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REFE PCOS B % B REATREYMERNGHE

B A EEm LR R B g B RFRL K #HL,FE B!
(1. HESLEFRWBEERA %A, 5T M8 s 563099;
UL EHHEERAFRPE L, T ML L 563006)

(FHE] HE BT ARARAR &I L5604 (PCOS) & # fh ik & F B (COR) K-F 5 45 ig &K B g &
FrreaAR R, AE MARL TEALEFREWEER A S AR a4 PCOS &% 150 4], £ & # & HE 97 &
THIP (OA) + Z ik & e (HA) W R 2 A (X)) HA+IF £ % 4% % (PCO) & # 66 4 (OHP 48) .OA+
HA %% 42 4 (OH 48) .OA+PCO &% 40 # (OP 28) . HA+PCO %% 2 6l (3% Zh Y RBAFR); B ik 44
1) 4 B AR A B AE A 2T IR 4L, #om) A 20 A % 2 JE e ¥ (FPG,) e g3 .2 MM B 2 (FINS) (B % .COR, 5t &
KRB 45 % (BMD 2% 1k (WHR) L B % % 3830 38 2 (HOMA-IR) % %5 4 4 & & /42 97 s % (LH/FSH) st 18,
R RAE SR B LEFALTFEL(P>0.05), 34 PCOS 2% 2H . =8 w(TG)., % 2B &
(TC) &% & 5 % & f2 B 82 (LDL-C) \FINS, HOMA-IR 34 " 2 & F 3 BB 48 (P<{0. 05) , 8 — 8% (E2) & T *F 18
21 (P=0.036), OHP 41 % % COR. % % €8 (TEST) Bt & 4 # 8 (DHEA-S) .LH . LH/FSH /534 % 2 3
F 241 (P<<0.05), OHP 41 % % COR.TEST.DHEA-S 38 2 & F OP 41 (P<0.01); OH 4 & % BMI.
TEST.DHEA-S ¥ 8 2 & F s B4 (P<0.01), B OH 241 % % TEST.DHEA-S ¥ 2 & F OP 4 (P<C0.01);
OP 22 BMI 1 8 & T B4 (P=0.001), 8% H5H 2 +7,PCOS & % ik L s COR 5 BMI £ # 48 %
(r=-—0.288,P<C0.05),%5 LH,TEST.DHEA-S 3 £ E48 % (r=0. 257.,0. 231,0. 323, P<<0.05); ¥ & Kk "
Ja £ = ,BMI.LH.DHEA-S ;2 PCOS % % h & £ a CORFTEHM R ARE L, 418 PCOS %% OHP A
fE A CORKFMUES FTHMAEA, m BMI.LH . DHEA-S T4 2 COR ¥ 56k ¥h B £,
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[Abstract] Objective To investigate the cowelation between serum cortisol (COR) levels and glycolipid
metabolism and sex hormonesmetabolic indexes in different phenotypes of polycystic ovary syndrome (PCOS)
women. Methods A total of 150 PCOS patients were divided into three groups including group OHP [oligo-
anovulation (OA) -+ hyperandrogenism (HA) -+ polycystic ovary morphology (PCO) ] with 66 patients,group
OH (OA+HA) with 42 patients and group OP (OA+PCO) with 40 patients. 44 healthy subjects served as
the control group. The levels of fasting plasma glucose (FPG),blood lipid profile,fasting insulin (FINS),sex
hormones and COR were detected. Body mass index (BMI), waist-hip ratio (WHR) , homeostasis model as-
sessment for insulin resistance index (HOMA-IR) and ratio of luteinizing hormone/follicle-stimulating hor-
mone (LH/FSH) were calculated. Results There was no statistically significant difference in age and blood
glucose between the groups (P>>0. 05). The waist circumference, triglyeride (TG) , total cholesterol (TC),
low-density lipoprotein cholesterol (LDL-C),FINS and HOMA-IR of PCOS patients in three groups were sig-
nificantly higher than those in control group (P<C0. 05) ,estradiol (E2) was lower than that in control group
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(P=0.036). COR,total testosterone (TEST),dehydroepiandrosterone sulfate (DHEA-S),LH,LH/FSH ra-
tios in group OHP were significantly higher than those in the contrl group (P<C0. 05),COR,TEST,DHEA-S
in group OHP were significantly higher than those in group OP (P<C0.01);BMI, TEST and DHEA-S in OH
group were significantly higher than those in the group contrl (P<C0. 05),and serum TEST and DHEA-S in

