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syndrome , OHSS) &K AN3Z K5 (in vitro fertilization , 1 #%
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FSH .LH 1 E2 7K°F, X JJliE HCG H W IIF E2 /KF,
124 RAEHINHE

PR R RCK 7 8 AR HEDR AT 1 A 2 8
K IR skt 2 24 4 B 7 IR 22 25 21 d S BRI
ISP AR T R RS TR R BB 7 (GnRHa, 3k W1,
%N EEDO0.1 mg 3% 0.5 mg qd, FF ik ) FE R bR ifE
Ja IR B T SR MR PR (Gn , R G00F B - 5
VA A F b ) AR R RN RIS E2 LH 5%
PR, FED 2 A HA =18 mm BT,
M WLTE 37 0.25 mg(rh-HCG , 2R 55— 2 3 A #l |, Fi
1:),37 h JE R, HROP S 925 2= 4T IVF 8¢ 1CSI,
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WA CAOG RARAE ) B 7K I 20 i L 25 = 45% , 1 4
i =15 x10° 4~ / L, ILEF 7 558 =50 mL/ min, H f#
Jo 25 L (AN IRAE | 35 8 IAE ), T BE T /& 5 fE o (fE
RE RS T E SR E YRR, IR L
I >1.6 mg/dL, ™ 5 - WG PR M, I A% I A E , By, ™
RS , AT HE25>55% , A4 25 x10° 4~/ L,
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F1 SPSS19 Zeit HAF st AT Bda o M, BT S Kl
DA R R 22 (s ) R o P2 ) 4 80 e 5ok T A
FOXT K55, AR S 2 0 T AR #HZE (receiver operat-
ing characteristic, ROC k), PEH 107 FSH . BMI,
1fL7% AMH #1 AFC %} OHSS ) F0l i 8, ik T i
FLAUC)>0.7, iZs A Il mE . B P<0.05 h2:
SAGIEE X,
2 % B

2.1 PHALA) B H — AT AT A

TEA A B8 TP 0 AT 5 — 91 IVI/ICST ¥R 9T 372
Bl /B, & A OHSS 3t 60 fi], Hoop 42 5 OHSS A
31 ), rhBEE OHSS My 15 4], & OHSS hy 14 4],
OHSS 41 /& i 1fL ¥ FSH 7K F %2 . OHSS 41 1%,
AFC #4E OHSS #Hm , A e it 4 & L (P $#1<0.05);
OHSS 41 # 3 1L 7 AMH 7K °F HCG H Il E2 /K
- Gn BRI B IR OHSS 41 Hedw 22 H A 48 it
RN (FERD),BMI AEWIALE 2 5 g1 2= 8 (P>
0.05,% 1),

F1 WAE—EREER (ws)

b OHSS 4 (n=60) 4l OHSS 41 (n=60) el Pia

AMH(ng/mL) 6.99+3.05 4.89+3.37 3.117 <0.01
BMI(kg/m?) 21.862.42 22.22+3.09 0.71 >0.05
FSH(IU/L) 6.00£1.16 6.64x1.35 2.785 <0.05
WU AFC(A4™) 16.42+3.54 14.70+3.47 2.688 <0.05
HCG H E2 (pg/ml) 7 212.20+1 808.72 4057.57+1 551.89 10.253 <0.001
Gn g (U) 1 667.50+3 66.48 2 266.33+604.53 6.561 <0.001
RINEL(A) 18.10+6.59 11.98+5.56 5.498 <0.001
2.2 ROC ¥ £ F2 FIBHRWN OHSS BUSM L% (n=120)

AW 58 K ROC #h & PEH 1fi 3% FSH . BMI, i
i AMH Fil AFC X%} OHSS & 7547 WA i, 454
N L35 FSH . BMI #l AFC 3 A 15000 A0 {8, 1 1l 75
AMH BETHIN OHSS &4, I AMH B AUC
0.716, 24 1L 35 AMH=3.52 ng/mL i}, Hi il OHSS %
A RELEE R 0.933 8 5 2l 0.533 (3% 2,14 2),

