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IZREN, B EEM OESIE Y, IVF-ET 0%
FRIZ60~90%I12bDITH L EIND, LT AHH
BHKEY Y OFRFIZI0%0i 4 LKL, HIEEE
WYY OFRE L2020 HTHEBLTEY, &
WRIBRPIERBICEAE L iy, Z0 k9
ZBRICBWT, -8 E LCHEE 24D
TWADHBERBETH L. EREEDFHKIZ
WELZH LTI RV, RISERT 0L
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1. EEOR KIS

BRI =R b T VA — s ER L, positive
feedback (2 & ) $LK T #—TF #4255 D LH
(luteinizing hormone) 7% )V A MB35 i 25 48 B &
A&, i LHRED LA LR L Eph
5., $7: LA M F ¥ F — i, FSH(follicle
stimulating hormone ) ® IGF ( insulin-like
growth factor), EGF (epidermal growth fac-
tor), 4 v 29 ¥, PGE.(prostaglandin E.),
PGL (prostacyclin) 7 £ & E L, & b Bk LR
RICBIFALHLE T % — Bl E2R47%, #
SN LH Y — V252 2 % &, BB & W
B  X EAMIR I EL, S Lwvim
EW IR ) EERIEERINS (K1), mE
FAEICLYYRY 37 fHBREIHT &, 8K
AL L 7= BN ANZ RO L 257 0 — s
ks h, Farxso v EESHNT % (X
2). VEGF (vascular endothelial growth factor)
TN 52 % FFRIREL, A&
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B2 SIS T ar AT a oA
StAR ; steroidogenic acute regulatory protein, PKA ; protein kinase A, PKC ;
protein kinase C, LDL-R ; LDL receptor

BT LAMEHAB X OCTMmMAS Ay b7 —7 72 0 LH 3K F9 5.

DA EE & &E# %2 # 5%, LH % hCG (hu- b MEAMIEEOHED S, AR
man chorionic gonadotropin) (&, PR BEMNIC A& WARLREMEO 2 I IR 5,
BIF5HVEGF #BLZFEL, MABEZNHL v b TR, SMEBER BRI YT 50
TWAU RS 57, AL SOTar 25 KA, SRR YT 5 Dh
o YAy, LH 2OV 2 EBIESRE S D ZEX 51 (M3), v iRey Yy
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(Ca?t) — PK-C

FPRR—>R19 =)

7D7XTD/

UK &//\/J
XETZK%HHE@,

3 second messenger % M3 % /hB & UK B AR O R Hi B
LH ; luteinizing hormone, Gs ; G protein causing stimulation of adenylate cyc-
lase, AC ; adenylate cyclase, (Ca’"]) ; free calcium concentration, PIP: ; phos-
phatidyl inositol 4,5-biphosphate, IP; ; inositol 1,4,5—-triphosphate, DAG ; dia-
cylglycerol, PKC ; protein kinase C, PKA ; protein kinase A, PLC ; phosphol-

ipase C

T &, LH X second messenger T & % cAMP
% 41 L C protein kinase A (PKA) Z &M b3 5%
Ticky, AEAMEO TS AT T Y5
PHEBEHNBT A, —H, KGRI s 2
FUYEADERTHY) ZALLHLVET 5 —
%3727, PGFu(prostaglandin Foo) I3 9 % L
7y —%H LERBRIEHEZITBEERD
a5, wihbe FTOFMIHLL TR
W,

2. BFEICHITHZX7O1 NERK

AF7a4 FRVEVGEaLZAFa— R
EVEERENE (M), BTy A7y
ERCHH SN a L AT — VGRS L
T, OBREE) R 737 (low density lipopro-
tein 5 LDL), @Q®EBEE) K ¥ » 737 (high den-
sity lipoprotein ; HDL), ®MRHEHICEZ LR
A VAFu—NVI AT VONMKGHRER EDD

