55 26 %45 110 FEMREZRE Vol. 26 No.1
2016 4F 1 A China Journal of Modern Medicine Jan. 2016

XE#HE: 1005-8982(2016)01-0094-05

ZENEZSMERARE X EEZRI R

R
(FRA¥YWEE —EW HEFA, #HE #H 421001)

HE.BH PME S I £ 544E(PCOS) B it % & B BE LB BS B (STS) 3B - AA X BB AM 1 A
(3B —HSD-1)#= P450 55 A 4LBE(P450arom) E . 73k AR 4 2 A 444 20 4] PCOS Fda#= 30 4] 4¢
BB, 5n)e REB M BB AR, B 34 B R EIR R AR A, FRAE IS B STS.3B —
HSD-1 #= P450arom #& e, M2 o i A A P9 B2 B #8287 42 B ( DHEAS ) Bt 8 & 42 BA ( DHEA ) M — B8R |
B MR M R A RS A S, R BB RS ,PCOS Fa s Mt 3B —HSD-1 4%
3 %, M PA50arom &K, sdl, PCOS Zda #fe i = R Fo 32 R R bb st A8 485242 %5 ( P=0.016 #= 0.025), Aa4k
F 2 B4 4o PEAT & )L, PCOS 40 Jobk #7 4 U o P A — BREAR,, o M = B F 42 % (P=0.038 4= 0.031)., 4
i PCOS Fdafs &R A AL £ BB RO AANELME M A A M E 3B -HSD-1 71 %, M P450 14k, % &
AL 5| AL VR 20 IR Mk o b3 Am

KHIE . B EIPE LA 63 - £ K B BRI A8 ; PAS0 35 AL B
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Placental steroidogenesis in pregnant women with
polycystic ovary syndrome

Jiang-hong Guo
(Department of Gynaecology and Obstetrics, the First Affiliated Hospital,
University of South China, Hengyang, Hunan 421001, China)

Abstract: Objective To evaluate the activity of steroid sulfatase (STS), 3B-hydroxysteroid dehydrogenase
type 1 (3B-HSD-1) and P450 aromatase (P450arom) in placenta of pregnant women with polycystic ovarian
syndrome (PCOS). Methods Twenty pregnant women with PCOS and 30 control pregnant women who delivered
at term were studied. Samples of placental tissue and cord blood were obtained after delivery. A maternal
blood sample was obtained during the 34th week of gestation. In placental tissue, the activity of STS, 3p-
HSD-1 and P450arom was evaluated. The content of progesterone, dehydroepiandrosterone sulfate (DHEAS),
dehydroepiandrosterone  (DHEA), androstenedione, testosterone, estrone, estradiol and total estriol was deter—
mined in the blood samples. Results In placental tissue from women with PCOS, higher 3-HSD-1 and lower
P450 aromatase activity was observed compared to the control women. Moreover, women with PCOS showed
higher androstenedione and testosterone concentrations compared to normal pregnant women (P =0.016 and
0.025, respectively). In cord blood, the female newborns of the women with PCOS exhibited lower androstene—
dione and higher estriol concentrations compared to the daughters of the control women (P=0.038 and 0.031).
Conclusions Placental tissue from women with PCOS shows changes in the activity of two important enzymes
for steroid synthesis, i.e. higher 33-HSD-1 and lower P450, which could increase androgen production during
pregnancy.
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Z ¥ U H 25 4 1E (Polycysticovarysyndrome,
PCOS)J2& i WL N 73 WM ZEBLAE L 521 2 5% ~ 10%
(B A A 2, LR B RN 1 A AR 2
eV R SRS MER R AEY . PCOS M B H A H
fig 11 ,PCOS UE 4RI & AE FIAN R 5 3R & A R85 =,
A1, PCOS 11 2 U i 490 1) 2 300 ) e 33 38 vk 3 dd =5
HIEA, AR, A B R ISR TR AT IR
WE PRI A2 PR K T,