OH group were significantly higher than those in group OP (P<C0. 01); BMI in group OP was significantly

higher than that in the group contrl (P=0. 001). The correlation analysis showed that the COR levels has a

negative correlation with the body mass index (r=—0. 288, P<C0. 05) and has a positive correlation with LH,
TEST and DHEA-S (»=0. 257,0. 231,0. 323, P<C0. 05). In the multiple stepwise regression analysis, BMI, LH
and DHEA-S were the independent risk factors of the COR levels increasing in PCOS patients. Conclusion The levels
of OHP subtypes basal serum COR were higher than other groups. And BMI, LH,DHEA-S may be the de-
pendent influence factors of COR levels in PCOS patients.

[Key words] polycystic ovary syndrome;phenotype;cortisol;luteinizing hormone

% 4% O 81 22 5 1k (polycystic ovary syndrome, P-
COS) & H W WA 22 10 2 v i & 0 —Fh 8 43 Wb AR 1
P . B HEOD Dy ae B A L H 4 AL R KT
150 DN 5L 22 B R AR AF — R A I R 28 R 5 A b 48 Ar Tt
1o MR AR A U A R R . L A B el A T A AR T
T I -3 41 1§ C(hypothalamus-pituitary-gonadal,
HPG) #iDy e 2 &L . H AT 052N 2 HPG il Z #L AR
BRI PCOS M EA KT HATEEMEN. P-
COS [F ol R 2R A AR 7] ik e RO [ R B4
ZASWHR B AW T HLA AR SR A R RS
HHRBIRAE . PCOS #3514 N Je 5T B A i i A2 vT
e B L RRIETE A HE R 2 NS T e figi-
FefAK-'5 b i Chypothalamus-pituitary-adrenal gland,
HPAY R D e 25 L. Wi 28 /8 3 I T B T B Ccorti-
sol. CORY/K-FHIBFFE . A B T 1 fif PCOS [ AL
ZALLE . 7E 2003 4F REREFF MU 28 A 5 I W i 2
SIS ] AR B PR oy o7 23 (ESHRE/ASRMD 12 Wi 73 !
T AU AR FRA PCOS B35 17l COR KV Al fE2x
PR HG 3 2R A28 Ak i A [R) T & A A8 AR i H T E NS AN
[l B PCOS & 1L COR /K- (4 #F 58 i 20 W4k
B, AWFFE WA [/ R B PCOS H 3 S fdflE A
HE ) 1 3 B Aly COR 7K B H: 5 8% B A S P 8 3= 4
FIEARAY R ZR L LIS PCOS #3518 2 5L g AL B
Il K26 P A
1 #REFZE
11 —f%eRl BE#E 2016 4 1 2 10 A 7EE L&
27 Bt Bt i = e N 4 R B AR 2 A By PCOS A&
150 #, A #% 18 ~40 %, 1 (24. 51 +3.70) %,
PCOS 83 40 A br e - K 2003 4F JE 45 F+ ESHRE/
ASRM F5 #E . PCOS 112 Wi 76 HEBR H Al 2 50 4 70 8 5
G5 AH OB s Can 43 W6 b 98 3R Y i 988 A Cushing 25 &
fiE 21-F2 AL i il = AE L 5e KM B bR R i A ) s
TE T 3 Wb A AR 2 W, W A2 W (D&
HEOP 5% I HE BF (oligo-anovulation, OA) , B F £ J& 11
KT 35 d <8 /4 H LH M & it 6 D H 5 (2) mkf
K IMAE (hyperandrogeoism, HA) 1 (80) HA Ilfi & 3¢
N2 B R 5 (3) 88 75 o A & BH BP S 22 4 A i A8

