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A7 FAEAF ST EE (recombinant follicle stimu-
lating hormone; r-FSH)2] 702} A2 A= 5 2 &
wH| 2 (gonadotropin releasing hormone; GnRH)
AR ] AeEe 2| 2] A% (in vitro fertilization)
S 9%t HulFHF=  (controlled ovarian hyper-
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3t A8} E 2 (recombinant luteinizing hormone;
r-LH)o] 7Is o] J/d4-8o] 7hsalzl &, Alels
ArES A% A A=A rLHY BEHEe 7L

i)

=
jas)

N o

FAARE F5Y, $)110-744 NS EHA] F2F 0T 28,
Agehean o|shefe; Aol 7etan s

Tel: (02)2072-1971, Fax: (02) 762-3599

e-mail: jyhsyk@snu.ac.kr

[Korean. J. Reprod. Med. 2008; 35(3): 169-180.]

Ve 7S AR JgEed, 11 &
A ol walel X7} 9 5, Al
$1st Ao SFEA] -LH WH3HFo] g
of tigk A &&Adel disiA=
ol =25 X3 Aol Iy
nRH antagonistE ©]-&3F Il eh-f-=
o] A FAHEg (poor responder)
A3 el A A 2843

e om

o e

ro
> Mo
L

x>
>
op

ol
o

o
i

fr 4 22 ol 2 o>
B
il
rlo
Q

Lo H e f ol
2
o,
ofrt

¥ o

tlo Ho
0, o

o m}l_‘
o

o

= @2 Aotk

St 7HA] F&E3E wheE AR S HE Aol A
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743 WEFA g o] dybAQl rFSHYHS: A}
Sk T W (small antral follicle)9t 574
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LHE FSHS}F & A (gonad) 7]5= A3
AR; 3} (anterior pituitary) S 20|t} o]
7] S22 HEkEA] A S5l e
AY A2} =5 2 R H] A 3E (gonadotrope) ol A 72|
A E L FH E T, APEHel A 4] H = GnRH
o] w53 Aol vkt vHsA LHE Buje
7004 A7 Bt wE Foiaeet v 1%
S Bl LHE 7 7FA A9 (subunit)?] &=
(@& HE P= 350l dom, dut A=
e ‘jrg— W ahA] ek (glycoprotem)J/} Y

= 7, HlEE ATelE FEES
%ﬂrii‘rﬂ%qgﬂ'—r% El A=, ]
aysHA| Frh
Atdngt 57l A LHe 71 583 o3
& o] MeEl (selection)} -4 (dominance) -
of grtar & 4 goml Uiy ot A&y =
LH®] androgen A& 1 O = s}al Q= ©
4} 'two cells-two gonadotropins' 2ol ]3] A+
A} o] mdo] oahi, LHE: T2 Adshs
X9 9HE SR = FEIAE (theca cell)
oﬂ 75}_9_0}04 androgen xgﬂo]] L]—o:] o}—r o]? ulak
3} @hol o3t o ~EZT]Z (estradiol; Ey) A3l
8% 9L gty ey LHY| 9% 52t =
oMAl= AIZIQ1 T71 WEZoll LH 84171 2
A3 (granulosa cell)oll 4] WP TH= AR o] By
AL, FHUA| S} EE A = FSHEE LHY 9
off 247} A E = Zlo] oft o] F 7HA AE7}
E5 LHell oJsfix e 2ddt= Ao WelA 3l
off HEet Rzl LH FEAT Hd3) $Ed
b LH7F FSH 45 2% tAlE % Stk
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(paracrine factor)5-3 %2 g}
Ak o] A A
%] (threshold) ©]’J2] LH
Ao

ol el Q= A

FEN A, 7154 WslE doA o]Eut FAV|E A
2A5HA FR? @A el @-FEA] LH surge®]
A A ZA AR YA EE4 (human
chorionic gonadotropin; hCG)©] &3] AR&% o] o
L RCAI EGR I AU S B B A SR R VA g S
Ho] g=0),P o] hCG7} LHS 724 w24
(homology)& A1H 3L holA LHO| &%l Al
A 7] wjoloh

A= ApAF=71014 9] LHe] 92 FA F 714
, 31 WA= 'two cells-two gonadotropins' = ]]
XHAHEZE F3F androgen XA, T HA=
7] FEZ|NA FHEAE

