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(HE]  HEIRINERE -IEIEFEFE (in vitro fertilization-embryo transfer, IVF-ET) J& 77 /7 22 88 Ul $125 & 4F ( polycystic
ovary syndrome, PCOS) Ji 34 539E PCOS fB % JEAE 17 A2 BRIRPT 1 #1 i R (anti-miillerian hormone , AMH) 7K ;
53Ht AMH 5 PCOS /B3 Il PREFE IVF 255 10 0C R s #E— LR AMH 7E IVF 3397 PCOS 835 v v i HIAM (.
1B 4341 2010 4F 8 H 2 2012 4F 6 A AL 04T IVE-ET 36971 69 4] PCOS #8241 95 BIHESH IE % I PCOS
BRI RGORE, LB I ALIA) %S AMH 7K 0N H BRI AMH 7K 2Z A 25 5 FEXTAI R A IVE 255238517 LT
& i ¢ K56 Spearman 856 BB LB AN RIH T BRATE I 00, 4R B, (1) PCOS 4175 AMH | #4k4:
J§Z (luteinizing hormone , LH) | 52 ( testosterone , T) /K-F  LH/FSH 18 B 2 il 2 (follicle stimulating hormone ,
FSH)  JEAH 52 U 0 %0 (antralfolliclecount , AFC ) 44 2 48 %% body mass index, BMI) , Al 3K P £ 34 BH BE TR
(P<0.05) ; (2) XTI, i3 Ak AMH 7K 5 SERl 55 Ry gk B RO M I A 4R IE A E (P<0.05) , 5
AR 5 1A DG (P<0.05) s PCOS 20 1ML T EAith AMH 7KF- 15 B At 2 5P 0 4505 1EAH G (P<0.05) (B 5 8RB A M 1T
SR GRS SRS TOAH SN (P>0.05) . BRALEREE 1L AMH /K -3 5 F R0 P IR 3 & (gonadotropin, Gn) &
FUAHDE(P<0.05) 5 (3) PIZHL A DRI AMH ZKF- 55 I3 HEfitlh AMH K52 B i IEAH G (P<0.05) . PCOS 411E 4
A 1 R -BE A0 A BRI AMH KPR T 53 5286 (P<0.05) 5 % BEZL 1E 7y 52 45 1% B -BJ: 40 it BF 7 7% AMH 7K
5 REZAEHTCER ART PCOS 4L IE #3285 1) B FE 240 il By v b AMH 7K (P<0.05) ; (4) P2 B v
AMH 7R3 5 4187 ARG B G K ek (P>0.05) . PCOS B3 L3 JE Rl AMH 7K F-5 AFC 0 A3 408 1 A1 %
P, 76 PCOS (3% ML AL AMH /K-F- K AFC BT B9 00T, R FHARX AR AT Gn B AG57) & Xl PCOS i
0P Bk BE RN EE G AR 0 A A KRS AR B B B0R EE G R B8 2 B L. 534 PCOS S35 B ita il AMH /KF-7+
1 AT BB 252 P4 i & B W B B L IE 5 524, S TN DB 40 i BB 45 1 A2 AS B AE TR 109 b, (HURIE IR AMH
IR FFAS BE TR AH S i o 2 T e AR A iR
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To Investigate the Value of Anti-Miillerian Hormone in Patients

with Polycystic Ovary Syndrome During in vitro Fertilization

Li Huimin, Wu Huihua,Meng Qingxia,Zou Qinyan,Li Jianfen, Wang Wei,Li Hong

(Center of Reproduction and Genetics, The Affiliated Suzhou Hospital of Nanjing Medical University,
Suzhou Municipal Hospital , Suzhou 215002, China)