FonsA, & b TIdARIC LDL 23 E R L ft#a R
EEZOLNTVD

A5 FAVEVORETHLIVAT
o— Vi, MilRKEO LDL LY 75 —% A4 LT
LDL: LTl AEha (K2, MYAThi:
LDL 3V YV = Al ko> ThHhEhit, aL
25—V T A5 Ve LCHRENICERS L
5. FAROLEIN U THASE S T free &
rolzalAFu—ivix, I bary Y T7HME
¥ Tl & 11, StAR (steroidogenic acute regula-
tory) BEDEMHICE D I by FY 7THEI
#4147 L, % Z T cholesterol side-chain cleavage
cytochrome P450 complex (P450scc) IZ & - T
VA VA RN = 2 (- =
> 1% 3 B-hydroxysteroid dehydrogenase ( 3 -
HSD) /A®, A* isomerase (isomerase) IZ & ) 7 &
FAFa RIS (K1),
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LH — P450scc

PA450c17
JULH=x/0Y  3B-HSD/isomerase -
1%
\ i
% 17-Hydroxypregnenolone JorRTFOYV i
gﬁq P450c17 P450c17?
&)
DHEA
(Dehydroepiandrosterone) 1"7-Hydroxyprogesterone
I | /
3B-HSD P450c17
/isomerase
PYURORTVIAY FRARRTOV
17-Hydroxysteroid
\ dehydrogenase 2
FSH— \P450amm P450arom éé
0
i)

IROYV
17 B-Hydroxysteroid

IRRSIF =)

dehydrogenase

B4 FIRICBUIBAT A FRVEYGHRER
P450scc ; cholesterol side-chain cleavage cytochrome P450 complex 33-HSD/
isomerase ; 3 B-hydroxysteroid dehydrogenase/A’,A' isomerase P450arom ;

aromatase

#HETHOZ X by rERIE, RO two-
cell theory & [FIBRIC, HALRBEMME TREL S
N7 v Fayryd, S BN BMR~81T
L7ux ¥ —LBllloTT A bay ViR
ha.

3. REMEEDRMMFF

EROBEVIZEZHPORE L TERBEO S
{LDOFERPLETHY, RERZZITIANDL T
BT — % oK% % B K (implantation
window ; & bCld H#ERBI19~21H BIZH %)
PHEAT S, COPBERESL L FENRII
BEZFANBZORIBBICAD, RoEEZH

4 5LV, & Timplantation window @
3 HHIZWMICHRWAKREMIKEBZRHBETES
A, BEROERDEELBEL VL.
HAEERL X OBEMER I, EERRIGEHN -
(luteotropin) & # 14 1B #& 4 ¥ (luteolysin) d 2\
FUYALIDRAHINBEEZON TS, T
RIS ENS LH, KBIBHHRED S 5w
XN 5 hCG % £ i3 KM % luteotropin T &
D, — ) PGFu 3fCEK M % luteolysin Th 5. #
XHHOLH = ERKRTEH—TERRICIIDLN
5 (endocrine) I Ze S AR BB IS 2. T, K
WM &N AR, &5 WiIdE AR
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growth factor #r-r~h-1>
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IRROTY AV USFD Y ==Y

ME A AR

it el

ST

)

Pl S

5 endocrine 3 X U autocrine/paracrine $HE 12 & 5 # KRR O FH°

LMENE MR, BB, MR &9k
T4 FEAMBEOMEMMHEE/ERZ L,
growth factor %4 M H 4 Y &dhE L2 H
43 (autocrine) /8% 73 # (paracrine) ##5 (2 & 5
HKRAORMOIEH EhTwa (M5)77,

Y VOREH S HEICTEAYKRZITD
&, StAR % P450sce, 3B-HSD @ mRNA LX)V
ET LEABRR 70X X570 U EAENTE
7% 5%, LHR GHURRRVE V) 2H57
5 LIZEYVEROWRKERL 7Oy 250y
WA RE L & ), StAR, P450scc, 3B-HSD
DmRNA LNV IEHEALT 5 E OHED»DH
5%, koTey VOBKBE L BIEHERICE
WC,LH & GH 3 HBE L REZ R EZ D
ha,

by IRy YT, LHAVMNEARMME O LH
L7 % —Il# &3 5 & adenylate cyclase %
ML L, second messenger T& 5 cAMP % 4t
L T protein kinase A 28& L S h 5 (K 3)2,
LH (2 & % protein kinase A {§P: 1L 2PV StAR
&HAY YBEEh, I bay R THEAD
VAT VEEZRESTH A5, LH

