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Application of serum AMH combined with Vaspin in the diagnosis of polycystic ovary syndrome”
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Abstract: Objective To explore the diagnostic value of anti-Mullerian hormone (AMH) combined with
visceral fat-specific serine protease inhibitor (Vaspin) in polycystic ovary syndrome (PCOS). Methods From
March to September 2018, 237 patients with PCOS who were first treated in Affiliated Shenzhen Maternity
and Child Healthcare Hospital of Southern Medical University were selected as the case group,and 203 health-
y persons in the same period were selected as the control group. Serum Vaspin was measured by ELISA.
AMH,estradiol (E2), testosterone (Testo), luteinizing hormone (LLH) and follicle stimulating hormone
(FSH) were measured by chemiluminescence. SPSS19. 0 software was used to analyze the indicators of two
groups of subjects. Results The serum levels of Vaspin, AMH, Testo and LH in the case group were signifi-
cantly higher than those in the control group (P <C0. 05),but there was no significant difference in E2 and
FSH between the two groups (P >>0.05). The optimal diagnostic thresholds for AMH, Vaspin and LH were
6.29 ng/ml.,3. 40 ng/mL and 6. 29 1U/L, respectively. The area under the working characteristic curve of
subjects tested by AMH and Vaspin was the largest (0. 917). In the case group,the detection rate of PCOS by
AMH combined with Vaspin (81. 01%) was higher than that by AMH, Vaspin and LH alone (67. 09%,
68.35%,75.52% ,X*=15.283, P<C0. 01), compared with AMH, Vaspin and LH alone (93. 06%,80.79%,
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61.58%) at the optimal diagnostic threshold,the specificity of AMH combined with Vaspin for PCOS was the
highest (94.58% ,X*=100. 407, P<C0. 01). Conclusion Detection of serum AMH and Vaspin is a new method
for the diagnosis of PCOS,the combined detection of AMH and Vaspin can be used as a diagnostic index for

PCOS.

Key words: polycystic ovary syndrome;
inhibitor; combined diagnosis

ZHEPN LR AR (PCOS) 2 F W W40 Lo i WLy iy
SR L I R R IH S A &M &k IERE. 2 6.
P S O S 2 AR RIS S BOR 2, Rl R A
WAL R 5 2 BT i g KT 3 e A AR RE
WL MERAERT S R B AR R X PCOS #H HEAT A 3L
10, AT 200 ik I R L 2 RUAE PR B TR
I T RS A R . E R
WATIF I A B 7R . 19~45 B L i) PCOS KNy
6. 5% . fi [E #h PCOS {4 & 5 F 0l #&3ik 18.0% . H
T PCOS (12 B 4y HE Bk 1 12 W - 32 224008 15 DR A R S
R PRGN o T AR I R R I B KL 2 o 5 A R
RIE A EA MR Z i 2 W R T 250m R -
HIIRIZ A, B, S4B 2 1) PCOS LY Fr
AR 2 I R AN E

VLA PTG 4 R (AMBD 75 ¥F Al 99 51 3 fig
T A 4 32 5, B RS AR i PEAl 1 51 % & D BE 1Y
RN F IR . AMH X4 s mdl £, )8 T
ALK T BOTGE-R) MG AN TR BA
PR, S 5 R SR EMEm Sk, 25
2 0 i O Y 1) R 4 5 A O A B 9 ) 3 5 4 ol
R 40 M A K VRS M RO R T K T A
Y. AERFSE & B AMH fE PCOS & Ay £ 3
2~3 5 R TR IR RS B M R B A

WFIE L] LB JobE BR AR D e & A S B
PCOS kA= 8wy i g 5 R 5 28 3 e &% 3 HIR bt &
AR 5 5 52 VAR OC o A I I 07 4 e P 22 2 IR 2 11 il
PO (Vaspin) f& i B 47 & BLE) g 105 I, J& F 224
MR I R K. E LB AR W, TS5
R RS 75 0L R i A8 b & 4 AR
SR AR 58 R W] Vaspin ££ PCOS B35 1L 1 &
B —F i — W5 PCOS B E ¥R Vaspin /KF
TALIE N EE . AR EER PCOS #35 AMH,
Vaspin K& HABERER K- R0 HAE PCOS 2 Wi iy
VINI=R
1 #RERE
11 — %R L4 2018 48 3—9 A 7Er Jr BEFER
=7 B T RN T 2 4 PR A e 90 it 12 19 PCOS [ 3% 237
BIVE AL . A KR AR S [ A X PCOS 236 4R
L R IR SR 2003 4F WU A 26 AR 7 5 IR i
22 (ESHRE) H1 5[5 A= 5 B& 2 2 25 CASRMD #E 37 1
PCOS B PH 2 Wb 17 (1) 7 % HE 50 2 6 e 5
(2) i U5 3R i DR 3 B AR (0D i 98 3R I 5 (3D Y