Abstract: To compare serum basal and follicular fluid levels of AMH in patients with PCOS and non-PCOS that in the
treatment of IVF-ET; analyze the relationship of AMH with clinical characteristics and IVF outcomes of patients with
PCOS ; further to investigate the value of AMH in patients with PCOS during IVF treatment. A retrospective analysis was
performed on patients accepted IVF-ET treatment in our center from August 2010 to June 2012, who were divided into two
groups,69 PCOS patients and 95 non-PCOS patients with normal ovulation to analysis the basal serum and follicular fluid
AMH levels and IVF outcomes between the two groups. The results showed that, (1) Levels of serum AMH,LH,T,LH/FSH
ratio, AFC,BMI and the total number of retrieved oocytes in PCOS group were significantly higher than these of control
group( P<0.05). (2)In control group,the serum AMH level has a significantly positive correlation with AFC, the total
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number of retrieved oocytes and the number of mature eggs(P<0.05) ,but it has a negative correlation with age (P<0.05) ;
in PCOS group, the serum AMH level has a significantly positive correlation with AFC(P<0.05) ,but no correlation was
found with the total number of retrieved oocytes,the number of mature eggs and age( P>0.05). The serum AMH level has a
negative correlation with Gonadotropin dosage in both groups(P<0.05). (3)Levels serum of AMH and follicular fluid have
a significantly positive correlation( P<0.05). The AMH level in follicular fluid of normal fertilized oocytes was lower than
that of abnormal fertilized oocytes in PCOS group,no difference was found in follicular fluid AMH level between normal and
abnormal fertilized oocytes in control group,but follicular fluid AMH level of normal fertilized oocytes in control group was
lower than that of PCOS group(P<0.05). (4) No correlation was found between follicular fluid AMH level and correspond-
ing embryo quality in both PCOS and controls(P>0.05). The basal serum AMH level in PCOS patients has a strong corre-
lation with the AFC. A relatively low initial dose of Gonadotropin has an important clinical significance in reducing the
incidence of OHSS and obtaining an ideal number of oocytes in PCOS patients with high basal serum AMH and AFC. In
addition, the elevated follicular fluid AMH level might affect the potential development of oocyte and its normal
fertilization , thus , providing a new marker to predict the oocyte normal fertilization. While the levels of AMH in follicular
fluid could not predict the embryo quality and clinical pregnancy outcome.

Key words :in vitro fertilization-embryo transfer, polycystic ovary syndrome, follicular fluid, anti-Miillerian hormone

RN LR G NE R T I L WL N 23 MBS B RLIEB | & TCHR IR AN 22 f i WL DR, LA 2% HE
N ECRFEETCHRDE i RN (B0) A= A iR B ILAE 19 ZRAIRBTRE 75 T B 58 20 e 28 Oy 3 m PRAFAIE.

PCOS ELR K AL i AR, H i Ak PCOS SHEORZ A JE R 2 T BRI 4h S5 45 53 % 1 i/
2RI 22 AN G I Y VE PR AT 3 A HEDR. AR I & B, B 5 =) F FURE 40 | B9 96 158 240 i &% B
BRAAAL A B AR PSP -, R 3 40 5543 WA TE S 5 SRS MO 320 B0 36 A9 T 8 I B9 B R 1Y
A I, I3 SRR P MR R 2 A 1) A 5 5 M R R R T B S P . DS A S S A L, TT
AES PCOS 1Y & A7 G, Hor B S URL 20 i 53 WA 1 R -~ AMH. A ) 7E I8 45 Bl AR K AR B ke 3] 1 &
FRYVEH]. PIMREI PCOS B85 S2 i By 45 H 15 hn S Ieft 34 omitl AR K AT RE S AMHL A9 7308 53 3 A7 K.

FELCVE Rt 36 ARG JLER S R IF iR AMH 20t AR TS AMH H B SLA00RL A0 i /D B 43 0k, 7R 3
AU RFFIR KT, & B R B G2 W LT 2 5 AlKOF 484 A= & 01, (8 BLE B A R
AT, AR A R 1K L3R R R MR, 465 285 Lo MR I R A TS 51 AMHL A5 758 R ) AMH 78
AR F W Bty BRI FaA A 25 5, AMH FEAGBE 016 JC 3R, 7R SEHT P FI/NSE BRI ( 5 <4 mm) 1Y
WUk 20 it A i y ﬁﬁ#ﬁjﬁﬂgigﬂ/@( H42 4 mm~8 mm ) h IR B B FEAI ,I’-FE//T%>8 mm 1 5P
HLTJoERIE, H AMH 78 5144 e J] 6 B9 Fr A0 2 i b 3R 08 o e, FL SR8 5 1) 22 S T R S i 1 Bk,
A HEIIRERIANIR]. TAEARMTFTRI], AMH 2 5 0090 % 7 RIS, 72 B & BLAYE—TE 4R J DR S5 AR fie v
A EIE RS . AMH B FERIBLE 220 - (1) S0 4R BRI R 1A 32 4E , P9 TR U Tt v A
KOME AR , PRI U6 S I A SO P PRI FE 5 (2) 7R E AR S A= KA Fe v, BRI S2 BRI XS FSH #Y
TR, 2 50O Y e %

PCOS BFIMTE AMH /K2 IE 7 HEB0 Lo bEf) 2~ 3 £i5, X 5 PCOS A IIEEH I £ 2 ~3 £t —
. HEFEDCTHRGE R AMH /K5 PCOS 1914 22 1 /1N S2 DIy Hcia =2 ] 1) DR 2R OC RIE A 7€ , AMH 7E
PCOS [ HEGR B ft A AR ML) i A BAARAE i AN T 2.