3 i

16 IVF-ET 797 i 2 b OHSS J2 IVF 37 it 2

Bbr  AUC(95%NI{5IX[H])  cut-off (A fUsME RSk
FSH  0.375(0.276~0.474) 4935 0833 0917
BMI  0.470(0.366~0.574) 18790 0950  0.967
AMH  0.716(0.622~0.811) 3520 0933 0.533
AFC  0.638(0.539~0.738) 16500  0.533  0.267

Hh iR ™ H I I RE , 5 O 58 A2 2SR HE O 259
IR VIASC . OHSS B A A0 A 9 BIL A 18 oK 5¢ 42
WA, AT AR S KR B BE R I A A 3 o 1



937 B 8
2017 4 8 A

MR BN SO, RR D5 A U WA IR X O B B LR A A TR A £ 0.
M At ERMR S 4R (A AR ) ,2017,37(08) :1047-1050 . 1049 -

—AMH
BMI
FSH

—AFC

00 02 04 06 08 10
=405 5

E1 &EFETN OHSS B ROC ik

IR AME A N2 — A 2 A R HE N Y R
o, OHSS 1SR & A 2528 20% , Hod h 8 B 1%~
109%™, AW hEAT55 1 8 IVF 3% 1CSIIRYT
() 372 i /3, OHSS &A% H 16.13%(60/372) , H
AR OHSS % 4= R N 8.33% (31/372), " JE OHSS
KA RN 4.03% (15/372), HJE OHSS &4 FR N
3.76%(14/372) , M4 i Fa AR —3K

OHSS K4S T O Em A RA K AR, £
PO LEGAE K BMI # |, BEA: OHSS 5, HCG H Ifi.
% E2>4 000 pg/mLP"_{H OHSS /34K 7] LA & 15 75 3%
AEmEfaR R AR, BB OHSS 1Y CHE &1
FE AR HE B AT A4 B AN A2 0E {1 4047 J6 OHSS = e A
2R e AR A A AR HEDP 75 %8, Rt sk e OHSS
(1 %A SRR DI 00 OHSS S35 XY .

Ocal™F1 Broer %" 222 I WF5E 15— HHA
451, IA R AFC 5 OHSS Mk A %, TEARIF
W AFC 1£ OHSS 41 #l-E OHSS 4RI f7 78 22 5+ (P<
0.05). 117 ROC £ /341, AFC X OHSS 1 & A= 1%
A BAERT, 430 ] e S5 DR 2 O S S YRR A
OHSS 11 & A= R A =, (A AT R & 4= OHSS # , I it
AFC Rfg5E 4 Wil OHSS #) % 4=, 1X 5 Navot ! i iff
FELERANAT . 0 H AFC 80 DU 2 75 2247 450 1 B
A AR AT I SO A, O 2 AR B R 1
SR AE — o R R AR T LT ) R, 53 Ah
AFC TEAF A &AM Z MW AF7E 25 57

I3 AMH B 0\ 8 2 E Ak 51 365 25 5 48 A,
AL LA B B S5 6T 2 HE B9 245 90 1 S o AMH 7R 384>
AN T B s, AR iase ik, AMH
(ARSI AR X AN A2 ) 28 S A R, PRIk, AMH 72
A 2 JE AT Au] B (B A DU AR AT DL, 5 FSHA E2 H
RETE L 50 2~4 PRI AR L, s PR (56 ) o fi

