P EFAFRE217THE3 AL A5 EE 2B

DOI:10. 15972/j. enki. 43-1509/r. 2017. 02. 021

189

CNES

Y S a8 5 2 5 AIE 2% 9 DL B 1

T I,KRE',BiEF
(lLEEARFEFRALREFHAE, W #H 421001;
2R AFMEBESE NEREMEFE TN, K TN 510000)

=

99 13 i 22 AAE (OHSS) A& — bt % A0 R B 51 A2 88 B RO F & 9%, 5548 A MR AT M sk &

(Gn)FZHIPA &, EET AR A4, B AT OHSS 89 L mAuh KA 16 R £ 3R B da o b A7 R 346, ik 41
TR 77 %, R AW Y OHSS 9 K, AL LR TiEF & OHSS 49 £ mbuh) (3 e B & AT ey #F 73 &

KR
FESES RTILTS

9P L3 AL B AR
XHERARIRED : A

BEE AZIE NBRIE 2 BB R FEEOR (Assisted
reproductive techniques, ART) BTG >R H #5380, DR
1 3 27 A AIE ( Ovarian hyperstimulation syndrome
OHSS) 242 il 1 i HE BF ( Controlled ovarian hypers-
timulation, COH) T &4 IS 7E - R GE, REZE#
F Ny OHSS #Y A HIL il I N 28 6 JBE ke 1 iR 3 3%
(Human chorionic gonadotropin , hCG ) ## & BH EL B IR
8 LS PR S AN ZHL U i) i 2% R o 4 i A
FAEN S BUNE N B TIREZAR, M2 )12 U i
B TERGN, MR , WA B RS = IR, 5
KL AR AL, AR AR FE A SERAET, o LA FL Y
WU R BTG, B0 A E A G i, OHSS #2
BERIH N 20% , P BER 3~ 8%, 4 fE NHE R A2 3
FOIE R N i, AR A AR BT OHSS H
BB 5 5 PEROTR YT 75 58, U REXTAE Ak BN 324716
I7, REEAE TR .

1 OHSS & HL4

1.1 MENEEKEFRZMES OHSS T4
>k WFSTIESE LS P 2 2 PRI F (vascular endothelial
growth factor, VEGF) 5 OHSS & 4 &k B & B2
K&, VEGF 151 1) B 0 115 200 Ji F1B0RL 200 i 45 2%
ik JEREA B0 5 1Y AR A R o A HE DR
OHSS & & B i | 2K AR K VEGF &5 i 24 1
WIS, SCERER B, 0% VEGE {5 Sl g fa 45 & —
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F2 4 ARALHE P

T SR A 2 A4, 20500 R it A8 P9 R AR K P32 4 1
2 3( Vascular endothelial growth factor receptor, VEG-
FR-1,VEGFR-2,VEGFR-3) , B 52 K45 & J5 4 fEis
R A B ILAE BN I A A B T . Nouri K 461
17 OHSS H# 1 VEGF K 52 1A J X 784 (1% [l Jusi % 53
Br, 455 R VEGF/VEGFR-2 45 it B A W] 2% 5.
TES W S g | is 2 LM s 7 BT VEGF/ VEG-
FR-2 {5 538 %, & B/ B OHSS SRz, 2
7/~ VEGF /& OHSS & ¥4 fix X # 19 Bl +, VEGEF/
VEGFR-2 /& OHSS KA MG Sz —,

1.2 WREZE-150HSS W ZE-1(Endothelin 1,
ET-1) 2008 J5 3 f) 2 N7, 2k F 245
A7 7 B S0k 4 i A0 B A A T 2 AR T O
W, S5 E CHEDY  BAE B S R A B D) G
., —U5E A BAE COH 32, OHSS H & Yo
W ET-1 E R s, 500 E K2 EH
Kotk $87R ET-1 M5 IR IIEER ¢, i85 OHSS
M EAA KR (BRE/D2EFE ET-1 5 OHSS

e FHPLER,
1.3 EER—MERKERSES OHSS i
HE R — I3 B 9K 3 R SE (renin-angiotensin system,