2R, B R P A B R A A (B
H I 1 A UL 28285 [T B A o PCOS {2 I Z K
R AR SE . AR BRI ) R FZR R A G
JURIBEARE ARG C19 ML ER , L o B R
Ji5i S R ( dehydroepiandrosterone, DHEAS )., iG#5:4H
2 PP R AT 28 28 (3] P 2 T 86 ( steroid . sulfatase,
STS) i , REE G I LB WA TEAL 3B - FRHAEE
[#] s i %0 1 %5 (3 B -hydroxysteroid dehydrogenase
type 1,3B -HSD-1) %758 i b des — B, FifiJe S #¢
17 B - FRAE [ SR A R S2 AT, b B L
-/l DHEAS A LAZS 16 o - B2 IEABAE IR A ik
M =T A I R RIR 16 o - FRBE - I SRR -
fiafis (16  -OH-DHEAS). [Hitt,PCOS I fifi
STS.3B -HSD-1 Al / 5 P450 5 F 1L (P450 aro-
matase,P450arom) i PEAR AL ] SO G LR
PEIRH MES R MR B RS

AWFFE E B PEAG PCOS 1 4 7 4 ik 391 8] iR 4%
STS.3B -HSD-1 Fil PA50 J5 7 fL Ml TG 1 , -3 il
SRR R 0L 04 248 [T e B SR Tl T P 7
A7 ="

1 #ABEFIE

1.1 #MRIMH

SR 6 BRI 58 1531, 20 5] PCOS 21 hy ffF
GEAL, XFHRL Sk 30 ) ) 200 G v I R R I A
ZEA, B PCOS 221 2014 4 1 A -2014 4E 12 A
M2 TRERFE R ERIRRRINAL AL
Fi ke A Zm> AN 2B NERESE; SCg = kA, It
Bl AT 0 o 52 BRI | 00037 2R R B2 >0.6 ng/ml AT /
oY IF B ME I 2575 U (free androgen index, FAI)>5.0,
T C§55 ) B >3.0 ng/ml DL BGEEFS R Al DL 4
IO EIEAS o HEBRARE : = b L2 IME LR 430
i ETREE SRR Rk 21- BAR GG = i | R
P 18 S A2 v B AR IF B ME AR M R S5 5
A2 AT T Y PCOS Ik g 42 A%

J7 AL, K4 PCOS 34 ik 500 ~ 2 000 mg—
FHRUIK, PCOS 835 4 il i BH 4 RS2 1 IR FH = FF XL
A, St RRZH 2P ik b 25 22 55K AR S5 S PCOS 41
FHVCHL, XRRA L A 28 ~ 32 d R H 4514
§1, TC 2 BAE AR R IAE A LA 3R AE , Toi FL &
HURBRDIBE S5 o T ALl SR AR Y , AR 4552 A A
HYNEIT -

1.2 FRARE

121 gt A2k 4 34 JEI R AR R
A IR AR A 0 Bk s RS s ik - DK TR B 4 1
BEAS . MBREAS ST BVESLy , LY A -80°CUKFHR R
RAE  TFiE—20 50T

122 Jedbzaza I p=sks) e e e s B i H 4T
BR(Z 37 ~ 40 ) A d: . i TCH g R AR
FEIBF R AL E (29 5 em ) RED] B 4% B I 2 iy 22 3
M B 5353 1 3 D AKEB I o3 il gty - S1, FE IS5 E
HEEJZ 5 52, 8 B J5 2 RN PSS 22 8] X 5 5 S3, HE 3T L IK
(=N

1.3 HRZAHE

131 EpAeml  STS JEPEAG I - il 75 (100 mg &
%) 5 40 mmol/L i ¥4 DHEAS #1[1,2,6,7-3H]
DHEAS(20 nmol)iE4,37°CH%H 30 min, LA 2.0 ml
FHORZ RN, IR ETR 2T 1 min, 600 x g #4.0» 5 min,
53 #5 DHEASOKAH ) 5 it S R 1R ( dehydroepiandro-
sterone, DHEA) CAHLAH ). IR K2, FFF H i 14
IR Ecss (S Packard A BRZA A DA E .
Ji5 4% 3 B —~HSD {5 A - K 100 mg & 4 .200 mmol
Wil h 2% ik (pH=8.9) .100 mmol/L DHEA #i1 40 ml
HERA S EEFEAY L ml. A 4.0 mmol/L 1)
1- Z8 Z. ki (1-naphthyl acetamide,NAD) )& , 46 ]
340 nm 4b):%8 i (optical density, OD){H , i1 7F OD
340 525 (JC NAD )X HRZ b, DA BTG 1k . 5 77
ABEE TEASI - Sk T ek AR 43 100 mg 85 5
50 nmol [1B -3H]- M -4- M -3.17- —EA( HLi%
4:23.5 Ci/mmol) 0.5 ml BEREE 2% vl (pH=7.4)F
1.2 mmol/L if JE RVl 1T IR Ao B S IR A W) 1
37°CIEIR K PR 30 min, 1 ml & 20% =
AR R ,12 000 x g 2.0 10 min, #F IS
4.0 ml EO7RA, IREIRA 3 min,600 x g #.L> 10 min,
Bk AH 500 ml 5 0.5 ml 1 5% A Jic B 17 IR A, 087
A 30 min f5,12000 x g &5.L> 15 min, AR MRS
T