&L 7ar 250 KT StAR &H
DY) YBALA R D EELAEEBEREEEZZ 5hT
W3 (K2, —KFLHLVETFYy—%FLEw
KEAME, T o sz EEgE
9, LHICRI LT/ RS S A &
NE2HHEDOYT7F V%, gapfiae L TR
NEVTBHILIZLST, ¥ A5 %
BTHEEZOLNDY,

LH YA @ luteotropin & LT, GH, 13
F ¥, IGF-I (insulin-like growth factor-I), + ¥ ¥
b ¥, PGE, PGLZERHIFHATWSEY,
4. FBEEMICOWVLT

v bOEFEAREMIZBNT, HXIIHI14H
TEDRHMERZDH, BEOK 5 ARICHAE
B HE (luteolysis) & X I 2 BT HELZED
5. HAGRHEX, EAMBOWEEIE) Tesr
A7 YERBLUOGWEOELZERT 5.
TR, LY YTR, REROLZA LT
VA=WV ERIECTEELLOFF T b Y A8
BHEh b L, PGF. SFENED SEAE SR,
SHITHRRIGEIIN BB ZEL EE L O
5%, —hHe FTIE, FEHETREERT
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P SN b PGFy A%, autocrine/paracrine Bt
AN L TCHAKBRMEZFETLEELOLATY
5%,

PGFs 1%, @ luteotropin ICX$ 5Lt/ % —
DBEMEB L OB DA (down regulation), @
MBHANDIL AT — VY AAROBL, @
I PV FYTEICBITFAI VAT O — V%
ORY, @F7urA7a Y EFRICLERRT
04 FERBEEHOETLLE, w2»D#l
BAEEICL > TEKDTar A7y R E
PR 2 TREXD A, eV IRy TV &
PGF,, L ¥ 9 % &, StARmRNA B & U StAR
BEORFEHIRAL, I bary Py TEROD
LAFu—VBREDOETATFEINLZ 0
5, RLEELGBHKEI®THLLEEZLRTY
% (X 2)°,

R BRo< 707 7 —VREIEZ, OF
HL-HAEMEEART 5, @INF-a(tumor
necrosis factor-o), IFN-y (interferon-y), IL-1
(interleukin-1) 2 EDH 4 b A4 Y Z#EEL R
Fu4 FERZHEST S, OFIKD PGF. 77
RRETHHREDBEIZL 5T, HKBKELE
QEEZHNB (K 5)2Y,

L FoEAERE, TR RIZEB LS
ARKEVEEZLATWS, HEME%E
PGF, LB 3 % &, Ca'kffitE= v FX o L
7 —EDEEALICE D DNADX 7 LF Y — A
HMALIZKT L E A LD, PGFW MM E A
BROTREIN—YAZ2FHETLHI LA I N
722, PGFa BIBIC & b M N R MR & A
XN 5 endothelin—12%, TNF-a A 2R L # &K
MENERROT7HE b=V 22 HET LR,
HARMBEARMD LA T a4 FIEE R luteotro-
pin 23t ST, FEAGRH 2 TR AUR
BEXATVEY?, Bel-2id 7K b — ¥ X % $ill
L, Bax 37 H = R &2 RETHLHERATH S
A5, o YOBITEHAETIE bax mRNA 2 LA L
bcl-2 mRNA B L L 2729, #RMIC Bax