3
Fuul R 9] Aiteleha gk
A

S A3E] YsliAe WA LHY BA 1%9] 28
gro] Jasirbal delz] glo], AA= dedk LH
o] k& w9 mn)Elt} (1~10 TUL).S WhH, =] A 2)
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o
A= T 27 287154315 (hypogonadotropic
hypogonadism) 32} Ol o2 gk Aol A, LH7}F
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GnRH FAHIE ©]&-gt
o FEE 05~25 UL 5
0.5 UL °]st& ZAdh= z
o] w559 LH o= AAg Iap
5ol 7ksstal ool o] fx
A}2l 2 hypogonadotropic hypogonadism ﬂx}oﬂ /\1 2
Ag daA=5S e 12 UL A%S] LH &

FrAEojof s HEAAA tHE 7S B
9= s = dol ok &, el dfmol A
384 ;9 vljore] &= H"} A 77

<% LH skl tistod= A7k Sy E A
F A

E

T

2. sk ENgls=2=2| 2=27(|X0f| ciet 7k

-

Walea) B AshE LH BERE 449
LH &A-v]$] A} (receptor-ligand) 283} S-S
androgen A7 ©] 7}5 g 12 'spare receptor hypo-
thesis @ AWE i ¢l=d], o]= FSH7} <&l
(inhibin)iﬂr insulin-like growth factor-1 (IGF-1) 52
A9l S Fal DA Ee] LHe o)
J LS S/MAAAM e LH 228 #7

SAIITh= Blo|th” webr] o] FSH $H
<= olYet S Fal IEAATE B = Yol

o r?ﬂ

A= F7] Foll LH 712 oF7|5& Ad3E (small
follicle)2] A37¢A1E 93 4 a1, F=ke] A%
2 s el mE 4= e LHol| o8k FHEH]
e 9T g lon, 7] 9 F7] FET| A}
sl Al o /e 9
o] By gk’

3. GNRH ®/Al &
SEz Hao| xio|

7ol g =71 & &A=t

U914 LHE] Wl GnRH SAMAo] Eol u}

AST - LY NYE - NEA - 243 9l 32

e

24 24 YeERdtl GnRH agonist 57|94 &
RIS 2718 S L SIS olud,
WEEol Atk kAo w whaa=S 918] GnRH
agonistt= ¢F 2577+ AR&-SHA| E]ttﬂ, o] Al7] &<t
ojn] FASHA LHYEO] B, AJAkel] ARE-= A # T},
Thl LH7F ¢hds] AEA] e 492, B
e S-R= 7] 5 FSHE] FFol wel 44
Z7FeHA HT

HFA | Ganirelix Dose-Finding Studyol| A H.31%

GnRH antagonist =714 ¢] LH W&}= F7] %7]

o] ¢kukst 7+4¢} GnRH antagonist ¢ ©]$-9]
A% s 5HoR shal k" o= GnRH
antagomst oA B, 9] Aot sk A

< 7FXIt} =, GnRH antagonist’} 045 7] o=

A% M99l FSHe LH s =ollA WaEo] 5o
AZFE A RE kA e LH 847 H s =
Al71el GnRH antagonist 717} A|ZHE S & Ql5}e]
g LH Aol Asfje 7] wjitolw, A4S
2 T EFEE A% FSH Foldl] o8] =43¢l
FSH 717} fA41%7]= sk, & E, AAdel= ¢
FEFE A7) witoltt.

4. HEIZE2EES EF sk vs. sk B3]

©]2{%+ GnRH antagonist 712 W14 LH 4
7h AR oS Al s ool
Ak FALFE 2R (clomiphene citrate) ¥} r-FSH/
GnRH antagonist® IH|eHF-=E A dYsl= Hadd
A= (mild ovarian stimulation) 5=7]lA] hCG ]
o] Yol LH %7} GnRH antagonist 7] A]
el 173 olstzm HAg wellA 173 o]}l el
Hl& frolsiAl W A (18% vs. 39%, P<0.02)
I o AAE (18% vs. 26%, P<0.02)°] H.il% o]
7] = LH 5749 34 o7t AxE7|%w o
iiﬂr?“ 3 27] vEvlel SAHE LH 59