FE S it 4 B A= B AR B TERAPT-H B S5 09 i 2% B8 7 B HOGT 458 il 14 7 412 HE D ( controlled ovarian hypers-
timulation, COH) A BN 5 A7 B T8 3k PR = A= i 8 £ 2, i 5 6 BEAY IMARAR RO e RO FH 2507 4, i
I 5o B )38 27 A (ovarian hyperstimulation syndrome , OHSS ) F1 5[ S48 52 W 1) & A T30 ART 4 R 1) %
FHHE . HETRZEARIPTFEUESS , AMH J2& ] LT Bp 4 45 B8 1 S COH IR YT I BRSSO ) — 4> 2 A
F. {HXFT AMH BB B IVE-ET JR97 Hh PCOS [ 35 B3 S I G 1% BT & L U IVE B3R 7 45 R ie A 4
W HAETENAMIFSE 2R P AE LG T AMH K 3T 50 h AMH ZK-F B REFEA 8. AR5 B 1
i3 A IVE/ICSI-ET J/ 97 PCOS M 5k PCOS B BLuil i i K UP 3L AMH 7K°F, 437 AMH 5
PCOS BF A RAEFAE IVF 25 R 95 3, i — 2T AMH 1E IVF 3377 PCOS (3 H i FH AN .
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1.1 R

TEHX 2010 4F 8 H % 2012 4F 6 HAEFRBE A= 5 B& 2% 04T IVE/ICSI-ET @97 (1) 8 35 3 164 4], 73 R
2, 55— PCOS A2 (3L 69 ] AR DRI 43 1)) , 5 4 ) BR 40 s 3 (3% 95 i), Wi R i
151 173).

69 il PCOS N2 AFHE 24~35 % BMI 16.77 kg/cm® ~31.64 ke/em®. BRI D AE K F 5% S
M HEBRBERS 5 | RS AN A2, PCOS [I2 B4 2003 4F FEHEFH 2210 ESHRE/ASRM 2 Wibn . (1) #i & HEDY
SCTCHEDN 5 (2w MR I0AE A RN A AR ARRAE (CHERR A 95 75 | B2 1Y) vas B VB 3R ILAE « 40 5 R 1 i Jo
B AR S I R R PERR R ZE A A ZE ) 5 (3) B MR B N U 51 5 2 Rk M S B B SRR =
10 mL, g [Al—A01H _E AR 2 mm~9 mm BYBRIEEL=12 4. DL L =5 B I B a2k PCOS.

Xof BRZH 1 95 il A4 s AH L, AR 23 ~35 %, BMI 16.59 kg/cem® ~26.17 kg/em?. Xf B4 H % 99 A b5
#E . (1) 47 IVE/ICSI-ET 3597 SUM BRI SR AF7E 5 (2) H 2 JRIRUAEE ; (3) 4 2o s BLAE TC P 40 W9 05 , At P
ARSI 25 S TE 5 (4) BF I R P A A S B9 B T4 0T s A2 HL DN S T 2 3 028 5 (5) AN i IR Ry PR 4l iy
IR E.
1.2 XWHE
121 A%%3d ikt kisg

HE5 3 d B G bk i i L itk N 23 WK P, 3R A8 P55 AMH (ng/mL) \FSH(mIU/mL) \LH
(mIU/mL) M~ ( Estradiol ,E, , pg/mL) .T(ng/mL).
1.2.2 AALHIP

HR AR £ I BB T ZR A ORI I AR HE R, O SLA A% DR IE R R R B O 5 O B A )
RE TR, #0553 PCOS S . LRI O 28 00 8L S 22 4 BERRFE P, (PCOS ALK J7 % 48 4], #5Hi70) 21 4l
XA TS 71 ), 35 B0 5 24 41) .

K ZHBALHEDY , T IVE/ICSI-ET 3677 5 — J& W1 O IRk 22 25 (52570 5 d~7 d ] GnRH-a FEIE3Y , 76
A K 2 d~3 d 5E M PEAKERET BRI, BRI ST hRE . B R s Be S BRI B 4% <10 mm, F
BT <5 mm, 175 E,<50 pg/mL, FSH LH ¥J<5 mIU/mL. 3304 55 305 55 15 55 A 5L PR 3 2 412 O
W (r-FSH, B i & RANI5 75 1U/ 37, Bt Serono 23] 77 i ) B 7= FRAEPE BRI E (HMG, 75 TU/3Z,
E IR EREIZS) ). 76 GnRH 5HiHI 7 &b, H 24552 d~3 d o AL B2 A2 ORI (r-FSH , 7 51 44 SR 2
25,75 1U/ 3, Fitit: Serono 28] 7= i ) R P FRAEVE IR BLE (HMG, 7510/ 3¢, sR I IRERH1 25 ) AR il 30 3%
AKSE G K/ NERHIN A GnRH #5505, PR 7 v Gn A 4R 577 S8 AR R 5 A 8 | 1A 48 ol 35 3
AMH 7K FERH SR O 500 2 , 4 B AR =18 mm BPYI>2~3 AN, 0 LA R S NG0B A M R 3 L
P 250 pg 33 250 wg+HCG 2 000 1U (L7, Fitt Serono 23 F) 72 HCG MRERZA B P24 ) ,36 h Jo £ [
5T ZEHIENAT IVE 8 1CSL
1.2.3  Jpieimts ok

k2 SRR, BB R R e 5 T 2R, O8 B 2R — S BRI AR = 18 mm S Ry A
YIEEAH K BRI, 3 800 r/min B0, BS.0 5 min LSRRI, AR B T -20 °CUKAR A7 LRI,
1.2.4  #m o %k