132 ZEE B 0 E BRI L A A 2R |

. 05 .

www.fineprint.cn



http://www.fineprint.cn

RS EAGE

5 26 %

DHEAS .DHEA il i | S | ETR e — B =
Pt BT A R A [A]—JE vk % PCOS ZH AT XT R 4 i) it
AT o ZFR FIE — B 3 ek FH FFIBC S8 W BFH2: (enzyme-
linked immunosorbent assay,ELISA){ % . DHEAS,
DHEA i) — i | S2 1 |8 ] R0 2 oy IS e i
T5E KM 5350 0.3 ng/ml, 2.0 ng/ml 1.0 mg/dl,
0.1 ng/ml.0.1 ng/ml.0.1 ng/ml.5.0 pg/ml A1 8.0 pg/ml,
b PR (] 22 S5 R H53 50 R 2 T 4.0% 1 7.00%
=¥ 4.8%7F01 8.8% i H FMERA 5.1%F1 11.0% i H %
TR 3.8%F1 8.6% . ik i 5.0%7F1 5.0% . %2 4.2%
1 5.2% MR 4.3%7F01 6.0% 1 S ME 5 4.0%7F1 4.2%.,
14 SitFERE

K H SPSS 18.0 Gei k-4 T4 434, Tt B
RELAIIEC A2 (X = o) s A 850 (DU 434 ] ) %
7~ , IE 25434 F Kolmogorov-Smirnov 6 5 P-4k . 43
KRG x 2 3¢ Fisher K WA 56 917 20 M7, 24 80
IR AT LA ¢ #5505k H Mann-Whitney
i, P<0.05 NZEFA G L.

2 #HR

2.1 IGRYHE
WILH A AR AR WIEA IR W) bR VAR S35 B0 &
BESHIR, ER TG L, [H)& PCOS 224

FEAL R AR TR IR 22 I i (P =0.020), £
Z AR 028 6] oA 25 S e gt 2E s o 3
PCOS 2215 T AT WA s o #4117 AR A 1] Lh 3 2
SEG T L (KHIRZH :60.0%,PCOS 4H :70%) . Xt
HEZH 47%7H1 PCOS 41 60% A #Ir=fd, L3 1.

PIZBTAE JLAE RIS R B AR AR 25 ]
43 (weight standard deviation scores,SDS) il & K #5
WHEL B LA, 2 R RG24 S A, PG 5
o R i, 22 5 G E B X (60% 1
50%, P=0.112).
2.2 BEgiEH

X HRZLFN PCOS 4l i #2041 3 A B Y STS i
PELLER, 22 7 g it 5 X . PCOS 422 1H7E S1.52
F1 S3 AbF LAY 3 B -HSD-1 1% 14:[S1: (40.0 +
4.3) vs (56.0 = 4.4)u/(min-mg 1), P=0.014;52;
(63.0 +5.2)vs(83.0 + 6.8)u/(min-mg & 1), P=0.020;
S3:(42.0 +6.4)vs(63.0 £6.2)u/(min-mg &), P=
0.049]. LAh,PCOS 2H7E S, 4b#) 3 B -HSD-1 JG4: &
T S1 1 S; 4b(P=0.002 F1 0.030) ., 55— J51fi , PCOSZH
G302 3 A0 B Y PAS0 J5 7 i 175 P 45 %t R 20
IK[S1:(1.25+0.12)vs (0.92 + 0.06 )pmol/ (min-mg &
[1),P=0.036;S,: (1.18 + 0.09)vs (0.88 + 0.08)pmol/