(polycystic ovary, PCO) , Bl — {il] m X1 51 & Py G i3
(EA#& 2~9 mm) =12 4>, F (5O G SRR K F el 55 T
10 mL™ , ARG Wibr s 150 1) PCOS B 4R 4
A4 : OA+HA+PCO 4 (OHP 41, n=66) ; OA+
HA 4 (OH #H,n=142); OA+PCO 4 (OP HH.n=
40) s HA+PCO 20 (HP 21, n= 2., ¥ M D 1% 20 R 4
ABEFE) . 3ok A A B T2 R A Y filt B 10 2 44 1
VE R4 B2 AR % 18~40 %, H 4 J8 W1 IE % K i K
HEGN s TC 22 6 8805 55 o M U R A 5 Al M 0 3R K
TC S 5 5 A A HEBR OF 5 2 BEAE 0 . HEBR bR o
(1) 4 B M0 19 2 bE 15 (2O 45 B A o0 I 35 0
JifIR PN A3 0 45 5 (3D 3 3 AN 8 FH 52 i b I AR 1
259

1.2 J7¥:

1.2.1 AAR—fAR R & 48 AN AR 23
I TR] o S0 AT AR R A . T 45 2R 52 B v AR T
JBE ] A R Rz I s, 3 2R B 48 %1 (body measure in-
dex,BMD),

1.2.2 sLwm=ERil AL ENZXEELSL
JMARY S5 3~ 7 K, N HL A B 28 38 AT 2 i Ja) 2 A 1k
BWRME. MTABRERETS~12 h,)IRHIER 8:00—
10:00 x5 frlt B # Jok it o D 7 =5 L 1fi % (fasting plas-
ma glucose, FPG) , = it H i (triglyeride, TG) | &1 JH
[# % (total cholesterol, TC) . /5 % & 5 & 1 0 [& f2
(high-density lipoprotein cholesterol, HDL-C) . fIk %
FE N 25 (1 1A [& i (low-density lipoprotein cholesterol,
LDL-C) , ¥k ] DL e &2 B2 7R R AUS800 4 { 3l 4 fk
A3 BT ASCRSE I 5 5 e 3 I+ 25 M & &K (fasting insulin,
FINS) . #f — i (estradiol, E2) | # {£& £E i £ (luteini-
zing hormone, LH) ., 2 §J 1 2 (follicle-stimulating
hormone, FSH) | W ¥ & (prolactin, PRL) ., & 5 [ifi
(testosterone, TEST) | #f Mg lii & 2% M B ( dehydroepi-
androsteronesulfate, DHEA-S). COR, % | Roche
Cobas E601 4 H 3l 1 {1k 2% & Ot % 5 4 A AL 43 17 .
COR iXF & H Roche Diagonostics GmbH 2y @] , iR
& PR HE Ay 5250 % 2 2% 3 [ LAl COR K171~
536 nmol/L, DHEA-S &%) &M 3 SIMENS, H. 4 fr
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*x 1 BEAWSEFER R BMI £i5REE &
- . AEWS BMI i FPG FINS TG
(Tts.%) (z=+s.kg/m?) (T=£s.cm) (Z=s,mmol/L) [M(P»; ,Ps5) ,pmol/L] [M(Py; , P75) ymmol/ 1]
X HRZH 44 25.53+3.73 22.31+4.31 72.52+6.75 5.08+0. 41 9.12¢6. 35,9. 1) 0.95(0. 62,1.53)
OHP 4 66 24.30+2.92 23.59+4. 11 80.44+8.57 4,9740. 42 18. 95(8. 57,24. 90)* 1.10(1. 01,1. 63)*
OH 41 42 23.65+3.87 24, 95+3. 26° 78.41+9, 73 4,9340. 60 20.95(12. 20,31. 27)* 1.56(0. 97,2. 47)*
OP 4 40 25.75+4.76 25,7644, 38 85. 3849, 56 5.064-0. 46 12. 70(10. 10,25. 35)* 1. 55(1. 39,2. 56)*

©. P<C0.05, 5% 4t > P<<0.01,5 OP 41 b

%2 SEIMK TCE LDLCEEMRILE
1) TC HDL-C LDL-C E2 FSH HOMA-IR
ZHHS 1

! (Z=+s.mmol/L) (=4 s.mmol/L) (= s.mmol/L) (= s,pmol/L) (+s,1U/L) [M(Py; ,P:5)]
X B 2] 44 3.58+0.17 1.244+0.12 2.16+0.23 178.7+89.2 5.78+1.86 2.09(1.40,2.10)
OHP 4] 66 4.69+1.03° 1.30+0. 33 2.8740. 642 136. 03451, 042 5.84+1.59 4,37(1.90,5.84)°
OH 4 42 4,37+0.67° 1.0940. 24 2.78+0. 60% 137.91462. 81 6.00+1.95 5.02(2.87,6.86)"
OP 21 40 4.594+0. 752 1.1040. 23 3.0840. 50 134. 33462, 282 5.734+0. 89 2.86(2.35,5.69)*°