ALY bLTa— 1265

/Bel 2l S ER LT R =Y AP HITTHLE
Zbha®, e MBITHART Fas UE DO RBLA
WL, $BITE L DICDNAKIHALAS T ¥
b b, HABREMBAMAICE VT Fas/Fas
VDAY FEATBET R =V AFENEELR
HE BT RBINEY, £/, T
FATFRYRLIA I VG — VORI 7z
5ETEHNBEMKLIET R b= RICHS D,
HCGEBIZI W ZD TR —=Y AR S
5.
A—N—=F FH A FO)R B KFE
(H,0.), & FaF Y5 I hNip & OWERREE DS,
HHRBEHEPL TR =Y RACEET VbR T
Wh, GBIFEAICALNZHMRR Y 7 0
77— VI3, ETEREE T A URIRAREE % 35
122, WHEBREOFBREMX 7RI VE VR
rEOHMILY 73 R, 75 TF—¥XRS0OD
(superoxide dismutase) %z & Hi AL EE#E O M) X
X o TR Eh 5, SOD IHARIEERN A
LAFa4 FEARBICHES5 95 —H, SOD
WEoT O HERINS HOAXHMARBHE
HEBT2LE2005. 7 YOBITHETH,
I bV FYTICRET S Mn(=® v F V)KL
£ SOD % % 5 —+¥ D mRNA L XV PME T
B2, HEHBEIBILA LA LRNEL
hhlIshsp??,

5. RO FEEDH

v P TRAERIR (ZHEHS~12HE) T 5
E, WMEMBEY S5 S- KED HCG A3}
R c A Y, HRIC LH/HCG L7 — %4t
LCHRRY O ¥V 7 F Vi z, HEREIE
AR IET AL EZONS HCG A7)
ATa R BERIIBITTAETOVWDYWS
luteoplacental shift(¥ b T3 R7T~9 B W) £
TOM, HAERZEZMBLURETS. FE5KB
bz ru7r—, THilER ERERMR
R SADY T FARRESN, ¥4 b V%
AL THEKOFTLZRHB L TS REHED &
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59 e IRy yTR, BMERSOEAT S
IFN-y X7aryZ25areH#fL, +¥%2 b
YL 7 - OREFEEZRHIT A LITX
D, FE»SD PGF. AR % ¥l U R &
Bi e a2,

Iﬁﬁ&%*ﬁ@ﬁﬁ

1. RERERLOER

HIBREA A, DAz “&hr o0
U7X AT YOREARE LERIN TV,
B, “BAEIICBI A5 04 FARIVE VE
HRE, HEIIFNE) FENEOMLE -
RBEAEICI D, BRRMIRMEFICEEL & /2
THRE LA ONTWE, HHEREASZ X
TEERELTRD="DRENEZL LN
2, FRICOWRBOREVNERETH L LOHN
HHTHAHY,
OHRAEBGERORE | BRI H AR A
T ATFaL FAVEVABET B0
X, SRRICOR AR A L, BOR B IC LH
L7y —DBRBBHLTWEULERHSL, L2 A
HEABEEA LB TIX, LH D75V X 5l
D= HHK T A 2 hi el o FSH 55
KREZETEVI#ER, PRfloX b
Uy WA EIZE ) LHY — VO REIEH
BICREZIZLEOHMENDHS. THhbLLHBEKRT
HB—TEAROREICL-TL 2583201
o FSH O T LH AL, TA tay
YORKTRLH VET ¥ —DRBARIZD LA
DHABERELETELEEZONTVS, £
BICHARBELRER, EFEEEIIEERD
PRI REEE LTRBRIh20H 5.
HAREASR, WEEZzE0)8Tu T~
F v IE R AR TRE 2 LIZ L IEA PR
5. 7057 F U OGWMRER BKRTECME
HLT,GnRH O ELZ &7-L, I+ F
EVORRE T2 25T EEILNE. 20
MICHLH L7y —RHAZWHT2EE L

H P ftaks2% 8 5

T, 4 ¥ ¥ ¥ %R PGF,% PGA, LI(luteniza-
tion inhibitor), LHRBI (lutenizing hormone re-
ceptor binding inhibitor) 72 £ %3% 2 H T W
5.