RAS) A7 T B0 520 e F0RE B UR 20 i 1l A8 X 5K
Z 11( Angiotensin 1T, Ang 1) J& RAS f 82 RN Y
Jit, Ang 11 5550k 20 )0 4 52 1A 45 5 5 B0 1A A 02
J BP0 T S HEDE iR RERE N VEGE AR IR 3R
R, H ot A P E S 1, AR I AR AR A, AR
f i, OHSS M} Ang II W< & W] 10 Ft &, RAS 5
OHSS J™ 5 2 & ) IE e, Zh¥ S b, a5 H B W
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RIS Sk REFHHI 7 A Ang 100500, B 5
AT /NEHE KBRS $E R Ang T 5 OHSS %
A, Hik, RAS 5 VEGF AR AL, RS AN
I 7 3 3% 1, AR S RER T I 2 5 OHSS
KA.,
1.4 mMESEEREFES OHSS OHSS HLyFRT
ST AN A S R S PR R A A R 2 (Inter-
leukin 2,TL-2) IL-6 IL-8 %5 44 [F 7 7E OHSS ¥4
FIRE KRS R B BT . LR A e
KB PR E LA AR T, 92 5 A8 A AR B, 35 i
EEEN, T hCC WA MM S HEEN,
FIT LA 40 B D 7~ 76 OHSS & s i 72 i A5 — & 6
F,HoH -6 1R o Sk, O N iz 40 _E A7 A
IL-6 5244, 1L-6 /K F-FF = BEHE il VEGE 1Y 235 A ifit
N, RS IV K B T S SR
tia H IL-6 SZARBH A I, 45 R VEGE 3Rk i
/0, OHSS J&—F F B g% RGP, 1M IL-2 7
G2 N2 A EEE AR E AR I PN B A i
T A PRGN TR] A S b I 4 S MR T, 40 Raoul
Orvieto 2% & P OHSS Wik 48 il IL-2 mRNA 3
RGN, S REETE AR S A s IL-8
VEGF BRI e 1 I 48 r i & vk |, & 9t 10-8
Al N R A2 R Az K 172 #0% VEGFR-
2, IL-8 5 OHSS &4 4 X, W 1L-8 5 VEGF
HIFEMESER T, MR 25 OHSS
KA M Z ] R AL 0 T R AR
2 GRS HT

OHSS R 415 % 9 BsJ 18] 43 > F 300 R s 30 ) 40 %
AAE hCG G 3~7 K, 5AMEM hCG A ¢, 11
RAETE hCG IRHEIR S 12~17 K, 5 IR 5 N IEPE 2
WA hCG A ¢, OHSS MR 4RI IR R I B 8 A5
FRA MRS Golan™ FRifEr o 3 B 5 2%, WA 1,

#R1 OHSS iRk

Ak Y% IEEA EEER
BE 1% <5cm MK FIASTE
24 1 GEAEIR IO Rk K (BR) TS
W 340 5~12em 3402 SUERIB A E K
4% 4 9.3 GURERMLK 7K 19 1 PR
BRI R ¥
FE S s12em 5 G .4 G RN I Y 45 | I kS E

B AR A, AR

3 OHSS WERREZE
OHSS 7] DA & A= FEATAn e HE B 19 0 % 2 v 1

JE G N 2R AR B0 S0 R BE KN 20%
e, FEAR AR R TSI Ah H2 5 e e AR, U0 E &1k
PR HEDR 5 58, T/ OHSS WYk A, 43 ¥t e fa
FAUHE AR (<35 %) W AR RN 25 e B U |
MIE DT #4513 (anti-mullerian hormone , AMH ) 7K
i 2 HEYIEZEGAE (polycystic ovary syndrome, P-
COS). M # £ ( Estradiol, E, ) ¥ B & (>
3 000 pg/mL) BRI H i £ (>20 4>) HER H R
Hkd 2 AT hCG 12 HE P K B4 S fr, BETE A
OHSS Ji 5 ,

4 OHSS Hy X6 il

4.1 MBERE#HEHERKE AMH BRI A
N EE 7RV E IR v e N R ONOE b e s STV
AT R SRR 9 3 4 & B IR I I R
TR RER o0 O R R B9 VT, 6 A & A AL
A RAFRRETE , RBEA 2 A AR AL, JE PPl
P 5 T RE TG 75 BE 1 B0 S URFE B . Broer SL 21
4548 AMH ZKF-08070 7 OHSS 5P 5 0 1A B &
Az, Wang L 2510 B I 599 5] A8 25 11 42 kA7 1A Ak
ZAG ,HE AMH<15 pmol/L( 8 # <2 ng/mL) B} B ££
Ptz FHAOEHEIR 254 , 6k T OHSS {9 % 2, R 42
L AMH <15 pmol/L 1E 44 42 F 25 i Ife A B AE
#78 AMH A AT REVE Sl OHSS FU e A3 307 R
42 EEITHE 52 DP9 T 41 (antral follicle
count , AFC) J2& H 28 HL 11 28 BH B 75 X JE Atk 52 5P v
BT 2~10 mm ZE A7 W ORIHE T 400 T ik o2
DA O S8 D BE AR R P A TR BR . AFC X B S
N EAGTF AMH (UM FIRE S v, 35 SCHkRGE
rliE H AMH F1 AFC #0051 8 & fe i, 7t &5 2R
AMABAT 525 5 M 456 AFC F1 AMH 7K F3F
AT 3 B TN OHSS & A IS e |