F1 FASPAMIEIL AR

|

4l = WA / WIEBMI  sWmIRE | MR BMU MR R

e /(F xxs) B m (kgox+s)  (kgmt,x=s)  (kgxes)  (kgimt,xes) Ml /(kg,x £ )
YRR (n=30) 26.5+6.9 1.6(15~1.6) 64.0 +8.2 25.0+55 71.0+12.3 29.8+6.0 13.0+4.2
PCOS 4 (n=20) 28.0+58 1.6(1.6~17) 69.0 + 12.1 27.0+62 82.3 + 145! 326+72 13.3+46
Pl 0.430 0.371 0.090 0.240 0.020 0.142 0.541
a5 B L
i Jii 1 HAERHAT (kg,x £s) RERMEZRS 5K (em,x+s) HKAREZEFSY JHEHER /(g,x+s)
HEL(n=30)  38.0(38.0~39.5) 34+05 0207 493+1.9 -04+09 560 + 108.0
PCOS #1(n=20)  38.0(38.0 ~40.0) 3.6+08 01+1.0 49.8+2.0 -0.1+09 615 + 166.0
P 0.238 0.781 0.686 0.425 0.276 0.161

e HXTEA A, P<0.05
%2 PCOSAMMEBAZIEZ 34 FRMFERESEILE
DHEAS/ DHEA/ Tk i / 2 / ISR R T / hfE et / —

AL < {(ng/ml) (mg/dl) (ng/ml) (ng/ml) (ng/ml) (ng/ml) (ng/ml) WE=PE /(ngiml)

WTIRZA(n=30) 268.4(229.0 ~ 384.2) 93.0(56.7 ~ 104.6) 2.7(1.9 ~4.4) 2.4(1.9~3.3) 1.2(0.4 ~1.8) 4.5(0.9~11.9) 15.4(9.8 ~ 21.8) 123.0(58.6 ~ 168.0)
PCOS #41(n=20)247.6(117.1 ~574.1) 93.5(68.9 ~ 110.9) 4.0(1.9~5.9) 3.7(2.9~5.8)'1.8(1.1 ~3.1)" 1.0(0.9 ~ 4.7) 14.8(10.6 ~ 25.9)118.5(111.4 ~ 188.0)
PfH 0.564 0.331 0.453 0.016 0.025 0.111 0.726 0.301

e SRR R, P<0.05
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(min-mg & H ), P=0.042;S;: (1.35 + 0.14 )vs(0.81 +
0.21)pmol/(min-mg & 1), P=0.025]. A&#E4Z 34
{78 PA50 J5 A BG4, Joie 2% B4 4 & PCOS 4
W IR, 22 ege it o DURHETRIER 2.
2.3 RKEERE

PCOS ZH Z {28 34 & st i 37 Hh bl ds — i A 52

100 7 o %R
L " PCOS 41
~= 715
# 1 ; , 1
I
T s0
a < _
) =
T E
@ 25
=
0
S, S, Ss

A

Tl e J5 B . 5 T BRZHL (3% 2) . PCOS 4B Ak LI
I A AR T R LT A L, i = R
TXTHEZ . Ah, PCOS 4 F A JLIBFAS i e 2% B ik
JE 38 H AT R B A2 JL(P=0.061) ., HPE#4E L
1, PCOS ZH M — I 7K P okt FE AR AR Ay i ), {HL
R TGE 7 L (P=0.054) (L% 3),

n
o

= u Xf AL
I m PCOS 4
s
"E" 1.5
E -
£ +
= 10- I ¥
(=}
=]
&
+H
- I I
3
a

0

S. S, S;

B

A:3B -HSD-1;B:P450 757 ; S1 SEUT SN BIE)Z ; S2.: 5T 2 FNBLJFS I 2 8] X 3 ; S3: FE i I K2 5 + S X HRAL L%, P<0.05
FiE XtERZEFA PCOS ARG R HLR AR EBAL 3 B -HSD-1 #A P450 FHEFEH LR

&3 PCOS AMRAFEILFFLHHEREILER

ey DHEAS/ T — T / = W [ e — —
2051 il Z#1i /(ng/ml) (mg/dl) DHEA/(ng/ml) (ng/ml,x+5) S22 /(ng/ml ) Cng/m1) MEZRE /(ng/ml) M =% /(ng/ml)
X 2R 492.0 206 0.9 7.8 6.8 4845
(n=30) 15 (3g55-g589) 2001933 (1737531) 92#41 (53 711) (48.99) (52-108) (400.9-~616.9)
PCOS #H 405.9 204 08 41 42 657.0
(n=20) 12 (1206~5039) 1604856 (195 045y 62+37 (07 05) (22.68) (28-58) (531.0~711.0)"
Pl 0.731 0.267 0.799 0.038 0.829 0.061 0.170 0.031
qm  BE/ MW/ DHEASKmydl, DHEA/  We i/ P/ RWEE/ W B
B il (ng/ml) X+8) (ng/ml) (ng/ml) (ng/ml) (ng/ml) (ng/ml) (ng/ml)
LR i 572.1 1958 + 697 16.2 85 13 74 6.2 598.6
(n=30) (407.2~701.4) R (145~16.6) (56~11.1) (09~15) (36~95) (32~78) (536.8~931.0)
PCOS 3 462.8 2162 +80.6 19.0 6.0 11 22 35 648.3
(n=20) (445.7 ~519.0) 22000 (172.195) (49~74) (09~14) (17~76)  (29~65) (558.7~805.0)
Pl 0523 0.093 0.399 0.054 0.865 0.086 0.326 0521