Mg FSH LH E, T HHAS BE Befs 30 Rhr B A2 & 600 (18 E % RN A9 ELECSYS 71 &) . AMH
R FH R B 2 W R AGI ( 9E 1] Beckman 23 7], ELISA 35 &) , Kk BE VS 0 ng/mL~22.5 ng/mL {4 #%
K FH %1 TECAN BEARA, 4174 #1200 6 S AN AR 16 I A3 #R 4.
1.2.5 RIP &, EF LA RIER R E

TSR 051 £ O Al O R SRR AZAEAE B B 3 d DRI IR AL INAKS F 16 h~19 h 5,
BRSO T 10 SZ A 1 0. A OIS0 8T X 17 ) BT 240 L Bl (R A0 32 0 B9 I 8 32 RS b < Hh
TR SRR N B 2 ANERL.L 2B 3 d IR R BB DL . (1) AU, AR IRIG Y B ERECH ; (2) 400
PR, 1 =B A 52 De="0 T 10% MR 53 2= 15% ~ 25% A0 IE Fr 54 9 = 25% ~ 50% 4H il
F35 G=KF 50% 40008 5 (3) B, 1 9% = i A i B0 48RO S5 R A 2 2% = D BRI O IR B 455
3 %% = BRZLERIA AR TR SE. 55 3 d 7~9 NARMEAY 1.2 GG LR IRG.
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1.3 FitEHZE

ST Excel A, FIH SPSS 13.0 31740112240 EE , PCOS ZH AT BRAT PG 21 2 1] b R Al A7
FEAS ¢ K55 (Mann-Whitney U #5155 ) 5 4% 52 8] 9 AH XC A H] Spearman #HC R E03RR ; AMH 454 AFC Tt B
RN 22 B R H AR s (BRI NE - AR IR Gn M IR N AR 5 Y o , AMH Fl AFC 433 H B
T X, X, FR), L P<0.05 NG L.

2 gk

21 FHEBE-MIERZRREMA S ML
PCOS A 1Mi#E AMH LH T 7K°F- \LH/FSH {52 IRk H  BMI, S48 B0 B0 B 0 i T % R
I3 FSH 7K TX MR | 2 S IG G275 L (P<0.05) ; ZEAE HEBR it F2 P, PCOS 4H Gn (Y FH /D T %F
M 22 A G F 7 L (P<0.05) ; PCOS 5% 4 FL B B AR R IR IR R 22 7 BT+ L (P>
0.05) (W#1).
F1 PCOS HE5XtHR A G REFE L3

Table 1 Comparison of clinical characteristics between PCOS and control group

PCOS #(n=69) X IRZH (n=95) ol PE

(%) 29.61+3.23 29.95+3.61 -0.64 0.521
IR (kg/em?) 23.16+3.46 21.27+2.26 -3.62 <0.001*
FEANSE IR EL () 28.63+8.84 15.20+6.44 -8.85 <0.001*
1iL3% AMH(ng/mL) 8.16+4.24 3.96+2.72 -6.81 <0.001"
Gn I (TU) 1 668.84+727.64 1 800.00+1 022.36 -2.69 0.007 *
i Gn BIRBL(K) 11.35+2.23 10.00+1.64 -3.26 0.001*
BRI 17.47+9.03 14.63+7.66 -2.08 0.037*

PR IR (%) 37.67+27.17 39.20+28.77 -0.111 0.912

B1EE 2 A3 (% ) 81.48+16.08 84.96+15.94 -1.641 0.101
L3 FSH(mIU/mL) 6.96+1.43 8.83+2.93 -4.62 <0.001*

13 LH( mIU/mL) 7.35+4.28 5.11£3.79 -3.98 <0.001
I3 T(ng/mL) 0.45+0.20 0.35+0.20 -3.24 0.001*
M.i% LH/FSH 1.07+0.63 0.61+0.50 -6.19 <0.001*

MJ%&: (1) Bl 25 07 208 (BB bR 22 ), # 103 P<0.05 788112 8 3L (2) B 2 0 3 0% 10 -4 20 M 5 3 99
5.
2.2 THAEEIMF AMH KT 5 REERE X

R I AMH /KSF5 AFC 20 5 IEAHSE (r=0.629, P=0.000) , 5 SR IIE K M I Al A o K 52
TEARDE (A REI%L r=0.502,P=0.000; M Il ALZABREL r=0.436,P=0.000) , 54E# S A& (r=-0.415,P=
0.000) ; 7£ PCOS 4 IfiL i Al AMH 7K-F-5 AFC S IEAH2E(r=0.298,P=0.015) , {05 @ 3KI%0 M 1T 5280
BOAER I TEARNE(P>0.05) . FZH B E I AMH /K445 Gn R R HAHSE(PCOS 41 r=-0.253,P=
0.039; Xf BEZH r=-0.604,P=0.000) (W55 2).