QERBMEFBRBORY  HAMFICBIT S
LH O EEM I S 27225, BRI HAL
D LH W REVERBELEZ E T EV)
WEHIITE A ERYZ 50, VO FKRBIC
GnRH7 ¥ # T= R + &5 Lp#2 5 o LH
gz L CdHIurAsra v EAIRD L
Lol v LR, invitro TO 724 X5
O YEACRVEROLH TH3ThH L EOHE
0, EBIOIEEITHEY LH ARG
hEHEKIIERRSh L E 2005,

WA TREP LH LRV ED , %HKICB
JH5LH LT —BPEETHHLOHED
£, WHRBHOLH LS ¥ —HEIZonT,
FSHRTURAY TS vF4 v, TusrFv,
YA MWL O REODHEEIRFEINTS, #
HOBMHICIE PGR R X2 b EF Y, FF Vb
YUREN LHLET Y —KOBIE2EL L
BEINTVEH, HEBMARBRBERELIC
ME L CHRERNEREZATLEIL L) DB LMT
72w,

QOFENEMLORE § BRI IZEAEL 7
Oy A7 n YiREEFENBHNZOMICHE
PROOLNLEOHENEL, Ty McTuy
A7 0 ESMERS T 5 L TERBROSMES
AlEhsZ rn, HEREL FENEOS
IEBELBERICHL2DOEFHECZ Y., LAl
WA, MP7arX A5 Y iBENEETLFE
WIEHNZOBEZEDLPANE L FET L E
DHEDDHY, TENEOKREIK T4
HLE 7y —REICLVEREEL & 238k
BARE I TS, ZA X LETy —
SR sl Sl v IV P caw A Al = 4 iy 3 N v B/ SV et
oTHEEEINED, XA ba¥ ry8+4Th
WEFENBEOZa 250y L7y —5R
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RL, RERHEEDFEE 250 H 5.
HKEEDTTTHEA V77 v FEIC o)
BT ENBEORZAREEFEBET 525, ¥k
BEARETRA VF 7Y Y oD EBEMNMET
THEMEEINRTWAY, EGF, IGFI1 b T8
WO F LB S THEZAON 5.

2. BREBERLOZH

HRBELEOBREREIL, FIZ=>DHH
Pohk B,

OHESR#E, BARERIHEVEASR Ty
AT A, BRTHROKRAMAAKI/ERL
EBARRICCERMEERT 5. RiEMAH10
H AR, 2 WVIidEiRM L ERMHOZ%50.3C B
HNOME, HABESAELZH T4, BiRME
BEHRRPEEAR LA AR ZHEREL TH A D
H5b.

QFERMIH -5 BHEMPHOFENEB Y
ZICBWT, 2 HU LOBEZ RO HA, #HE
BRAL LTS, 22 LTERNBEANZIE
FENZFMTHY, TREFEPFITL20~
30% \ZBEVRDONDL LOHE D H B DT,
HEBEAE L 2N T A0 LD 2
b ) BEZHET ILENDHS.

QM7 a4 2 7o Vg hH
WEB 2R3 720, HH~9HHICTTa s X
FuryE3EEL, Z0FHEA10ng/ml LA
TTHhNITHAEBERELBWT L2008 F L
V. P/EHEIC & % FEli R HCG ¥ 5-12 & 2 BN
HABERE, HLVIZEHBNORMZLESE L
BOWEERH 72 A 70 HEDOFIR S RAA S
nTnsb,

HRBERLORBICET 2 8MICoV T
R L, BRI RABEAERTEN
BEREAREND > ThH, ZHINOZEHNEHRHIZ
EDITHRITRE LR ETL, ERICREN
WEEEZ i gEME S H 5. Balasch et al.
X, LARMICFENBERRZZITL2E S
2 268 TR E I % 380, BB IEFEH O