anti-Mullerian hormone;

visceral fat-specific serine protease

B2 R R A R R — OB BE S B AR 2~9 mm
FI O =12 4>, F1 () 5P HEARFI =10 mL; (4)3 i+
FFA 2 T50 I HE B JH A e o 209 1A o [ B 3 I 40
R RE & 203 B 1E R XF B2 . X BB 41 5 9 91 41 1
WY CHERIAMA T R FEER LRI E L (P>
0.05) , LA AT He k. A 5% 38 2 B 7 R B K22 s
TRIN T I 4l PR AEEBE A8 BEZE 51 S b T A 220 348
BAERER.

1.2 g5k AL Vaspin R ] B e 5
W B3 35 CELISA) 36 & i, o Al R & B 2
Elabscience ¥R} £ A R 2wl . AR H A0 € 2
KA KOt s TR IO i — I (E2) (52
fiil (Testo) , By 3l i & (FSH) 5 B & 4 fit R (LHD ik
Fl & e | 55 E DL ve &, B AL S 35 [ D w2 DXIT-
800 S T . AMH i3] & 51X 2% W H I 17 0
W0 A YR A A B2 =] BT XS 4 iFlash3000
2 KA . SRR SR 2 vl BT 45 40 Ay Joa 4% XoF BRI
AL B T

1.3 WARES L WEBEE RS ESNE &k
M5 mLOH&E 2~5 K, M&HTHME Y HRIM .
3000 r/min &0 5 min J5 B M3 T — 20 °CvKH§
TRAE RO

1.4 Ziit2ab# SR SPSS19. 0 #4750 4> #F . 31
WOR DL T £ s R, 4L a) LR R B M S FEAR ¢ K
B RO R LR LR L 4L IE] LR X7 KSR . DL P-
COS Jy E FH M, 22 i 22 3 & TAE F¢4iE il 28 (ROC iy
) T & A5 FR X PCOS 7912 i F4 18 . I+ % AMH
BA Z WG bR 7E PCOS 12 W k47 k%3 . DU
P<0.05 FAREZFHEG I #E L.

2 % R

2.1 2HAWIRFRIE O LR 2 X4 09 I T 24 R
FrH E2 f1 FSH KM 22 55 L4t 2 & L (P>
0.05), MR B - AMH, Vaspin, Testo 5 LH 7K
PIE TR IR (P <0, 05), 2 &8 AR I 00 L3
F 1, HAOSE WA L,

2.2 AMH, Vaspin, Testo 5 LH %} PCOS #J ROC
B0 4> 9 F AMH . Vaspin, Testo 5 LH %} P-
COS 1y 2 Wr 2z il ROC it 2k, il £ & 11 2 43 5
0.851.0.815,0. 545 F1 0. 771, Testo Y12 Wi 3L Bk &
/N, AMH Bt4 Vaspin 2 W7 PCOS f9 il 28 T 1 £