MEe] Adkdell A= GnRH agonist 7|4
GnRH antagonist =7]ol A 55 2#Alo] ¢lar, th
9k FSH:LH ratio”} 2~3S Y& 4%+ F25H
U JAENE HolAY fola =& 7] F
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Lol sk Aol 4] GnRH antagonist o1l 2]
Sk LH ¥ X2 A2HE (progesterone)2] H-5%2]
S7F7F LHY] Adix B} 1Al Aol o Wi 4
F2 £ & Ak A, B4 ALHL GnRH
antagonist &% 11 5 F7] T LHE W5 =

W& A7 Zo3he TSI stk
5. AMISTOIAM r-LH WEts0lo| K84

A7 ] A FaRkeS Holi= NS
= WEe® 3 rLHY WFAs 1 ¢
FAdo] SHE A kP B oA A
g U o® AlE FSHAMG 3o}
FSH ©T=fFoi" H]al ¢ (GnRH agonist 5=7])°]|
Aﬂ hCG Fol¥e E, =% 23t/ FSHhMG
L QAEe fol@ 2ol
F3ok T oofg] A7 e
T3 Zpo] S Kolal A Fom, o]
o EHOW—: o] 5 wlEREAl o] thgh aE Fiol
ApA8] 7145kl

vl A HZo] ARESHAl ¥l GnRH AR
GnRH antagonist 7]2] Ipuljghf=o A r-LHO|
et §8A4% Hasa vk dE7]o] ARSH
GnRH antagonist®]] 2]gF W2}o} 2pg-ufjute] Ad <o
A g ol o @l diste] 9114 LHE 7F
AT Tl A7|=EATE =,
31-8-%F2] GnRH antagonist (2 mg/day)E Foslt]z}
% 1829 rLH (375 [U/day)S o] H7lete= 4

[e3(e

-o—]-o i/yq :—P_sl /\

“ L EREEER

- 712 GnRH antagonist &% (0.25 mg/day)S
e . R
L2 Aodihgatoll A AlE E i) ol
4] GnRH antagonist 7]l %7} r-LH7} FSHYF
S AR Aol Hl3l hCG Fo o] Fefgh E2
Aes 7 Vﬂ gkthi= AR S, GnRH antagomst /\]-

P BEsHe RO ol5]s] A

b Aol 7 gLk
3 OfA0IA2l r-LH HEtE

SHA, AN 54 el A 21914 LH M7
Fo] A7]E L Tk

T e A7 oAdedlA e A
TN =S 9 HujeEo A 7|9 FSHS}
rrLHO| WeFole g87do w3k d7-o|t} Marrs
5 GnRH agonist 7] 4] r-FSHS} r-LH W3+
o7} FSHYHS Fofgh @fo] Hlal Atof A,
354 o]l AF- r-LH BTl ek ¢
AE A5S HIEgth (22/48 (45.8%) vs. 9/40
(22.5%), P=0.027). 3}, Humaidan 5 ¢120]
35A4] o]’d<l 79~ GnRH agonist 57194 r-FSHE
o] &3 FuleF=A] F27] 8UAN-H A% -LH
o] WEFoTt o3k AdE F7F (12/33 (36.4%)
vs. 4/30 (13.3%), P<0.05)9} ¥ r-FSH A& 7H4
(2225 1U vs. 2797 1U, P<0.05)Z 7} Q&= Ao R W
WAL E3] o]5& rLH FolE A& sk A
719 Wi LHO] E=7F 1.9 UL ool o
”"?LOM Froj gt i‘*‘%fﬂ 57}7} AN

Oi go]ﬂ LHE H 15,_ z‘sEL 7

7}@ " ase T
Aol Ae] shlleieAl rLH H7E
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Y r-FSH®} r-LH ®M3Foigt 3} -FSHYHS: o
g e i Av £ 53, hCG Fold e
10~18 mm A7 2o 7} LH 7kl A
oJsHAl S7kek= A floll ek Al o5
ATk spolet. @8l AHFHE FAke] Fof s
A AR dRke] s o ol 7] rFSHYHS 7
3 ol A f-o)E A FUHE S Balske], rLHY
7F Fod7F Aol A b}i‘io-‘ﬂ 7N et
BE bl gl HA ¥5s TSR B
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A4} FSH % LH 552 Ho|A vk -FSHel A3}
Hd dATES Hole SAE tdo R & <9
MIE -LHO F7F Folo gk f-&4d0] A71H %
th Lisi o< H5 A2 tidet Algd A
Heol7]= sHAIRE o] F71e0l A 3,000 TU ©]/d<]
r-FSHe| GEA7%-S 98 2o Adinkgat
17495 S22 GnRH agonist 77| 7L A|5-E
r-FSHel r-LHE FH7Fsto] o] dF7]9} vlasgie=
dl, WtFo oA f2st THE (86.0% vs. 60.9%,
P=0.006)1} AA1& (50.0% vs. 5.9%, P=0.022)2] 4t
= Eﬂé}"ﬂﬂ}”