ALy bbb a— 1267

% (15/20), BfYZREHITH67% (4/6) D3
EILE-TELTWAY,

3. 7O45 X502 OEEER

OFBIIBI2EROMES ; =X by i
TENEOMMMELREL 7 XA 70 L
7y —RAETFET LY, TurATurid
PRI R oD B4 5l % 0] LB RE b2 B E T 5.
Tur2A7u s ORBTICFENENRET %
&, TERNEIRMLLUROBRRIRLDOEE
Zbha, FENEREMBIC X270y
MWEHT AL, REBRMIEVTaT 75 0%
growth factor(FGF, EGF % &), M4 <
Vo2 A(53=2y, 747022 F0BE)R
EAEIN, FENBRT TOEEERICHER
LY. ¥ ur 250 v i IGFBP-18 K
ZREL, IGF-1EZATEHLA IR Y DFE
P RAE B 2 P35 % & & B IS, WD SOD
RELZRABLIEERELAHTLLEEILNR
5% ELICHENMOTERRBIUORREE
&, Fu s X5 ua riZ &k % growth factor
(EGF, TGF-a, IGF-D)DRTEALZDL &
7% —RBIZ X 5T, autocrine/paracrine fJ{Z
FEINLEEZONS, HEBEAEIIBT
AT Y nBRBADOETIX, T XT
OrBEEICEDEEETELOMENH S,
QF SR OYPFIHIC & 2T RMERE ; 7y
25 UL, AVYIAF Y VR VORETR
BAH LHERANDO AV Y D0 AH%H
WL, FEHMREOEEEN 2 PIH LK
BiagrTuy 7352 LI2E 5T, FEHIX
WramTsLELZONS, 72 PGF. A%
PRLAF PV LET Y —ORBAZETL
720, relaxin BAEZRT I LI2& - T, kP
DTEOEHILIREEZROLLEZEZ DN TN S,
4. —HlAREEE L AFBERS

O#EEFNVE CHARE ; HE»r o070
AT 0 VFBREOROTENENGML - BE
ALK TV AR, RZLTWwE T
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FATU Y2 BEEMAET L. EBRICE, PR
2~3HH»H HRHERD 5 VI3RS~ 108
T, Wikt 7y 25yare2kbsdasz
L, 7uF AR50y ORERERICOWTIIR
M, Wik, BELEN DY, HkickhXFE
ETHhD. HIEIBENBEHZZTHLEND
D, L2d&miraiHsss,. Furyrzsay
fEAANIARTIITRI N TRV, ERE
BTd» 5T HICHEMEM L (uterine first-pass
effect), LRIV ELMERLBVWEEZI LN
TWwa, 7uX 25 rzats Ve ERE)
LRI ELHELHL. EROROT 7 X
7 a v BANIFH LG < AR M A B E A
BohhweE SN TE LY BREITEn
cronized progesterone D FE [ 1H 5. 537 0 # X
7aYHELRIFOMEERT EAE IR TY
2% FaX A5 v FRERICUNETH S
CEICHLEWRL, ZOMTEEORIE TR
50% & bbb 2%, HEMBIOWTHETW
AEHIZHLITEVETZHMED S WD,
@#ERBRIGHE B ) HCG I ER - =W En
WLHIZHEPLTwa 70, LHL T ¥ — Lk
HELERZRET A LICXY, Turyrxso
YRIZAbMuS Yo EiRd. HCG & LH
EHANMApERIIAE S, AWERIOEED XD
5@V, RO HCOG #i:1E, PESRE 7 B 913,000
~5,000IU % ¥, K HIC2~3EEE k5§
52 ENZ v, BABEARICBVYT, &AS
fR 8% % T & % MMP (matrix metalloproteinase)
DRBIHBHIM L T B A, HCG X Z D MMP
BABLUO~r 07 7 — VEEZIH L MMP
4 ¥ & ¥ ¥ —T»H % TIMP(tissue inhibitor of
metalloproteinase) BEAE 2 RH#ET A L2k,
HAZ B2 OLHBETHLHME IR TVEY,
—7, EEREZETHHAETIIHCG 237
FATa YEEZRBT 500, HEBEEL
R TIZHCG FBICH L7y 2 5o VgL
PROLNT, HCG OAERPEICHRZZHEZ

HpEfaEs2% 8 %5

HbH 2P,

QOPESN % 56 1 5 HEIN BT O K FSH AR B A58 4k
BREAEICHS LTV AT EENBV & »
5, FEFIZ X Y HMG (human menopausal gona-
dotropin) R 7 2 I 7 = Y ZHWTHINFER %
THIDEERNEEZEZ OIS,