BFE R B B AT AT AMH

— BB R WIS K AMH {55 OHSS
1K A A AR DG AR 50 OHSS J7 i A — &
Ve, ARWF5EE i 57 K OHSS FEA%L , %t 6041 OHSS
AR VERC 1Y AE OHSS B3 AT 4t oE . 9T
N, IYE AMH 5 OHSS 1 %& A4 5 1E A &, OHSS 41
BE R AMH {8 & T OHSS 41, 1 i
AMH 7K F 0] F 2k 1 OHSS 1 & 4=, H AUC H
0.716 , cut-off {ELHL 3.52 ng/mlL, H: 7 £ FE 4 57 B 43
S AT 3K 0.933.0.533, il iE FSH BMI Fl AFC B
Tl OHSS M &A= . ABFFEH Gn e it FLER B CAE
OHSS #AIEE OHSS 418 7775 . 22 5, PRt 500k
FETE OHSS = & AR Z20E B, SR IR AR
FIAEHE BN 7 48, 02> Gn A&, AT sk /0 85 B OHSS 1Y
KA T BEAIRAT BE 2

A 5E L AMH U OHSS # cut-off {5
3.52 ng/ml, W& #2308 DLAE (A 55, W1 3.4 ng/mlL SR
3.5 ng/mL" (BAX T Aghssa %57 BB 5% (6.95 ng/mL) .,
ARV 5T 45 R A I3 AMH 1 cut-off {5, 7 HES
W5 N 22 53 DA B R A [) 1 500 A 0 AMHL A7
TE2E 5 6 X s/ SR I T PR e L E AMH
T OHSS MR AE (R . H Fi P& 25 b oo
JE AMH #UI OHSS 11 [ {4 B A AR, AT fE 5 AN [\
ARG T X751 RS ] R S 6 25 A 6

L BT, A BaRTEA T IVEICSTIRY I
S D L AMH i, 517 AMH>3.52 ng/mL
B FI0 AR 3 & A OHSS B4 RIS M 25 o I R 25 A= T AR
P FB A WL TE AMH {8, 2 A AL 02 HEBE O7 %
JBF R R Gn A, S ik OHSS 9 & A

(&% 30k ]

[1] Navot D, Bergh PA, Laufer N. Ovarian hyperstimulation
syndrome in novel reproductive technologies: prevention
and treatment[J]. Fertil Steril, 1992 ,58(2): 249-261

[2] Marak CP, Chopra A, Alappan N, et al. Ovarian hyper-
stimulation syndrome as an etiology of obstructive uropa-
thy[J]. Case Rep Obstet Gynecol,2013,2013:653704

[3] La Marca A, Giulini S, Tirelli A, et al. Anti-Miillerian
hormone measurement on any day of the menstrual cycle
strongly predicts ovarian response in assisted reproduc-
tive technology [J]. Human Reproduction, 2007,
22(3): 766-771

[4] Hamdine O, Eijkemans MJC, Lentjes EWG, et al. Ovarian

response prediction in GnRH antagonist treatment for

IVF using anti-Miillerian hormone [J]. Human Repro-



1050 -

Moot

=R K

537 B4 8 W
2017 4 8 H

[10]

duction, 2015,30(1): 170-178

Nelson SM, Klein BM, Arce JC. Comparison of antimiille-
rian hormone levels and antral follicle count as predictor
of ovarian response to controlled ovarian stimulation in
good-prognosis patients at individual fertility clinics in
two multicenter trials [J]. Fertil Steril,2015,103(4):
923-930

Knez J, Kovacic B, Medved M, et al. What is the value of
anti-Miillerian hormone in predicting the response to o-
varian stimulation with GnRH agonist and antagonist
protocols[J ]. Reprod Biol Endocrinol ,2015,13(1): 58
Aghssa MM, Tarafdari AM, Tehraninejad ES, et al. Opti-
mal cutoff value of basal anti-mullerian hormone in irani-
an infertile women for prediction of ovarian hyper-stimu-
lation syndrome and poor response to stimulation[J]. Re-
prod Health,2015,12(1): 1-8

Salmassi A, Mettler L, Hedderich J, et al. Cut-off levels
of anti-mullerian hormone for the prediction of ovarian
response, in vitro fertilization outcome and ovarian hyper-
stimulation syndrome[J]. Int J Fertil Steril,2015,9(2): 157
Smith V, Osianlis T, Vollenhoven B. Prevention of ovari-
an hyperstimulation syndrome: A Review[]]. Obstet Gy-
necol Int,2015,2015:514159