0. 917, B A A5 I 119 il £ T T AR 25 K 1 B 5 s A6 U
TR MO R R B 2 R K A a2 I B



fr i E¥4% 20194 11 A% 40 %% 228 Int ] Lab Med,November 2019, Vol. 40, No. 22

AMH . Vaspin X LH py&E{£2 Wil F8 55k 6. 29

» 2731

ng/mlL.3. 40 ng/mL #1 6. 29 1U/L, UL3 2 FfilE 2,

*1 2 AN ETHEMERLE (L)
21 5 n AR () AMH(ng/mL)  Vaspin(ng/mL) E2(pg/mL) Testo(pg/1) LH(IU/L) FSH(IU/L)
Xt HR 4] 203 27.9144.43 3.9341.46 2.57+0.94 83.32+77.66 0.5940. 22 5.87+1.97 6.4241.87
R4 237 27.24+4.82 7.21+2.80 4,02+1.31 86.00+131.13 0.64+0.29 9.74+7.29 6.22+2.49
t —1.503 15.76 13.42 0.267 2.089 7.873 —0.974
P 0.134 0. 000 0. 000 0.790 0.037 0. 000 0. 330
4 485 483
ogf‘a‘“za 8001 o E#en 1 000007 o Esa
A wHIE Ffla
12,50 °
800. 00
10,00 o8 °8 . 6.00] e Z
= 288 8202 E =
8 3 600. 00
57,50- H"og 888 ° g E" e o & 0o
& 820°0°¢3%8 88 ° 4 E 4,00 )
S 8%% o35°eocgg 8% o = K ° o
Z 500 g8 §°9§g§a§8° °©oo 8 5 o8 o & 400.00-
= 8,0§38888%9 o K o °
e:,%ggggge?o"s 2,001 ®e0g0
1 800g888§98833°0 80 o 200.007 n G ¢
2.50 el ggog i 0870?00083 eo N
. IO I 11111111 H I
1500 2000 2500 30.00 3500 40.00 45 00 15.00 20.00 25.00 30.00 3500 4000 45 00 1500 2000 2500 30.00 3500 4000 4300
FiE (5) Fih (5) FiE (F)
| 4 4 A3
2.50 D—%g!m :ﬁggg 100. 00 O’%ZJQ
A ° A A
1250
2.004 . 80. 004
a3 10. 00 ° °Ug% IS o
}:,,1.50— 8, Ooggc 0@’:0 . Qoo.oo-
2 S, 5 gl gos E
+ X 7.504 g °8 208 USS © ® Z
3 1. 004 8°85008068 = ° 33%‘%@88%8 ° T 40.004
= 83585082682 = 23°2 808 882, °
o8¢ ovggaségo 0° 5 83 Eoooa8°g°? o8s o
05 acgg n”gssgg e 8§ ° rig ] scégo eg ° °
0. 504 goog8 gise Zgo °% % o 8 8% -§.88 ooe 20. 00 808 8
"': gagfegg‘QS‘Zo . 8 ,o,gzggﬁ 00880 © 5 e Q 8
o.00d ° oo 2.50- o ° ° Eh!“gi““i?sés" S8 g
b 0.00
15,00 20,00 2500 30.00 35.00 40.00 45.00 1500 20.00 25,00 30.00 3500 40.00 45 00 15.00 20000 2500 30.00 3500 40.00 4500
Fig ($) Fig (%) Fig (%)
A Fx AMH,B %R Vaspin,C %8 E2,D %5 Testo, E 375 FSH,F %8 LH
1 EIE R A E
®2  BIERISE PCOS M ROC # 4 PCOS W rik22 - BT Testo W2 Wi sl BE /)
L WA FEM R P SR A Pk, H4 3% AMH, Vaspin 5 LH 76 412 Wi il
N 2] V. Pt NI MY, N Y, AN
AMH 0.851  0.018  0.000 6.29 ng/mL FAE T2 Wr PCOS #17 ik v . BE & R DA &
Vaspin 0.815  0.020  0.000 3.40 ng/mL YRR B M R BHPE . AMH Bt 4 Vaspin 5 H A $5 F7
J ~C = 2 __
Testo 0.545  0.027  0.104 — A EE  HAG M PCOS 19 R 8 B » 4 81, 0100 (X7 =
i N 0 2 __
LH 0.771  0.022  0.000 6.29 TU/L 15.283, P <<0. 01), % 5 B e #, 9 94. 5870 (X
100. 407, P<C0.01), AMH Bt Vaspin X iz Wr P-
AMH+ Vaspin 0.917  0.013  0.000 P ) B pin Xf 312 Wi

T —Fm

COS PR P 700 6 S BA P 35000 6 3% B i 20 0 oA

94.58% .81. 01 %, HAVEFEEI A H 0. 71, WLFE 3.

2.3 AMH.Vaspin 55 LH B AE2 Wik FE T 2 B

£3  EWEIRISH PCOS AR ZEIRML Y (n/n)]
T br RIGE B P A 7000 I A ) £ ZEARR
AMH 67.09(159/237) 93.60(190/203) 92.44(159/172) 70.90(190/268) 0. 61
Vaspin 68.35(162/237) 80.79(164/203) 80.60(162/201) 68.62(164/239) 0. 49
LH 75.52(179/237) 61.58(125/203) 69.65(179/257) 68.31(125/183) 0.37
AMH+ Vaspin 81.01(192/237) 94. 58(192/203) 94.58(192/203) 81.01(192/237) 0.71