#2 FEREDE AMH KT SIERERELY

Table 2 Correlation of serum anti-Miillerian hormone levels and clinical data in PCOS and control groups

X} BEZH 113 AMH (ng/ml) (n=69) PCOS IfiLi& AMH( ng/ml) (n=95)

r{H P1{E r{H P1{E
FEAH S I EL (A4S 0.629 0.000* 0.298 0.015*
AL -0.415 0.000 * -0.027 0.830
Gn Siig -0.604 0.000 * -0.253 0.039*
SIRINEL 0.502 0.000* 0.039 0.758
M I s B A 0.436 0.000* 0.069 0.584

# AR P<0.05 AL X

2.3 AMH il 5P & & bz
FEXT BRLL Hh | BE A 1L JEAE AMH /KA1 ARC B FH ST, ARINESE N, Gn /b, H AMH T30 B 5 2
B R T ARC (WA T [ 772 .
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(1) 3RUN%L Y=7.76+0.91X"'+0.22X7; (2) Gn HIH Y=3615.94-138.15X"'-59.24X>.
FREWEC Gn FHE ROV AS i Y %, AMH Fl AFC 205 H 28 &8 X, X, %R,
2.4 FABREME WiARKHP AMH KFELE
PCOS ZH I35 AR AMH 7K 24 25 15 BE A 1M 35 AN BP0 AMH /K-F, 22 55 8 it 2: 8 L (P<
0.05). WiZH H 3 175 AMH 7K P34 55 T-O0 3 h AMH /KSF , B F2H B3 1035 AMH 7KF- 5 503 i AMH 7K
S-S B T E A OE (RFIEZH r=0.515;PCOS 4 r=0.587) , =R H G147 X (P<0.05) (WL 3).
%3 PCOS A5 RAMBER AR AMH 7k F L

Table 3 Comparison of serum basal and follicular fluid levels of anti-Miillerian hormone between PCOS and control group

PCOS 41 (n=43) XFHRZH (n=151) {8 P1E
M AMH (ng/mL) 8.16+4.24 3.96+2.72 -6.81 <0.001"
YA AMH (ng/mL) 6.63%5.10 2.98+2.33 -5.93 <0.001*

= {0 P<0.05 HHHHE L.

2.5 P s AMH KE5 IVF &5

PCOS 4 1EH 5245 09 UP BEH AL BRI AMH ZACPAR T 5 5 20 38 (IEH 2541 AMH (5.44+4.04)
S G AMH (8.83+6.21) ,1=-2.117,P=0.033) ; %} BEZH 1E #5245 19 0 F1 41 B 3 % AMH /K- 5
SN TO2E T (IR W A4 AMH (3.14+2.58) , % 524541 AMH (2.733+1.84) ,:=-0.518,P=0.604) ,
{BAIEF PCOS 4L1EH# Z A5 MY BRHEA0 M B i - AMH 7KF-(1=-3.973,P=0.000) ; P ZH £ 5 B0 AMH 7K
X SRR L A G B i JC AR G (P>0.05) . (L3R 4)

*4 PCOSHEHMMWRBATEEZHREEREZHENBR AMH KFELLE
Table 4 Comparison of follicular fluid anti-Miillerian hormone levels between normal fertilization

and abnormal fertilization in PCOS and control groups

EH A SH 2K {8 Py
PCOS BI3fu AMH ( ng/mL) 5.44+4.04 8.83+6.21 -2.117 0.033*
Yo FE 4 B 0% AMH (ng/mL) 3.14+2.58 2.733+1.84 -0.518 0.604

FUE: (1) * fU3R P<0.05 FGETFATE 305 (2) IR STRARIE 1 BUEE A, WA N ik B 2 > JsiA%.