@, P<C0. 05, 54 B4 bL 450 . P<C0. 01, 5 OP 4 b #5 ;¢ P<C0. 05, 5 OH 4 lL#&

*x3 FEXK LH & LH/FSH &i5#RrbE B (T E5)
215 n LH(IU/L) LH/FSH PRL(mlu/L) TEST(nmol/L) ~ DHEA-S(pmol/L) COR(nmol/L)
YR 44 5.56+1.23 1.0040. 48 317.21+104.7 1.0240. 41 4.64+1.08 394.55+121. 06
OHP 41 66 9.37+3.21° 1.63240. 69° 403.26+265.7 1.57+0. 62 7.40+2. 81% 592, 78+£236. 03
OH#4 42 8.0442.42 1.4740.63 307.93+£117.9 1.5540. 54 7.3842, 94 522, 52424771
OP 4 40 7.8042.69 1.360. 94 336.61+146.0 0.8940. 40 4.15+1.71 390.87+112. 30

©. P<C0.05, 5% 41 % 0. P<<0.01,5 OP 41 b

A ERXF &YW B Roche Diagonostics GmbH 2
Al . A S Z PR % (homeostasis model assess-
ment for insulin resistance index, HOMA-IR) , A =&
WF : HOMA-IR= (FINSX FPG)/22. 5

1.3 Gifaabs e f £ ¥t SPSS19. 0 $ff.
ESAHETTEEE R s B WMESHHE
B S8 % B 4 5 LA A 67 B (Y A3 ) BED) LM (P
Pos) 1360 AL A LLABCR T ¢ 36 5 22 20 1) bE 5% T B
&)y 253 Hr & SNK ¥, PCOS i # 48 5 8] %
Pearson Z& M AH 3¢ Fl 2 508 20 4 v 819 70 #r , LA P<<
0.05 HZEFAHGI#E L,

2 % ES

2.1 KX ZAH KNG IR GER e 4% 21 ) 4F % L i
BB 2 R G 3 L(P>0.05), 3 4] PCOS #
F M . TG.TC.LDL-C,.FINS,HOMA-IR ¥ B g &
FXFHR4H (P<C0. 05), E2 K F X} BE4H (P <C0. 05),
OHP 4 # #% COR, TEST,DHEA-S, LH, LH/FSH
P 2 0] B T B 4H (P <<0. 05), OHP 4 & %
COR.TEST.DHEA-S BJ i & F OP 41 (P<C0. 01),
OH 4 % BMI, TEST,DHEA-S ] i & T % B 4
(P<<0.01), H OH & # i TEST.DHEA-S B i
T OP 41 (P<<0.01), OP 41 BMI W] i & T %} B2
(P<C0.01), W3 1~3,

2.2 IV R A R o R v R A A% TR R A OGP 43
ro @k xt 3 40 PCOS #& #E 47 Pearson £k MEHH 643
Wr & B . PCOS 3 1M 75 COR /K5 BMI £ 1 4 56
(r=—0.288,P=0.010), 5 LH,TEST.DHEA-S IF
F5& (r=0.257,0. 231,0. 323, P =0. 023, 0. 042,

0.004), 341 PCOS B # IfLi COR 7K1 HAth 5 45
ToAH A
2.3 Z&HEBR L EEST 4 PCOS BE . L
M3 COR Hy i A8 &, L BMI,LH, TEST.DHEA-S
A AR i HE AT 22 o0 BE 2 B, 25 R R BMILLH,
DHEA-S /& COR 7KF Ft = (9 il 57 fe bz B 25, Jor 45 [l
PT84 5 F2 Y = 548. 190 — 12. 923Xy + 12. 275
Xin+28. 196 Xprpas o
3 3 it