Fiedler K, Ezcurra D. Predicting and preventing ovarian
hyperstimulation syndrome (OHSS): the need for individ-
ualized not standardized treatment[]]. Reprod Biol En-

[11]

[12]

[13]

docrinol ,2012,10(1): 32

Chen CD, Chen SU, Yang YS. Prevention and manage-
ment of ovarian hyperstimulation syndrome[]J]. Best Pract
Res Clini Obstet Gynaecol ,2012,26(6): 817-827
Shmorgun D, Claman P. The diagnosis and management
of ovarian hyperstimulation syndrome[]J]. JOGC,2011,
33(11): 11561162

Ocal P,Sahmay S,Cetin M, et al. Serum anti- Miillerian
hormone and antral follicle count as predictive markers of
OHSS in ART cycles[J] . J Assist Reprod Genet,2011,28
(12) : 1197-1203

Broer S L, Dolleman M, Opmeer B C, et al. AMH and
AFC as predictors of excessive response in controlled o-
varian hyperstimulation: a meta-analysis[J]. Hum Re-
prod Update,2011,17(1): 46-54

Lee TH, Liu CH, Huang CC, et al. Serum anti-Miillerian
hormone and estradiol levels as predictors of ovarian hy-
perstimulation syndrome in assisted reproduction technol-
ogy cycles[J]. Hum Reprod,2008,23(1): 160-167
Nardo Luciano G, Gelbaya Tarek A, Wilkinson Hannah,et
al.Circulating basal anti- Mii llerian hormone levels as
predictor of ovarian response in women undergoing ovari-
an stimulation for in vitro fertilization [J] . Fertil Ster-
il, 2009,92(5): 1586-1593

[WFmHH#A] 2016-07-29

(k3% 1032 )

[14]

[15]

[16]

[17]

[18]

T U AR S T A e I S A M T 2
Jii DENBS9 5 K751 23 4 [J]. i PR H- o A Wi S 250 5p 7
Z=3,2008,22(19):880-882

FEUBLL, MRAEAR, EORETE, A5 Y 0 s L PR T A
L2 IR A0 16 BT A TR 58 AR 0 A [ ], e PR T S R Sk
TR AR ,2012,26(10):455-458

Zhang QJ.Han B,Lan L.et al. High frequency of OTOF
mutations in Chinese infants with congenital auditory
neuropathy spectrum disorder[J]. Clin Genet,2016,90
(3):238-246

Collin RW]J, Kalay E, Oostrik J, et al. Involvement of
DFNB59 mutations in autosomal recessive nonsyndromic
hearing impairment[J]. Hum Mutat,2007,28(7):718-723
Ebermann I, Walger M, Scholl HP, et al. Truncating mu-
tation of the DFNB59 gene causes cochlear hearing im-

pairment and central vestibular dysfunction[J]. Hum Mu-

tat,2007,28(6):571-577

[19]

(21]

[22]

DeJonghe P, Timmerman V, Ceuterick C, et al. The
Thr124Met mutation in the peripheral myelin protein zero
(MPZ) gene is associated with a clinically distinct Char-
cot-Marie-Tooth phenotype [J]. Brain,1999,122 (Pt2):
281-290
Bonfils P, Avan P, Londero A, et al. Progressive heredi-
tary deafness with predominant inner hair cell loss [J].
Am J Otol, 1991,12(3):203-206
Starr A, Isaacson B, Michalewski HJ, et al. A dominantly
inherited progressive deafness affecting distal auditory
nerve and hair cells[J]. J Assoc Res Otolaryngol,2004,5
(4):411-426
Hotulainen P, Llano O, Smirnov S, et al. Defining mecha-
nisms of actin polymerization and depolymerization during
dendritic spine morphogenesis[J]. J Cell Biol,2009,185
(2):323-339

[WFEBHA] 2017-02-13