3 e
3.1 AMH 5 PCOS Hi% &

PCOS & & I A Lo e i WL A B N A b, B RTRIFFE I R PCOS FiAE 2 — 2 B 81 )5 & M T g
Bt FEEHON AFC JEAE PCOS JREAY 2~3 £, HLUPHI & & 153

AHFFE R PCOS B ML AMH /K- K ARC 35907 & s 6 BE 4L, 17 FL 79 41 26 3% 138 AMH /K3 5
AFC 2 IEADE, #2278 PCOS B IMIE AMH /K-F-i9 75 AT RE 5 H AFC 3§ 24 0C. 78 PCOS B3, MG LAl
AMH KR THE 5 H SR B T 2 mm~5 mm /NP ECR 1 2% U)HHC) . PCOS M3 s
AMH 7K IE# HEI P 2~ 3 i, 3% 55 PCOS HE BIE H I £ 2~ 3 fifAH—20 #F5x /R PCOS
FHIWIMIE AMH WS AFC.T f LH /KPR IEAHG, HAER S 7R 5C, 1IEH A M PCOS 54 7E AMH ¥
B BEAT S A T FAIG H PCOS FR7E 40 & B AMH 75545458 & K. B A, AR5 & 38 PCOS
IVF A2 HED 5 5O b AMH 7K BH s 6 B4, I AMH ZKSF- 5 B0 i AMH 7K P 2 IEFC,
PCOS & WA h AMH 7K-F 2 35, #E00 PCOS M3 LT AMH B9 FH 18R T 5 /N2 8Py 2 H
W LA, B IAIA ) AMH 35 24 ¢, X 5 RAT A HRIE " A — 2, (HBR & AR LS A AN B
B, SR, RIS AMH 2R BRI A& & B AR L ORI 2258 #EI0 PCOS FR 3 /NI 1L FF 2253 WA 1 25 7K -
AMH R EAZVEH T AR SEI0 I, R RE A S G L IR i S5 4E | T BURIL I IE A4 K Bttt , 9F— 25 430k
K AMH. AMH 7G5O0 3K 105 = | LI AMH 2250 WML 58 1] g 2 S 30 2 48 ) 5525 5 1iF - 1
IR B 2R 2 —.

SCHR A IRIE M7 AMH>S ng/mLL AT LAFE Ry 228 53 S A TN R F , 24 F AMH >S5 ng/mL KA CRR B4R
FHRER ) Z TN ELRT  PCOS [ & IR 3RIE MR 4.7% , W45 5 S0 FH S AR AR G AR R (432 BR Y B0RT AMH
B FERIZ I PCOS, LAt TARR BB W BE VR YT, U] AMH X PCOS AARGFHIZWH N (E. 1E R/ NSE
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BRI AR, AMH 38 0] DUFRRZR PCOS Y™ SERERE, DL S DL 5 A 28 s 2 e
32 AMH 5PCOS Wlii4BRERAX

PCOS J&Z A | Z W Z L FMEHZSE, HRRS R IA R PCOS BOURNZ 1) JE R & th T 09 i 9] 4 554
ST /NS O L 2 R I B O3 ) B A SN HE B BT R 4 Dy R A L AR MR S A (O
TN FR RS SRR E A AR ) AR SR (A K 0 IRyl s ek a2 F K BB HEIR AT Y B ) , A RS xt
FSH % 14 5 i B0 I AN SR P 1 A ek s K1

ASLE R PCOS A I AMH /KSF I 57+ H PCOS S 113 AMH /K FETHE 5 AFC % H 3 2%
PIMIE R FHE 1 AMH A[RES 5 T PCOS 31 0P A9 52 4. Durlinger! " 3@ s B 5T AMH 35 R i Bk /N B
KPR MEPER) AMH JE PR R /N B A B4R 2L B0 A s TG IR B S, i AR SR AR S Ui s A R HE AR
Pt 1 LU R A B A A B SR SRR Byt AR A K ORGSR B> AMH SRIPE R, & R 8UR
GR BN SRR TN GESE T AMH #0455 00 6 S A /R . FEAR SR S2 50 b b A5 AR R A 4538, ZEAR AP G 3%
NI A= 2 d 9/ BRUBR SEZH 20 (e IS B SR 2 Py 2 LR R 40 ) , A AMH 2 d~4 d J5 B/ B2 4
K ORI 0 RE AL, BRI SRR SZ B L S MR RSN 3R NSNS R R A o IESE T AMH 7R R
LR OP I S R I I VR R 7R R0 R B B B0 S0PV oI AR JE 100 ng/mL (U EE L AMH, 2 3 BUR 45 B i
AR /D, W R ZE4E SZ . Piltonen 51 16 1E % AR PCOS H# ILHE AMH ¢ 5 il 4 7 338 4 177 P ARG, {5
PCOS ZHIFARAS B3 50 i s TR R 2H | W] PCOS #3% B1 824k pditg | AT RE 1 T 19 =5 19 AMH K40 761
T ORI IR SR, X S AR A AR