HMG = V7 PRI ClE, 2505
DODLANT VA —NVEEILL ZEEYE/
PHOEFITHE) ERBET, S5
FIREE B (OHSS) R L DV 2R 2 b dh 1,
KHESCHEE, WEke RS EOTRHLE
Ths9). E£7: HMG HEORE LiX LITE# Y
DEMZRD LA, RMICBISEIA b
FURBVPEABITERED TSRS
D, ORI 7ayr 250 YR HCG # v
72 luteal support D PEHALEE 72 5,

HAEEALIIH L, HESHE S 2713
7 x r50mg = 5 HM G352 FEBsLIELIE
Hoebohd®, 7o 7 YEHKETHTOHR
IR My ERIICE D, GnRH B 2 R4 L
FSH, LH #¥M¥5Z X1k Y, ®EHo 7
FATUIYRIAMT VI — VOB RT.
703 7 x YHRETIEERE A 12~ 14 H BHESE
L, luteal support ZHEL LW I L% W0,
WA EMICBIIA 703 72 VEDOR
AR, 7urxyo g%t vwbhT
WA, Rl 7uIvryofzA oy s
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Abstract

This review discussed recent findings of scientific basis and treatment for luteal defect. The primary
function of the corpus luteum is secretion of progesterone, which is required for maintenance of normal
pregnancy. Luteinizing hormone (LH) from the anterior pituitary is important for normal development and
function of the corpus luteum. The mature corpus luteum is composed of two steroidogenic cell types ; lu-
teinized granulosa cell and luteinized theca cell. Angiogenesis mediated by vascular endothelial growth fac-
tor (VEGF) is an important feature of the luteinization process. Phosphorylation of steroidogenic acute
regulatory protein (StAR) resulting in enhancement of cholesterol transport from the outer to the inner mi-
tochondrial membrane appears to be a key step in LH action of progresterone synthesis. If pregnancy does
not occur, the corpus luteum regresses (luteolysis). Although the role of PGF: in human remains contro-
versial, local PGF: and endothelin-1 may be mediators of luteolysis. Down-regulation of StAR appears to
be a primary site of negative regulation of progesterone synthesis by PGF.. Loss of luteal cells follows an
influx of calcium, activation of endonucleases, and an apoptotic form of cell death. If pregnancy is estab-
lished, continual secretion of progesterone from the corpus luteum is required to provide an appropriate
uterine environment for the maintenance of pregnancy. In the uterus, progesterone facilitates implantation
and maintains pregnancy, by promoting uterine growth and suppression of myometrial contraction. In
early pregnancy, human chorionic gonadotrophin (HCG) directly stimulates the corpus luteum to secrete
progesterone until placental steroid production is well established. Normal luteal function requires optimal
preovulatory follicular development (especially adequate FSH stimulation) and continued tonic LH support.
In cases in which luteal defect is presumed to be a cause of infertility, inadequate progesterone secretion is
believed to lead to poor secretory endometrial development manifest by a delay in endometrial maturation.
The underlying causes of luteal defect may include inadequate follicular development, inadequate FSH se-
cretion, abnormal LH secretion, or an abnormal effect of progesterone on the endometrium. Controversies
regarding the concept of luteal defect have revolved around issues of diagnosis, endometrial biopsy versus
progesterone levels, and treatment, progesterone versus clomiphene citrate. Based on findings that low
FSH values prior to ovulation can be associated with luteal defect, it would seem reasonable to use clo-
miphene citrate. Clomiphene citrate is the first choice of many clinicians for the treatment of luteal defect.
Because there is a suspected deficiency of progesterone in luteal defect, exogenous progesterone has been
utilized. Vaginal administration of progesterone accomplishes targeted delivery to the uterus without pro-
ducing high circulating levels. The micronized progesterone could be a potential drug for the treatment of
luteal defect. Luteal support is thought to be more imporatnt in IVF cycles in which GnRH agonist is used
because of the poor development of the corpus luteum. HCG improved pregnancy rates in IVF when GnRH
agonist was used. Progresterone was also beneficial for luteal support in IVF. However we prefer the rou-
tine use of HCG in IVF cycles, but recommend progesterone for high responder patients at risk for ovarian
hyperstimulation syndrome.
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