De Piacido 52 GnRH agonist 5=7]°| 4] -FSHZ
o] g3l |G A 7ukSo] AAR] Bl )
55 o= rFSHY %2 %3 3 hMG
= F7leke wo® o] LHY #H7He] A
s A Ee A FAuE ATE Al
atod, AFE FAF = (113 vs. 5.9, P<0.05)9} hCG
Folde] E, 5% (7.8 pmol/mL vs. 4.3 pmol/mL
P<0.001)°A] §-2]8t =712 B sttt ® o=
MG 747].6]— ?ﬂ‘*iﬂigiﬂ Oi,l 7<4/\1-tl]-
Bl thatd} A A EolA Frefgt X}Olﬂ
55 59, FSHY =#HUl= LHY HA7FE Z4
Ao o]dukgS JIAE e ko] EA%H
= T4tk B8 rLH BT E o] &3 5

QoA 150 IU AHEA] %A B50] o fel
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5 Baskan” vr)d Adkd Akl o
& S8l rFSHO| TFHT} rLHO| H7HAo] d5¢
ZF 55 (9.0 vs. 6.1, P<0.01)9} A<=} 5= (7.8 vs. 47,
P<0.01)7} %94 A Z713ke R aEleeh
Ferraretti ‘5= GnRH agonist -7]2] r-FSHE- ©]
&3 e A Fol 79 o] % dxAd o] 4
1¥ 712 o2 rFSH £3%8 713 o3
rLHE 7}k &, hIMGE 7 o trol
232\1-24 o7 1/}4/\3 1-_ y_o] EHX:,LJ,]. H]Lz‘ﬂ. ﬁiﬂ:
A 2] A5 Aldsklth A9 23 -FSH &
&S S718 7o) LHE 713 o (-LHS} hMG)
2tz vlE fFelshA W g5uRt 5
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8. MEtSZHAML| r-LH HelE

Il e o] el ARkgro R ot
£ 7F Aol A ] rLH FH7Fe] A 'ror
A o}l AEo] AYE A T3}t Ruvolo

< Akers R Hujdr s Al
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SBIMAS FIUAMS BHHHREE 2IE WS SMas=229 &8
gk ol H]ste] MSEAFEA} (apoptosis)7t -fr2] 31
A e, feletAl 7 JAlE (25.0% vs.
45.4%, P<0.01)= Ht}h =, rrLHe] HEFoI+= A
HEg-o] o= = ol A HAEHT|AES] chromatin

o A F4E HAE F IeE FEAN”

PN
Tl JF AFAES A A AT
Al LH H7FA] @iy o}t]3ZWEl (adiponectin),
endothelial growth factor-A (VEGF-A),
VEGF-A : sFlt-1 ratio,
kinase-A, S100-calcium-binding-protein-P (anti-apoptosis
protein) 5o FoEHA FTUIES RS EH
E3] adiponectin®] F7}= WEY nAgA o ¢l
2 (insulin)®] 749} 19 wWE androgen &2

vascular

inositol 1,4,5-triphosphate-3-

WaE TSk A5HE v A gl B
B 0N P ANE

131 ‘/]r, Barrenetxea s o e © GnRH agomst-* /\]—-9—6]—
Ake e o= 7] 79A45-H rFSHF LH

= WFAE 2 pFSHERS Foleh g vl
A FALA AgelA F w3be] FolE o

]
FA Aol gli-g mastel 2 o) uid
7he] Wil wel 1 ARt Adolste,

ob#] rgget AEo] L&y A Lgt AA o)
ool W H A AgolMe= Avteae
o w ek Al hWMG FEl= LH7F H7H
T A r-FSHYE AFg¥ TR 93] 42 AH
FA} 9= (6.6 vs. 8.8, P=0.004)7} H.i1E 7%= 3F3I)
Aol 404 o]}l FAE o ® & sheliA
ol %= LH Z7}tollA AFFAF 4= (6.4 vs. 8.6,
P=0.003)°] F-o]gt 7FAet A FrelshA we
Adate] 4= (3.8 vs. 5.2, P=0.03)7} X.315]9], GnRH
antagonist 7|5 AH&3h= AdAankgtel A 9] &
¢1’d LH 7P7F 484 relido] glow, 53] L
Az o] A9E oL ook njz 4= 9llo] Bl