—J7 T, AMH R BEXT 52 M FSH AU 1Y T2 20 HI/E . BEE IR AE K R F , AMH ik %
5, 7 FAS AR R, DR ik S A K R & . SR AE PCOS #B3, BUk: 40 i i i 3K AMH, IfiL 7% AMH 7K
1T R AR T BRYE XS FSH AR , 52 m T B EL Y JE A S , (8 O vt 45 i 26 SE TR/ NSE BV B BL. La Marca
ZEUOTHRGE PCOS B IS o AMH K 5 38 T 55 00E T Rk B 5L 1B ARG, JF FLAR Y AMH 7 PCOS
TR FBLEILECBE , DA AMH @t 9] FSH 1755 04 UKL 20 B 75 C0 B M58 i E R & A, B i 3R
T B R P AL A2 B, 38 RS D HE AR DT S 0B 960 J 35 v 38 B 5G ad — 2 I AL 7 ST S o o 8 3 B
BT, /N SR O3 K B A5 | 077 A 3 22 00 AMHL, JE— 20 0 o = 3 s M i X 3R, T BRI BR . 5L
WSS A ], Pellate 250738 55 b2 PCOS HEBH & JCHEDH & B A 5 X HR 20 Lo Pk [ 25 A /N B 3t 5487 40 L R -2
AMH B R IHEI 2 JCHE IR 25 W0RL 40 il AMH 7K P55 % FRZH 23 500 5 4 580 75 4%, Abik o Th e iy
AMH T RESMH] FSH BT (955 B AL B35 1k | Bl MES R T, SR 2 &, 72k K AMH, TE R
AGVEEIR. ASEEeH PCOS M3 MLTE AMH F1 T /K- B & 1% BREAH  $2 755 85 19 AMH 7K -F- AT BE 52 0 B9 3
K B (ARG AIESLMTE AMH /KF-5 T KA HH .
3.3 AMH RBIPEEE R IPES Gn BRI

B £ i 5 D) BE T S A B 7 1t 1 DR/ IN R B B 200 T i, DR SRS R D BB T LA B RE . R
[ L DL ) A2 B 2 O SR A T R AN [R] , X SR (2 HE IR 25 P 1) B I 22 AR K. Bl inAEdt =40 % A AT
B I ESEAACRE | BT R T s A DN S A D REREAIR , XM AR R R AN R, 5 350 A T 5 3
T ER R A 3 G i R B ) S

NZHFFEEAESE AMH 2 1] DL B9 82 6% 5 S COH YA YT I U1 58 5 I /) — A E R 7. W98
AR XA 2 A IE R HEIR B oM I AMB 7K B A TR] A0 RS | AE I G 1K A, OF HL
TEH Al — 2 AR ARG IR | FL ANy FSH L INHB /K F-H1 AFC & 2B 728 Ak 2 B 284k, 55 RE A Sz 17 B
A BT RE AT B R TUIN 246 28 58 0 0T 0 B 300k R 2 I 3 R BR I AMH 7K - BEAR - Hh T B 51
XF COH YR, A FSH INHB  E2 K ARC AHEE, L7 AMH 7KF-5 3K OB A A &Pk f i, I3 AMH 7K
AT ER TN ART A B 55 52 iy k. ARSI S o, P 2H R ILTE AMEL 7K T34 45 6 Aty 52 B T 50t IR M O
VLR AMH 7] LATS I 0 6545 D BE s Wi 2H 58 35 11035 AMH /K-35 Gn i 2556, It BAEXT B h | b
5 75 LR AMH ZKSE-FL AFC A9 TR, AR B A, Gn R0/, H AMH T30 B 52 52 1 1% 52 #5505 48 T
AFC, UEBH IS AMH 7K AT B af b 0 ART Hf i O S8 s M. A58 v, PCOS 213k B % S AFC 1EAH
5, TS MG AMH ZKCF-JCB A, il g 5 ATHE COH BB 1k OHSS W& A4, A b sl Gn d2lh
FlEA K.
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M7 AMH 7KF0] DL OHSS #Y & 4E. & 4E OHSS 1y 82 BERE I AMH KSE48 1 3 A8 6 1, $2R
AMH 1] ESERT N OHSS™. Lee %5 43 #r 262 A2 HESR I & £ OHSS AYIEBL , $2 H JLRE i 7 AMH 7K
SEASAERS Bz BMI BE BT U Hb T OHSS , R B K 90.5% , 55 81.3%. T3 kA6 I KL htlh 1L 7 AMH 7K S
il 2 AR AR HEDR 5 26 U/ OHSS (19 &4, T HJE PCOS .