et SRR LR, P<0.05

3 itig

ENTERERIEDOE A K Ko SN E ko /I TRIN
T, I 6 225 [ B B A% 028 PCOS £ 1 4T Uik 1 1)
PR 53 WA 7K T B R s B AT 1) SR HR

BT KB, PCOS [ 242 34 JE I I M =
W T e, 5 U R 45 R —2C4, ;T 3B -HSD-1
AEf 1L 5-3 B - FRHE ] 4-3-17- [ 1 5% L0,
L2 3 B -HSD-1 {H MG AT 72 PCOS £
HAE 2 MEYE IR MEYE I = 2 5 AL P450
T Al , Fe AR, L A e, I 34l 21

HL P450 TEMEREAC AT 5| R E IR B AW 58
BRI VR A 2R e O = T BB SR TR B2 T e S
w5,

HAT, ET a4 5 3 3 ~-HSD-1 H1 P450 F5 7
AR TE PR AL TR 38 H PCOS A7
1| W6 SO A A A B R 5% 2R IR R N ) K P 3
[ (0] 75 ey = e = N S i et 2 PNE S S
Yiifarh P450 J5 A ALl TS 4, TG 3 B ~-HSD-18, 4T
DRBE PR A IE TN S I 00T, 22 A e 5 4K
T, A R R AE B DR G #8505 AL Bl v 7k
FEAIG . PRI, PCOS o 1 4 i 0 fal AR 57 2 IR 4%

T E
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3B -HSD-1 I P450 75 Ak s A2 Ak 1y n] BRI A -

PCOS L PENif #4121 3B -HSD-1 1 J5 F 1k
it PA50 & X IR LIS i S AN e M B A b o5 A
P T R e A MES R R 1 B, LR T <1%
(1) il 705 A R T Ao B R M 38 2R 14 o 7 1k i L 5
b8, RS ARG AR A L B SR B B A 4, 0
& ANREHERR PCOS fEE NG #E B 14 5 5 1] X B Bk
ARG RE £ 00, KA PCOS 243 W i 4o ) LAHAE
B A B 76 £ AR 5 AP AE fb . Barry SFRUL B,
Z RGN BLEE AR I ) Lo A LIRS T i
B, PEn MR AT RETS 3ok B iR A SR &
I PCOS 41 AXS AL IR ) L2k B 25 5, T RE = Ko
AW RIARAETR G B 1. Anderson Z5M% 81
PCOS 3 1y & PR A= JLTR A 5 it P e A — 0 A1 1.
T I PSR SR A AR, T A 9 A A 3 A 2 A B L
CRB AR A LIBE I PN A — e/l b —
FKOEHEN  ME =T 16a-OH- HEMs —HR35 T ik
Y, TGS P HEIL R 16 o - BBk AT RE 1Y 0L
JEJIE, IF5 CYP3AT Bh A5G, PCOS ZHFiA: )L
B I ME =R S B RS T Re A 2 MR O 5FE L
B R A2 1Y DHEAS 16 o - BRI IE ¢ ; Qg
A 0 s T A B LA PN R B8 R ARG
A 16 o ~-OH- Hdds — R, b5 i iR S8 05 1k
WE = RO LE RIS AR LR A
RObR i o 2 YRR R AT M = I R
B 18 —ARZEAAE JE[E BEbm R FR B = 11E 551G 5
PEBEIE AR JLFET A O, AT, i oA & BT I
e = RS BT S A RIAEIRSS )R K.

Mz AWFSE W], PCOS Lotk A F4H 2L BE i i
PR R P A R A % 2R S RE Bl AR I A0
WG BR . PCOS 2l 28 A= J LI i i ds — T 7K~
Kok, I = Bk -2 5, $27 PCOS 4R L2 & EA it
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