« 2732 -« EfrahE¥£F20194F 11 A% 40 %% 2238 Int ] Lab Med,November 2019, Vol. 40,No. 22

HAR
— 1J9AMH+Vaspin
2J9AMH
3AVasp
4H4LH
5HT
—6ASEL
0.4
5
0.2
0. T T T T
0.0 0.2 0.4 0.6 0.8 1.0
1-H5E
& 2 FIERIZE PCOS By ROC #i £

3 4 i

PCOS Z LT & W . 8 & LU R i & oh iR
SRR LH KFTh i & LH/FSH EL ]38 K 19
STUWFRE O 2 Z A, PCOS A M T F R
i -0 (- B LA R T D) AR S R, LH 2 & K A G
LH W, SCCHEI i & A . 23858 £ W], PCOS A Y
W ARG I HE S — A 2 RGN LA
fE. BRI ThREZELAR Fo -7 AR - IR 4 2h R =X
BLAEAIE PCOS & A4 K& BB P RO 3T .

K PCOS B3 8 4 0 i A 58 B R
Jif B AP AE IR R R B, H AT ¢ TR W7 B 7 5 PCOS
(% A B 15 M RN A e 2 4 . Vaspin ff
S —F R B B R R SRR G R
RIMPUFEME . M3 Vaspin 7K 55 1 & AT 75 & g
PR 55, B R N KO 1 2L, v K
PRI AR, Z ST R WL PCOS B
Vaspin /KA UG HE L X SR B oR L
AT R 3 43 W Vaspin SR 328 i B 5 R 0 R B
T B AL i 5 3R HEBOOIR 2, 4 5 1E F 09 i g i b
A K, 2= F Vaspin & ] 38 55 8% A5 £33 19 AL
il ATy HE— 2B gE . AW 5 AR 2R — 2. PCOS
BF MLV Vaspin 7KF 5 F X 4L, #2878 Vaspin 7] 7
Kl R2 W PCOS 48 b5 2 — » M &E oK 7 34 = 7T R
SEALAR N 53 W6 25 L AR RS S

EB B A LR Hh, AMH 5 H A% &
AL HI RS 5T -2 R -1 s pL ) i
KA AR E AT S e B O 3 B i
T Bt ) 01 5% 4 2 BE R AT DR AL i AT SRR AR .
AMH 5 5% B9 i 500A 305 09 15 AR &Pk . AMH FE 52 /i
YR 3 K B A% <<4 mm (/NSRRI T R s e L AR
2 4~8 mm (1952 IR B0 v e 3k % W FR AL, T B AR > 8
mm {4 53 R L R ik, PCOS B 3% 52 4R 00 i 5 2
fEEH M 2~3 5. RZHIIE A & # 5~8 mm W%
L& F . 18 PCOS B H, # K F-H9 AMH i) T
1% B 36 9 AE K 5 4 Ak DT A TR O i i Bk
Pk FEORNHESR . AW 2R, PCOS 3% AMH

KA T e B L X 5 A £ BF g AR — B
AMH ) 58 73 W5 e B3R AT e 5 RACHT PR R
B B A R 5 FR B YDA O H#E I AMH 1] B 5% i)
T PCOS s s she Al 50 EL . ot PCO
FERCAE ) Lot AMH ZKF- i3 T £ Pk (R Ik T P-
COS & M Oy A PCOS 24728 1] B 2 fdt Bl 3] P-
COS By aRZS T AGE i AMH (4 Wk T 52 0w
B ERE . B4 Z A5 H . AMH X} F PCOS #92
I FAE R 2. 8 ~8. 4 ng/mL, AN[RIHFFE 9 22 S48 K, 1]
RESHETE P e I AN BE S i e E R A LY. 5
4 ELISA J7 AN A o A 5255 38 i A & 6 i 4 P-
COS B H M4 WA 2T I E » il 33 ROC #h £ 53 #r
= AMH™>6. 26 ng/mL /& Vaspin™3. 04 ng/mL i,
ROC {4 N ik 0. 917 . 2 Wi (55 55 . 2 AN 48 4%
AR X PCOS (2 b LA H28 L,

PCOS B H ML Vaspin fl AMH 5 {@ 5 & i
MR LG I R B B R AT Dy PCOS 2
PR B . Vaspin KF3 m Al fig 5 PCOS 85 k5
R X, AMH fE 0P & & o F2 bl 4 HE A
HL.PIFE¥ RS PCOS /B3 1) &9 5 AN [ i PR 3¢ 3
AHIC s 2 W05 2 15 A7 76 AH DG M B 7E 90 vh k2B R e
HSEIG 2 1 A I A 4GB . W& A2 PCOS i1
BEOILRESRARR M T EEZ W RIES. 1ER
PCOS #4545 . 1135 Vaspin il AMH 2% X
[i) (14 1 5 3 5 B E — 2 4, HAG Iy ik AR5 &
YA T W g — .