J ]—/}‘48

gk 7HA] 5 AL gk ATllA ARES
S ez 7] FZHl GnRH antagonist
S S5kl rLHE r-FSHl 7= 45 7]
9] WAl GnRH agonist 57191 H]3| 2|31

¢ L
S7He AR = (5.1 vs. 4.2, P<0.01)E Hals)
o] rLHE ol4db= Mze Fefe Pe

/\]—(-5]‘:]7_ 9‘}\‘_4».49 O] Eﬁ?l— Z’l% Z]Z‘]_/l r—LHiﬂ ]/\]'Z_‘}
o] § BagHE AAteka Q.
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Iv. Zfeliztr =5 et =g EH=le=2=9|
El=

ERZA (Table 2)

20070 W3pE HERAAAES 93 e
Al r-LHS] AFg-ol thdh HElEA]2 30| By
o] 91t} > Baruffi S-S Acevedo (2004),” Cedrin-
Durnerin (2004),”' Sauer (2004),*> Griesinger (2005),
Levi-Setti (2006)° ¢ GnRH antagonistZ A}-&-3F
e F7]lA 9] rFSHeF -LH WA
Tl gk WeREAS Aldete], rLH ol
Xl hCG Fode] 8% E, %7} 21 (weighted
mean differences (WMD)=514, 95% CI 368~660,
P<0.0001), 2% YA}o] 47} @S (WMD=0.88,
95% CI 0.21~1.54, P=0.0098)> H 138}t o]&
2 AENA r-FSH®} r-LHS| ®H3AHE-2 GnRH
antagonist AF&-Alell UERE = Q1= E, %9
A5 U Jdon, FolsH B éi—%
A DS 7 AS AoR FHAAN A
2 A Afol= HolA| ghol 5 T W
T7F B asttha stk

Mochtar 5% Balasch (2001), De Placido (2005),"
Ferraretti (2004),1 Fabregues (2006),36 Griesinger (2005),3 0
Humaidan (2004),** Levi-Setti (2006),” Lisi (2005),”"
Sauer (2004),” Tarlatzis (2006)** %2 ¢3¢ th3t

HEHEA]-S GnRH agonist =7]<} GnRH antagonist
F710llA 2H2F Al 88 ai=Tl, GnRH agonist 5710l
AME rLHE F7ke 499 -FSHYHS: ARg-gt 7
$-of W8] 7| AF8-% gonadotropin -8-°] 714
B3l (WMD=-290, 95% CI -579 ~ -0.78, P=0.05), hCG
Fode] dF E, F=7F =21 (WMD=-210, 95%
CI -286 ~ -134, P<0.00001), =713 A FF=x} =7}
28 (WMD=-0.90, 95% CI -1.07 ~ -0.72, P<0.00001)
= Basigivh 1 Q9] A= BT 1ol Afol
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Table 1. Compansons of clinical characteristics and outcomes between GnRH agonist/FSH/hMG and GnRH agonist/

FSH groups

GnRH agonist/FSH/hMG (N=26) GnRH agonist/FSH (N=19)
Age (years) 33.0+4.3 34.614.5
Parity 0.2£0.5 0.4%0.8
No. of IVF-ET cycles 2.1£1.3 2.8+24
Duration of infertility (months) 30.0+14.4 31.9+12.5
No. of GnRH agonist injection 2.810.8 2.81+0.7
Duration of COH (days) 11.8+3.1 11.3+3.2
Gonadotropins used (amp) 4341139 40.6£14.4
E, on hCG injection day (pg/mL) 1418+920.2" 678.4+457.8°
Oocytes retrieved 8.9t54 8.1+4.1
Oocytes fertilized 5.8+4.7 52%3.8
Embryos transferred 32£1.2 3.440.9
Pregnancy rate per cycle (%) 23.1 (6/26) 10.5(2/19)
Implantation rate per embryo (%) 11.0 (9/82) 4.6 (3/65)

"P<0.05, P>0.05 in the other parameters.