BT PCOS A i 5 B Pk S &2 Z= bk & i AL i
NI IR T Bk = A R BR TN 5 HPG
HTIREZELA K, Ay HPA iy =% o2 S 80l
PR A A PCOS (9 R 2R . £ XA [F A PCOS
B 2R R A R AL PCOS 8B & ¥ 17 R
JIE SR IR 5 2R AR BT IR AR R R K=
LU HATX PCOS 3 i i 2 Al COR 7K - #f 5%
FEAEAR K4 B0, A BF 58 W0 0 I8 2% ik COR 7K F I
A W ST R I FE A COR K F R AR 35
SARFFEIN R HOK - S @& L2 5. i il
FEe g A RE T PCOS M E e AN R/, A%
RYELAT R W SRR AR, BCAS B 50 38 43 X AN [R) & T i P-
COS &34 135 H ffi COR /K By ML, 43 B A [R) 36 7Y
PCOS B & M M5 3Ll COR /K R HEmEE, 4
PR AR B oR OHP 418 3% i COR JK-FH] 8 & F
X HR A, i H Al 4 PCOS &K 1ML COR /K5 %t
WL L3 22 7 RG24 78 L (P>>0.05) , A5 [a] 15 4y
¥ri s, LH.BMI,DHEA-S j& PCOS & # Il i F fil
COR M7 fE e B 2 . i F o8 45 -5 TOCK 2 fiff
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FEEE R HL 25 R R, 5l e X B A A LE AR IR BE
) PCOS M # B4 & /K F i & % COR.DHEA-S,
LH, H LH Ffif & 2= 21k COR F & /930 37 fa Fs A
. S8 PCOS &3 1M i &l COR T & iy J5
el Y LR A LH ZE, & LH 5
HZ R4 NS IR B 53 COR, ZAF5Y
FERGT TSR PCOS ## COR 141k,
B AR ARG PCOS B #H AR BMI #1750 413138
FEWFSE T R E WA COR 1748 4k (HWF 5% 45 S
FkE SR T BMI & LH & PCOS /% Mg 3L it COR
FhE ST fa B B 2. KERO 280 B 5% % 3 2o 5% 5t
S TRl LH /MR, KRB %8 LH /N E A
GRS 22 MR Bl AR RO B R A R O R R
COR F=A: 380, bAoA B9 R0 . 1k 35 LH 21k
A RR AN B R AR B /N BRI N BB A% 7 AR I IR B rh
JIE i B o W O RE . X SE B ST — A UL OHP
A PCOS &4 1 =5 7K F- 79 COR A RS2 B T = 7K F
LH 33/, H OHP 2 &% 17 COR #HAh KA P-
COS & 1w . Wk, RF5E AN, B E PCOS
AN TR e RS AIE Y 38 22, 33k Fh 326 Bt B I I, T RE IR R
ZEAL AR SR s o e & . Bb4h . BMIL,DHEA-S
X £ UL R Al COR A 52 M0, VF &I\ Al g 2 A i
PCOS 3 COR fy #h Ji i B 2 38 . A i 7 30 COR
TR HUR S T 4E 0 B 1 COR K1 005 183
HPA #ivigE, 28 TS bR % (ACTHD Kk
ST v HE T A B RG22 09 40 W COR 5 DHEA-S,
B % F w0 U0 (4 5 B A BRALA IS A 15 T it — 2 0F5T.

ATFFTE W EL 8:00—10:00 S COR 5 P-
COS B E W1 WA, U ER T PCOS # R K AR
AL AL . AEARHIE 5E O — AN W E A 5. HL
H5E T 8:00—10:00 COR 7K, ifii A& Wi 2Z COR (¥
AR AT AL HE L2 B H B COR (1748 1k 5 38 2 35 L
MR R, DGR — 2% COR R 722
fb 5 PCOS A [R] 2 B i 35 9 25 /K 7 19 R oG M 2F 47 F
58,4 PCOS ¥R ZE AL ML AT IR A T 1 .

Zi F R, OHP 5 PCOS & % H A I 75 5 il
COR JKF-THm FrAE . HoT eSS LH M2¢ . 87E LUG i
FEHEE G VE AR A FE M PCOS # % COR 254k, DL K
BT PCOS 1 &ML . 1M 2 PCOS & K #2277
Pt — e B

&%k
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