4 % it

AL R LI ME Vaspin F1 AMH B¢ G fa
AT B S 42 & PCOS Al =26, A i IR 2 W PCOS $2
WMHEZEWSZME. AR D EEARTT T
WL J5 20 BB 45 G I R i — 20 3 KA AS & iE 55 52
B 45 L IE X B S % XA A E i — ST .

S % ik

(1] s, A 3cm. /=R (M. 8 B, dbat: AR T4 il
#£,2013:359-362.

(2] Z9. 2./ 5. %. AMH fl INHB fl 72§ £ %
W SRR A AR J BT ROTAR LT ], AR A 30 PR 27 4% 7K, 2017,
40(5) :391-395.

[3] kel EENg .47 . £ 28 00 BLE8 5 AF 19 L IR 0 0 PR % AH
KA R BRI ] P AR I R 42 7, 2015, 50(7) : 548-
551.

[4] TfAd b =5 . S e EESNH £ BYE
TGN L5 5 AE B I PR U O (LT 1. o AR BE B R 2 2 4R
2017,38(4) :492-497.

[5] PANIDIS D, GEORGOPOULOS N A, PIOUKA A, et al.
The impact of oral contraceptives and metformin on anti-
Miillerian hormone serum levels in women with polycystic o-
vary syndrome and biochemical hyperandrogenemial J]. Gy-
necol Endocrinol,2011,27(8):587-592. (R #4485 2737 1)



2019 48 11 H % 40 %% 22 #1  Int J Lab Med,November 2019, Vol. 40,No. 22

. 2737 -

tion width is a potential prognostic index for liver disease
[J]. Clin Chem Lab Med,2013,51(7):1403-1408.

[3] LINPOR K D,GERSHWIN M E,POOPON R,et al. Pri-
mary biliary cirrhosis[ J]. Hepatology, 2019,50(1):291-
308.

[3] SCHEUER P. Primary biliary cirrhosis[J]. Proc R Soc
Med,1967,60(12) . C25F1260.

[4] HIRSCHFIELD G M,GERSHWIN M E. The immunobi-
ology and pathophysiology of primary biliary cirrhosis
[J]. Annu Rev Pathol,2013,8(1):303-330.

[5] CORPECHOT C, GAOUAR F, CHRETIEN Y, et al.
Smoking as an independent risk factor of liver fibrosis in
primary biliary cirrhosis[J]. ] Hepatol,2012,56(1):218-
224.

[6] HEGADE V S,KENDRICK S F,DOBBINS R L,et al.
BAT117213;ileal bile acid transporter (IBAT) inhibition
as a treatment for pruritus in primary biliary cirrhosis;
study protocol for a randomised controlled trial[ J]. BMC
Gastroenterol,2016,16(1) . 71-74.

[7] LAMMERS W J,KOWDLEY K V, VAN BUUREN H
R. Predicting outcome in primary binary cirrhosis[]].
Ann Hepatol,2014,13(4) :316-326.

(8] SRRk, sEflAe sk HE . 55 J5Uk M IH v 4 68 A 1) il PR 55 1T
JUE g AR SC PRI S LT 1. rh AR R 2 2% 75, 2011, 15(2) «
75-78.

[9] BRFEFE DT AN, 55 JR R P IR 1R IR 46 1 3900 3
LI FNE 2016, (11) :986-990.

L10] SFAHE , AR e A #5538 ) 5t S 1 JIH v 2 I B Ak
B T ) 68 R L I A 2 AR A R AE L) . I R Ak 2%
#,2009,21(3):150-152.

[11] FilE . sk B R RN 5 & AR T P AT 14k 44 611G R
G 928 2 T g B2 RRAE 43 B [T 1. o [0 I AR 2 2, 2016,
9(10) :876-879.

L12] ok, Xk . £ 255 5. & PRI A fh 92 12
B R AL l{ﬂ[]] S U 5 2% $’2016 15
(6):747-748.

