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olZh 3 wttal IGF System
(IGF System in Human Folliculogenesis)
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modulator@! M Z-el XHgrowth factor)&& aromataseE EAMEHAF|= & FSHe ZAE2
EXAIFI= HEE stedl ol 25 RHUTM oA EHcoh  fMctzmol ME
J1Me HESHA 2 UXl= (X LlHX] X EO] ElSStE W apoptosis 71 M
of 2jste, AAl o470l o1z A FEeIXEO0|l Hoi=of UCHHsueh et al, 1994). &t
M A Z(polycystic ovarian syndrome, PCOS)MAM = FxZ 2l Z2(recruitment)
MEE 2 do{uix|gt EXNoE fMHCEIL HMEX ol RHiEto] fYts =0
st odgl MEQUXIEO| cldM chaFol Hefjdaio I US He= 2X|F
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1. IGF peptides

o1zt uaoiMel FE IGFE IGF-IZM F2 HiZHN DI M Zol|lM MM EC)
oH M Z ol v M HAIA IGF-Il mRNAS| 23{at I peptide?! IGF-IIS] MAHS MM
2522 9 cAMPAl 2|5t0] =HE = HeZ a3 Uct U2t oM IGF #
Ex e mRNAE THE UMZE 2 tZEYMZ(theca cellolAM 25 wWHECE Mol
M IGF-IZ7t 2 288z 275t &2 MAdE2 IGF-I2 &1 Act
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agjut ol IGF7E A &SHEX|] O|E2 2F type | F8HME &30 =Zo| LIEtt
ct IGF2| 2o cfEF =& 2 mitogenesis % steroidogenesisE& X st= Z0i0i, O]
E2 UE2FR B2 HdMXIS22y g4 ZHBdct HMXIZs=22g8 FHg 9
Hz Aol IGF-I ¥ IGF-IZE 25 YA ECCH A2 Mol 2|F9% estrogen-dominant
androgen-dominant —tE 2 5F0lM IGF-I10| RAISH s 2 @A =d 9510 IGF-I|
SX & estrogen-dominant HtEOA O EA LERCE ol2{st Aobs HE ALY IGF-I
t F2 YA zAAM, HxHY IGF-12 F2 gHe| MEdYd(transudate)oll M 7| A&
8 AlAtsts 7ol Hah o{MoM dAFI|o wE ¥F IGF- ¥ IGF-Il sE2
ME2 Uc A2E Holch 8% IGF-10] Ma™ol otz wobo oiM Z5HX| gt
= 2 Laron-type dwarfismolLt M ZEE 2 2(growth hormone, GH) T2 ZE &tXlo|

Mozt 3 gJdlol Jhssicte AMMOIME F2& 5 AcHDor et al, 1992). of2{& &
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2. IGFBPs

Z X LA IGFBPsE 25 67HXI2M 0lF IGFBP-1, -2, -3, -4, -52| 57}x|
IGFBPZ} 212t haolM WAt IGFBP-1, -2, -3, -4 HAb HAFIIE X|H o
Mol chEouiol E=xistny, gxstE Uz = gHolME IGFBP-1, -2, -30] 24| = C}
SEAL IGFBP= A XiAMolM el MAMT MY AMEMNOREE RE JHstE U

2 Heolct IGFBP-12 si2t ZM™ |H surge ¥ MGz Di2IotM| oA W

IGFBP-1 mRNA2| 282 53] gHolM F7t=of QUch IGFBP-2, -3, -4, -5& = ot
MzolM LEECE MAME Sol Z7H3510 IGFBP= MALfAA IGFe =82 =X

sl AEg st W22 oAX|=D QUct = IGFBP-12 I ofM| ZollA IGF-lol 2o 3+
CH-thymidine Z &g ®3t3, IGFBP-1 % -32 IGF-ol 28 Dt ZolM ol E,
IGF-12] =28 usiE 20 ofual MAXMO wx

[=3
weg xusch Yy FAFIIE A- ofMolN HENYY IGFBPE| EEE thmel 7|
LS
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S Zaef(functional status)oll w2l Atojsich. &  androgen-dominant L“HEO|AM =
estrogen-dominant =tx ol H|5t0§ IGFBP-2, -47} Of 0| €z =04, in situ hybridization
Ao olstH  E|StE  ChEOIAM IGFBP-2 mRNAS| o] BIiEol A& 5
androgen-dominant “tEZoiM= IGFBPZ s =8 ZEX5t0] &M ol IGFS %.‘iAI?I
£ W22 AMREcCt EBH|GFBP-10| LH surge ¥0i weisl= #2o2 Hol IGFBP-12
grolMel IGF-I12] 282 =H3ts H2E Eolcth IGF system apoptosis 7|z}

HHE vtz ol E Sl EESt=COl(Hsueh et al, 1994), & 2|Al8olAM apoptosiss A
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MAI2E 220 IGF-ol 25t A =1, IGFBP2 EXfstoll FXECh