3.4 AMH iUl IVF & /5

FE IVF IGI7 I IR 2 I 52, 46 DO T4t | i OR - 4cae | O R1 20 B ot o | T AR A R iR 2
SRR DL U B R A 2 A, AMH PE N AT ART iR SL47% #% D) 6. (%) T 00 48 45 15 2 IA 1T
(B2 RETUN IVE 657 BRI i WG I B B A RS SR T A e i

Hazout "’ \Somayeh[mm%ﬁfﬂmiﬁgﬁf“ AMH 7KF-55 M T 52 0B 40 i 5 5L B 2 1R AH K. Ebner ™)
IKILYE AMH {E7E 1.66 ng/mL~4.52 ng/ml Z[B]HF, H 2855 3 d [ 3EAH AMH 7KF-5 3k B4 DR 7 2 2
FHOEAE (B 52 K5 UL MY R TO AR S 400 AMH ZKSF-%8 FSH B BB TN % B 4% B 2 50+ 5t
L A MGEE BRI AMH K A U RE N 5y T 32K |, 52K ORI A A IR AMH JK AR %
W 3 A5 LA b i H, 2B IESE, B B0 R AMH KB TH s, 520K 5 IR TR SR A R 4T Uik
R BAR S IR AMH 7K F 85 8 T AREIRA . M, AR H Y A G A AMH
IR BRE 20 i Y SR & TR BE 5L UM 56, Bullet 251 @ i Fo AR PCOS Hi 5F PCOS & Ui b
AMH 7K, B BT IR A BRI AMH 7K 5 AR ARG R AL, 46 7R UP v ik P =5 19 AMH 7K SF-52 i) B9 it
T B R A . AR B, TGO B M 2 IAE ) PCOS HE BRI AMH /K-S I A RE T 5
T WG R AT RS .

AHFFE T, PCOS 2H 1E 245 B SRR 41 M DRy AMH KPR T 535 5205 &, 3R B /KF B9 AMH 7]
FE SN BT REAH BT 6, ASF T HAE R 326 5 53 /b R IR0 AMH 7K A7 LR AR fb ot 3, 0 BR 41 S
ZHAEH < BB TEH ZHEH <PCOS 4 1E H 2 HE# <PCOS 41 5% 2 K53, v L mT DL I BF 0 % op AMH 7K
gk e Bt AR AN T OB A0 B A TR SR, TR A — SIS A I AL A SR A B, T2 BRI
AMH K-35 55 H0 N (8 G T3 2t O AH DG, Ul BB B - AMH 7K1 9 AS 8 T000 R i Jo 4, Jiet PRI AT i
& AMH UK 4H A 7 A L AZ PR AE 0T 20 e B 36 P9 B | 2R3k I AN BE ELHE I B iG I f. B2, AMH il
W IVE B9 50 G 0 S A R4S SR A A 75 ik — 40

ZE LTI, AMH 50030 % & | 52 00 1 A5 i K O 51 fif 25 A0 AR SR I AR OC . 75 B/ E BB R b AMH
454 AFC RE S g 1 F5000 B 55 52 07, 76 TR 5 HEBP I 2o vh B 175 A AMH 7K A AFC B3N , 28 5P B0
2,1 Gn PRI SO IR PRIAYT 7 58 B BB AR 48 FH 25 30 i SE 2248 38 X 76 PCOS S8 I i SL Atk
AMH /K K2 AFC W S THE O B 0 R, AMH Z5-4 ARC 500 B 88 52 107, R PR A G S B 300 4, o i 2>
PCOS 82 U S5 B I 28 A AF 1Y S A B afA BAR A B Y 450 T 28I IR 2 8 . AMH 7E AZK ART 1 i
7 AR R AR B | AT RE R Ry BRAR B4 I V5 A a5 . ARBTSEE k20 M4 T IVE/ICSI-ET 1697 #) PCOS H 3 HLiil
I3 B SR ) AMH 7K 5 PCOS I RAFFIE I OC R , A AMH 7K-F- i3 = Fl PCOS 1Y & A4 F ¢, AMH
JKOFREELHZ RN, PCOS JERl B a5 H 35 2 13X — 16 PRFFAE , i PCOS MYl IR IZ2 W7 SR Y7 SR it S
% W5 LB PCOS 4 1EH 245 YRR AN DR { i AMH /KSR TS558 2454, Ui PCOS 3% AMH /K
it 1 ] R S s DR 40 i R R IE R 2R, Sk T B9 R A0 M RE S IE R SRS SR A TR B FR AR H AR
At /N ARHEDE 7 AN G — , PCOS 4R B R 41 M5, B9 R 40 M B 2% | OB 40 i 1E 5 320K 56 S A0 ik
RN B LR TCS T4 25 5. XAl RS PCOS B E R Ik KRR BUA 56, 5 & B0 LI e R 4, JiE 5
RPN PEAR 2 T2 PCOS BF A DI REREAS , 52 M FLIlG RFFAE S IVF 255, B, B i iy i op
M AMH ZKF-RETR SO IVE Y377 H PCOS F U1 KRG 0 BT &t BN IVE Y697 45 AT sl 4, A 1F
FRE WG R SLH 10— 058 AMH 5 PCOS G &,
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