[13] ALLEN L A,FELKER G M,MEHRA M R,et al. Vali-
dation and potential mechanisms of red cell distribution
width as a prognostic marker in heart failure[ J]. J Card
Fail,2010,16(3) :230-238.

[14] LIPPI G,SALVAGNO G L,GUIDI G C. Red blood cell
distribution width is significantly associated with aging
and gender[ ] ]. Clin Chem Lab Med, 2014,52(9);¢e197-
el99.

[15] WANG H,XU H Q.WANG X M, et al. Red blood cell
distribution width to platelet ratio is related to histologic
severity of primary biliary cirrhosis[J]. Medicine (Balti-
more) ,2016,95(11) :e3114.

ClficFis B #1:2019-03-12 &[] A ] :2019-05-24)

ClR$e58 2732 T

(6] EZ &R0 8%, % K% AMHINHB. il INHB Xf
WHIVE Z K45 R i e (LT 0. h AR B R e
2017,23(11) :991-996.

[7] SALEH B O,IBRAHEEM W F, AMEEN N S. The role
of anti-Mullerian hormone and inhibin B in the assess-
ment of metformin therapy in women with polycystic o-
varian syndrome[ J ]. Saudi Med J,2015,36(5) :562-567.

(8] T WA » 5% R W o AR AL AT . 2 9 UF SLER A5 iE f8 2 T R 4K
B 5 Ve IR AR R A SE M A AT LT R JR L 2016,
57(15):1303-1307.

(9] #R%r. 2400 BL55 MR 12 R AR e & H 3
[R5 =842 7 ,2007,23(6) 474,

[10] FAUSER M B ]J. Revised 2003 consensus on diagnostic
criteria and long-term health risks related to polycystic o-
vary syndrome[ J]. Fertil Steril,2004,81(1):19-25.

[11] MAZAKI T S,VAISBUCH E,TARCA A L,et al. Char-

acterization of visceral and subcutaneous adipose tissue

WD E S

transcriptome and biological pathways in pregnant and
non-pregnant women: evidence for pregnancy-related re-
gional-specific differences in adipose tissue [ J]. PLoS
One,2015,10(12) :e0143779.

[12] MARCHER A B.LOFT A,NIELSEN R,et al. RNA-Seq
and mass-spectrometry-based lipidomics reveal extensive
changes of glycerolipid pathways in brown adipose tissue
in response to cold[J]. Cell Rep,2015,13(9):2000-2013.

[13] BIdE. 5k TT 1 . ik 55, 2400 123 5 1E 8 % I3 PTX3.,

vaspin 7K - {4 WEER 5T LT ] B Bx o 4308 AR i 22 35, 2018, 38
(4).228-232.

[14] 2 F A, KB 80. Z2 3200 L2585 1 &6 35 1LV Vaspin,
CTRPY 7KV Ko A 56 5 m BB 28 43 51 [T/ CD . o [ B2 22 R 4y
Ze G OB T D »2018,10(6) :188-191.

[15] F E &0, sk o, 5§, Il 7 Vaspin, CTRPY 7£ £ % jj 5
LGRS i aRas R T B2 i RIS, 2017,
34(6):1081-1083.

[16] LAMBERT-MESSERLIAN G,PLANTE B.EKLUND E
E.et al. Levels of antimiillerian hormone in serum during
the normal menstrual cycle[J]. Fertil Steril, 2016, 105
(1):208-213.

[17] JiEEsk. AMH 75 2 2 09 §1 455 1E 5 09 86k 4 KT 3%
myE RBEM2ZER I LI/CDL IR K3 24 & (BT
f),2018,7(1) :34-35.

[18] £ 1. Pu e M0 45 W3R iy I R) s PR 1 FH i
PRk 4, 2016,43(4) :458-462,

L19] #/bd» 105 iR, 45 S B ¥ MR 12 W 2 220
B GAER IR RN (B LT/ CD]. o A2 il IR B2 I 2% 75 (F 7
) .2011,5(13):3721-3725.

[20] 7746, FESRZE. AN A4E Y B PCOS B4 il AMH /K7
9 A FE L. 2 58 PR 2 2% 35, 2018, 27(8) - 787-789.
[21] BHIDE P, HOMBURG R. Anti-Miillerian hormone and
polycystic ovary syndrome[ J]. Best Pract Res Clin Ob-

stet Gynaecol,2016,37(1) :38-45.

LT B BR A

(e H 3 :2019-03-10 &8l H 1 :2019-05-22)