5 OHSS T [

OHSS J&—Fi [ FRM: s RGP0, IR EE7E 10~
14 RJFRed, o i ] e f A i, R OHSS A
FURRIRAC R, v R T ST AL EE R, OHSS 1)
TRy 2 e I
500 REBRBERMEZRIFIRERF i
AR R BRI Z ( Gonadotropin, Gn) B A N 2 A HE
YR S« b e BB A AL 7 5 E OHSS )&
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A=, HEBR IR 32 F hCG B & HESR , [A] i
PHURURE 20 IR L4 A B2 A VEGFR-2 mRNA i 2%
K BN OHSS AR 1 UK, Ay fit FH AR 1 i 8 3R TR
R %17 ( Gonadotropin releasing hormone agonist,
GnRHa) B hCG #2484 THRY T 5, TE—TFIHLAS
HRSZES v 439032 H hCG F1 GnRHa J7 ZAEHEDR , 45
[EIIINIFR RSO T S =E S EV TN = VN
FER A OHSS ™

PP IR 3R B R 45 BT ( Gonadotropin re-
leasing hormone antagonists, GnRH-ant ) EAE Jy g
BAUKCG Y25 i T, AR P o) 6L, 452 24 5 B R
REH VK T fE . S WF 54 iE , 2E 02 HE DR 72 v
AH L3 GnRHa, 1M &2 F GnRH-ant &4 OHSS %
WD 509% ) B TR E R R 5 A R R Rk
RALT GnRHa, {HAT I RARIE , 199491 58 5 504 1 1
hCG iz F] GnRHa Fl GnRH-ant BX A A2 HEDY % 4=
TEFE OHSS, #f: Wi OHSS (& A= Pl A5 GnRH 2
VR A2 DR 3 A2 1 S R A2 A e PR A S A 6
FER I T AN RE 58 4k i, OHSS HY &4
52 BEBRARTE SCHR W], 7E COH R A R AE
REVSUR B A AU 1Y) OHSS 2 B2, X Bl e A 1) XU £8 3
AW e OHSS, Fif H A8 R KPR OE IE
J& ARG HEAT RAR, T A S0 i SR I R
Edson Borges Jr 251 E COH H Hb 5837 6 IR Jif 5 1%
FENRIR SR YR A FI R A A, 45 R TCH . 22 5 | (H i /b
T OHSS Mk,

ORI & AR B VR G B A v VR B PR
SR AN K B S R R T PN A R A IR PR T R
eV B AR Y8 TR DR AP R R T, B I B AR [ 4R o) 4
MUEBI R VER], 7Sl IR IR L, 7%
VR B I RE I AR R A IR 3 , H RTEAG35
Ve URBAR AT B AR S ) S5
53 BITAHE AT (coasting) S TR TEMEHE
YU AR LT E, KFad e IR H i 2 s
Gn , M PR 2R B 2R S R a2, fir 1M
I E, KRR 428 (E,<3000pg/nl ) i 4k S5 F
hCG i/ NP ORI A PR B, ROk 8k &, /b
X8 B SR A SR, A b T B 0 A M B R
T, AR P H B OHSS /& HE . — T 400 4] i) B A1L
X} RRSLZEG 32 ] coasting 7R Y7 H EE B OHSS 4,
KA Z KE—E G % M8 (In Vitro Fertilization and
Embryo Transfer, IVF-ET) J& W82 8 IR A 5 IR IR &
B0, 45 R 5% IR o] 25 5, BRFEAIR T OHSS
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A& B R R AR R, fE i
H coasting T 4 KUL L, SBE W EEREOE D | T
VAR T % K%, #2758 coasting 7] fE 5% 1 -2 P I &
HIFRA R IR

5.4 RN EAON B4 B A A 1 5 E RN IRE R
M4 Zh 5% 37 (In Vitro Maturation, IVM ) 8 7 1F & HE
B AN 28 5 2 A PN AR BOA B2 1) B 96 3 3 AR A 455
TR, TS GRS SZHE I —Fh R . 7E PCOS A~
ZRRE A PN AR B 2 B, R O D B R
OHSS &, [FBf & T k% Gn BRIER, —
T (] 1 AF 7 b, AR GnRH-ant {2 HE B0 7 % 1
BIVF 5 IVM &4 OHSS B XU, IVF 4 5 4
BF R OHSS, T IVM 434 — il & R4
IVM A IR ANAFIE FAL, (H AT LA /> OHSS HY A& .
5.5 BUERAH U3 JY 3048 10 2 EOTH 1 P 02
U215 RN, YR HEDE 5 A7 ™ E OHSS iR,
BUH hCG A FH 238 5 OHSS & A= B Fe R4 i) 15 )it
RN R I 7, BT T I A o YR 2 B ] R 0
S8k, BEARNEEZ, HIL, BOH A R i
HiBs OHSS 1Y 73k, H 2 X 1 = f& 1) OHSS &
T, B —ResE 2P AE OHSS A& AERY Tk,

6 %4  iF

25 LR ART J2I8 7 AN H2AE 1 1) 238 e 8 1) —
P, OHSS J& ART g™ 5 iy 1 & E , P itk , -
WIER RS e R R Al AR HEBR 7 R BIR
OHSS WA MBS Aok, AT Y R AW
OHSS 19 & i AL, 30 e S5 M 0 o7 i i, 44 55 4F
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