Al Fang,et dl
(Center of Assisted Reproduction,the First Affiliated Hospitial , Chongqing Medical University)

[ Abstract ] Objective: To determine the expression of estrogen receptor o and estrogen receptor B (ER o \ER B ) in the endometrium of
rats with polyeystic ovary syndrome( PCOS ). Methods: PCOS model was made by dehydroepiandrosterone (DHEA ) and insuline (n=30).
The serum hormone levels were examined by radioimmunoassay. The expression of the mRNA and protein of ER o and ERB in en-
dometrium of two groups were observed by using reverse transcription polymerase chain reaction(RT-PCR )and immunohistochemistry. Re—
sults: The expression of protein of ER & in PCOS group in endometrium was significantly higher than those in the control group(P<0.01);
whereas, the expression of protein of ER B in endometrium was not significantly different between the two groups(P>0.05). RT-PCR analy-
sis showed the same expression of ER @ mRNA and ER 8 mRNA in endometrium as immunohistochemistry. Conclusion: ER a in en—
dometrium of PCOS rats is expressed excessively.
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H,RE 180 ~ 200 g, FEHL/F A EIL (30 H)FIxf iZH (20
H), BRIARA DHEA BRE RS R HEFA N) KL 1
# PCOS HEA! K BT 42 d I FFLA BT #F B F 4] DHEA
3 me/(100 g-d)+0.2 ml FESFFIHA , WA R T ST & % 2
TU/d; 3 HREH T 42 & IRFFRRFE AR K T S R 0.2 ml,
P A AT 28 d 1525 R K RPBAEE AR 2 10 d,
BEIE | AT AL 20 T e s s, 4 10 JAR
HHFBR A, LIEE PCOS B EH: .
1.2 HHBMAERERE

FEEY 28 AL TSl 17 TR BA Bk BR L B, T S e e i
YEHEBLE (Androgen,T) .M “ % (Estrogen, E,) 228 # (Priges—
tigeb,P ) , B ¥i #1}#8{ F (Follicule~sfimulating hormone, FSH) K
H i #E (Luteotropic hormone, L.H) A IMME(Fasting blood-glu—
cose, FPG,FPG) .25 i il [ & Z (Fasting blood—insulin, FINS ),
BUIML/S AR SO B, BB B8 52 5 —-F & f H 4% 22 58 FH s
E, WA aIEY) R, 4 BB T HE Y 6 A R E i
AR BE RS 2EAS T  BUn — 78 A R BB N R
BTHRAHRHARHT RT-PCR A&,
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IR, EokEI A EALE S SR TE R AR T
(%400 f), WZEMMRMDNHEEE (Area integral oplical
density, ATOD ), A BHMEFR B BEAE / o m? FUK,
1.4 RT-PCR 7% #%# 0 X -7 'F M B ERa.ERB ¥ mRNA
Ak

## Trizol 3 & (2 [ Invitrogen 24 F) B FE N
JEE RNA. 3I¥IF%) ER « : B 5" ~CTGCCAAGGAGACTC
GCTAC-3’, F #if 5 ~AAGTGCCCATTTCATITCG-3, 4K
315bp;ER B : Fiff 5-TTGTGCCAGCCCTGTTACTA-3 R ilf 57
~TACGCCGGTTCTTGTCTAT-3", F=#4 201 bp; INZ: B actin:
% 5~GACCCAGATCATGTTTGAGACG-3", T 5~-GCAGTA
ATCTCCTTCTGCATCC-3" , 7= 600 bp, H #4511 H ER o :
94°C3 min;94%C30s,54°C30 5,72°C5 5,32 FEFR T 729C5 min;
ER B :94°C 3 min;94°C 30 5,58°C 30 5,72°C 50 s, 38 /5
72°C5 min; B ~actin: 94°C3 min;94°CAEE: 30 5,54°C30s,72°C
50s, 28 EERIG 72°C5 min. ¥ I T 1.5%5 R
BRI A RE T A
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- 5B 2K T0 B2 (P<0.01) , FSH 5% BR4H AH HL TG
BEMER(P>0.05).E BEFEE BERE
B E M (P>0.05); # T 4H FINS FPG B & & T X IR
H(P<001)(E 1),
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FEEF b Rz 40 MO P B B b B A P RS ) R 40 g A
- LAE R R Rk DL AR B R R R R
AN AZ ) F R T A MR . ERB FEAE N RAR
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KE T A R4 (P<0.01); A KB 75 N ER ERB
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T 1 MEBEER FPG.FINS BIEE B (x+s)

AN\ T H T(ng/ml) E, (pg/ml) P(ng/ml) LH (IU/L) FSH(IU/L) LH/FSH FINS(IU/L)  FPG(mmol/L)
pa:ieti:| ¥ <0.10  30.76+5.75 33.40+591 0.83+021 1.01£031 092032 1432+1.60 3.73+0.26
A 304078 33.17+6.68 11.78+241 158+0.29 086+029 1.68+043 41.80+541 4.09+0.24
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