& HolA] gto} fAksdl gisiAe flareup
e o83 A5 Alete 4 BAY 7oA
(borderline significance)= YWEFN™ r-LH AF&-©]

23S KB 13T} (odds ratio (OR)=0.57, 95% CI

OU\I-X_J' o _4/\4 g
(75 1U vs. 150 TU)°I} %
follicular)oll webA = Jal Ao thak f2]Ad o]
gitkaL sl

= T 819}19. s I'-LHQ ’g‘ao]:

7F A17] (early vs. mid-
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7}k Ba1skel o (WMD 571, 95% CI 259~882,
P=0.0003), L ¢]°] o4& AAIsHA] ekl
ol 52 AEA r-LHO| A8 JAl&o F2e

2wl AeeAAEs g FuleiEA]
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Table 2. Meta-analysis for the use of r-LH in controlled ovarian hyperstimulation (published in 2007)

Author .NO' of Parameters with significant difference .
(year) mclugled (favorable to FSH + LH) Conclusions
y studies
Baruffi RL 5 — Serum E; on day of HCG — Prevention of any decrease in E, after
(2007) = No. of mature oocytes GnRH antagonist administration
= A significantly higher number of mature
oocytes available in FSH+LH
Mochtar MH 14 — Total dose of FSH used — No evidence of statistical difference in
(2007) — Serum E; on hCG day pregnancy outcomes
— No. of retrieved oocytes per started ~ — Beneficial effect in particular with respect
treatment cycle to pregnancy loss and poor-responders (?)
Kolibianakis EM 7 — None — No evidence of increase in the live birth
(2007) rate
t}. o poor responder®] IH A r-LHS] H V.2 E
7L oS0 A=A, B AT
S A F dEA, AsdAte] S vt AR AT 7] e dAA 37k 9] A
Ao=Aol UlF ool HElME F7HAQ A AFEZE (FSH, LH, heGe] A4 gt o] 5
7h dastrpa & 5 Az} A2 RS T S Fst]
FSH+LH FSH alone Odds Ratio Odds Ratio
Study or Subgroup Events Total Events Total Weight M-H. Fixed. 95% Cl M-H. Fixed. 95% CI
1. Sills (1999) 10 17 4 14 34%  357[0.79,16.15] 7
2. Balasch (2001) 0 16 1 14 29%  0.27[0.01,7.25]
3. Humaidan (2004) 42 116 35 115 416%  1.30[0.75,2.25] .
4. Fabregues (2006) 24 60 25 60 27.9%  0.93[0.45, 193] .
5. Tarlatzis (2006) 9 55 14 59 21.0%  0.63[0.25, 1.60] —
6. SNUH-GnRH a’(2003) 6 26 2 19  33%  2.55[0.45,14.33] N e —
Total (95% CI) 290 281 100.0%  1.14[0.79, 1.65]
Total events 91 81 )

Heterogeneity: Chi2 = 5.83, df =5 (P = 0.32); 12 = 14%

Test for overall effect: Z = 0.72 (P = 0.47) 0.005 01 1 10 200

Favors FSH+LH Favors FSH alone

FSH+LH FSH alone Odds Ratio Odds Ratio
Study or Subgroup Events Total Events Total Weight M-H. Fixed. 95% CI M-H. Fixed. 95% CI
1. Sauer (2004) 11 21 12 21 28.0% 0.82[0.24, 2.79]
2. Griesinger (2005) 8 62 12 65 50.1% 0.65[0.25, 1.73]
3. SNUH-GnRH antT(2007) 20 66 5 37 21.9% 2.78[0.95, 8.18]
Total (95% CI) 149 123 100.0% 1.17 [0.65, 2.11]
Total events 39 29

Heterogeneity: Chiz = 4.17, df =2 (P = 0.12); 12 = 52%

) )
t t t t

0.005 0.1 1 10 200

Test for overall effect: Z = 0.52 (P = 0.61)

Favors FSH+LH Favors FSH alone
*GnRH agonist, TGnRH antagonist

Figure 1. Odds ratio of ongoing pregnancy rate per randomized patient according to type of analogue used for
ovarian stimulation in the meta-analysis of previous studies and SNUH data
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