IGFBPS| MAMe MMXIZE22 % IGF 25t0f HA £loq, activin-Adl 2|5t &
JtEict detxoz |IGFBPRl sTe EME IGFel #aot ol Ue ¥ IGFBP
protease= 2 Z2| metalloserine proteinase2A IGFBPE £3l3st0{ IGFoll i g IGFBPS
XM E Uaazict =T 67 230 2/5tH IGFBP-4 protease estrogen—-dominant
CiZoME L EJAX|I2E  androgen-dominant HHEAAE O EHAFX UL H
(Chandrasekher et al, 1995), IGFBP-5 protease™ TtEIZAjZOIA LHEAUCH
Estrogen-dominant chEZOllA |GFBP-4 proteaseol 2|8t IGFBP-42| e #&AM&E2|
IGFE SUatAAH AMXI S 220 84 cha 220/ HMD chx el 204
ste He2 22 AcHGuidice, 1995).
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2lolo Z M hyperandrogenemia, M FHi2t 9 sWEH =22 FHUHE EFS=Z &

= EFFojct.  cidd A FE2 03N Aty E3| Ci2F S St SEEHAL

2A2R LHII 718 LA2 Holud, d[Tts o #0oF o2} olE oMM ET E3|
TeolE 2l S(hyperinsulinism)E Sgt8l1, ZZTHA 2USRE B Fo B HEE
o == 3

»} Aol | F(stromal thickness)7t ZEECE cietd i

g Oy & x7| thAles HUESZE O|ROX|X|Tt RMEEol ME0| FOjE g
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of, MMXIIS 220 MEHE LIEHs BT AHF EHECH
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5t0f HzoifA 2| androgen MM & FIHAIZI=0l 7|0{&tct 8 SHE UM = IGFBPI
Z7t50f oM Z 2| aromatase AT E A EHcHGuidice, 1995).

2. chetd A Z 3 b2y IGF system
HMejAolM IGFE - UM EZel A3 aromatase #HTE FIHAF|XIQ b
M caZ #Xtel chaufolM = ol2iE ntEo| HoiEo AL2ZE o= DHE UM Z 2
WXf &l Z g IGFRF FSHel 2 &, IGFSt FSHel A eIXt SollM Z|eE & A8 He
2 FEE F Aok olF cidd chaF #Xte| nEdMzE YH oM aromatase
E Hol MAM35HX| 2X|oh A loME FSHUF IGF-I10 2t28 & Sicts A7 23 &
S2 0|20 cigdd HaFel gy
IGF-ioll cist gr8 = X3t S0l el
IGF % FSHe| aromatase MM X228 HHste Hez FHSHR Ued, 22 IGFBP
7t O|B{Et FEERZAM FE AS BD Uch cigM HAF giXte] hELUf IGFBP
Sz =M3 ]RASIO] IGFBP-2, -471 &
7t=lof 2o, =3 24 AUSE estrogen-dominant HHEAHA FX = = IGFBP-4 proteases
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3. IGF system in transsexual model

M MEts %t sz HM522g Fogryd Moo HAHE 2 E HAL
3t 2o i oA FE BXbel A2t JFANSEH ®Be Fo e HxZsnt
hyperthecosise 2710| &= on] 0|28 oMol HEZ ML androgenel s=+= Cig
A ctaZ BX 2 M4 oMol androgen- dominant SHEMU ZE2F FAFSEAECH
22 M ME ofMoliM el IGF systemoll 2tSH ool o|sted of2{gt ofM el hxoyuy
IGF-12} IGF-1el 5= H4& 0dM 2| androgen-dominant HE St H|M3t0] {2l $H xtof
7b i, ool IGFBPel =AMET MA oM @ cley oA E EXlel
androgen-dominant SHEML] =Mt o} @ FASICE £33 IGFBP-4 protease= & H™
g2 25t Do HMHSEE2E FOHUUT oMo chEMeE Hel YHEHX g
ZolMel BIHE gdTets hxXol Haojct
#2 d+ &1 IGFBPel 37t ¥ IGFBP protease
chx Yehg AME U2 ZE AlREcol
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(Chandrasekher et al, 1995). 0|2}
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3 IGFel ZHoll Chdt IGFBPSl YA Jlsol st A7 duEs SESHHE ol
xS0 HE WES N sio] R4S Fsts HES Sotn YHECH w2t
IGF systeme hEeo| AMZE 3 wEt chAof A0AM  androgen-dominant =k Oil A
estrogen-dominant “tZ 22| Mef I M JME olsist=0 UM HAHA 2 x o

et chxol wet chpolM Mtz el MEo| O|ROXM LIHA| HEEE E BHE

ZES woo| MX|E MefE |RX5tAH == #@H olE txs2 2oy
2 Z7tE uielM FSHel Xi3ol UA = weEe AS"E = UAs S
ct. o2 8" ¥ AMAMYEES BESIH IGF system2 thx UEH F fYtEe
Mey Al7|oll =&35tod DpE/obM Eol CiEF FSHel X3 &S2HE dEAF|lc HEsS €
Hez Mzteict J2u IGF systemel 7| 50| 4tz MEe] ASHOo| = AWAX|
ot Atz Mejo] HDIX|= ofX x| WX Hot
M A Fe| Hejdel §8 olalisty| /MM = IGF systemO| hE M| o
o|xle Ago| 3 AR O T@z|ojof sty hxe| FH, HFE ME H AH 20|
E MM ctA Soll JAAM IGF systemoll {20 ofg] HEAX H cytokineo| HEH 2
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