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In order to investigate the role of progesterone in the maintenance of pregnancy, an
anti-progesterone agent, RU486 (RU) was injected subcutaneously into pregnant rats on
day12 (D12), and morphological changes of the uterus as well as endocrinological changes
were observed.

In all rats injected with RU, abortion occurred with macroscopic and microscopic
intrauterine hemorrhage and degeneration or delivery of conceptuses. Endocrinologically,
the levels of progesterone decreased rapidly 48 hours after the injection, while the levels of
estradiol showed a tendency to increase.

As progesterone is mainly produced by the corpus luteum but not by the placenta in
rats, the decrease in progesterone is suspected to be due to luteolysis. Then in order to
clarify the mechanism of luteolysis induced by RU and the effects of progesterone on this
phenomenon, the dynamics of the luteotrophic factors (estradiol, LH, PRL) and specific
binding capacity of the ovaries to LH/hCG were investigated in D7 pregnant rats treated
with RU 1mg/kg alone (RU group) or with both RU 1mg/kg and progesterone 50mg/kg
(RU+P group).

The serum levels of progesterone in the RU group decreased significantly after 72
hours of administration, while those in the RU+P group remained within the levels of the
control group. However, serum levels of luteotrophic factors in the RU group did not de-
crease, and some of them were even higher than those in the control group. In the RU+P
group, luteotrophic factors remained within control levels.

On the other hand, the specific bindings of LH/hCG to ovarian homogenates decreased
significantly after 72 hours in the RU group. But in the RU+P group, the specific bindings

were kept at the same levels as the controls. Scatchard analysis of these results disclosed
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that in the RU group, both affinity and numbers of receptors decreased compared to the
controls, and that in the RU+P group only affinity decreased transiently and afterwards
recovered quickly.

From these results, it is concluded that deterioration of affinity and numbers of
ovarian LH/hCG receptors seems to be one of the factors which induce luteolysis in preg-
nant rats treated with RU, and that progesterone can spare the effect of RU on the corpus
luteum during pregnancy.

®

progesterone 1%, T XTOMAIEIC BV THIROHERFICHERAIRTH L L ENTWDE Y, Z0D
VERMERE, TERERMLZ DWW TId, BBHERODH S L 22 THEDH S, FENBIZBIF % prostaglan-
din EEAEHIF &, RHOEE, OV TR FEHOFERDENSROEELEATHL S £EZ5NT
Vg e,

F v N OEFRIC B W TEF O %8 U TR EAIC L D progesterone 2SEEA, 7SN TW» 5
MY, ZOEEOBERE, TEE, IIH, H203MHEEHED luteotrophic factor DRIFIC & -
THER SR TWw 3,

4, bitb i, preliminary 72 EE& 12 351> T anti-progesterone #|T®H % RU486 (RU) %1l
Ty MG T 2L, WELZFISEITEND T, BFREROETL2 bERT 2 2 o2 5RL
720

22T, T v MEREEROHEREREC 51 % progesterone D&E 22 B CHIRE T HED 7
v MZ RU4865 % \» 13 RU486% & Uf progesterone %45 L, luteotrophic factors (LH, PRL,
estradiol) O FEFHEES & ' Z OFFHAD F 72 % luteotrophic  factor TH %, LH X3 3 IHD
receptor DZEALIZ D W THRET 202 72,
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1) Fwv b

8 ~12:Ei D Wister o v + ((KE200~230g) Z[EROMET v b L DIREFEEIC LD HHA
fix87, B8l a.m. 9 : 00ICHHEE CHE smear ZFHLL, sperm #7®7/zH % Day 0(D 0)& L7z,

2) RU486 : 178 -hydroxy-113 - (4 - dimethyl - aminophenyl) 17« (1 - propynyl) estra-4,9-
dien- 3 -one

progesterone receptor \Z&f L T, A&#i3 progesterone @ 5 D FHAIE% O anti-progesterone
& 9, Roussel-Uclaf # & D}t %2 ) 72, KFIE50% TS5 / — )V ICEEEL TO0.4mg/ml 12 FH%
L, EHHFIE L TRV,

%8, AHE|O RIA I2B1F % progesterone & DRZERIF0. 1% K ThH - 72,

2. A&k

RER |

FIEZ v k@ Dayl2 (D12) @ a.m. 9 : 00~a.m.11 : 000 iz RU486(D10mg/kg % H B £ D
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BETECTREL, 2n% DI2-RUBE Lz, 7[RRI DI2IC50% TS / — LD HERS 1B
% D12-control & L7z,

5124, 48, 6HFRICHIEHERIC &L 2R &, MEDEROER 21T, FEOME TR
o7z L FEIZI0% RN~ ) Y TEEL, H-EQREEHL TREEL T, 7, FRL MK
WE B MBS L T, —20CTHBREL, BEEDIVEBEFEDIEIRE & L T, estradiol, proges-
terone DPIE T2 072, %8B, 7v MNIEE, SRlin=4~6 & L7z

xER2

EEDA 7Y 2—N% Fig. 1 1TR L7z,

EEi1 LEBEICDay 707 v i RU 1 mg/kg ® % i3 RU 1 mg/kg & progesterone 50
mg/kg #&5 1L, #h¥h, RUE, RU+PEEL, 50% L5/ — VO H%ESE L7IEE% control
Ll FRNEFNDOEEDT v b 2H&RE51%24, 48, 72, I6HFMEZICHIEERIC L » B L, BIME{TxS
CEFRCEEL T, 7E, WEOMEHETR o 7o, FEL 7 MRIEE b ICME 58 L T, —20°Cic
THEERE L7, HLLTEREERHEIE L 2%, REOHELERD:OICYIFL THREL T,
O, BEHLCBBEENTEEIVAML Cu2b0RRELE AL LI, £/, Bl dsh
TOLREL H 5 OBEREE L TIZTFEED deciduoma D EEE L7z, B IEREHER, 2
7B —60°CTHBRE L 72, EBRICHER LT v MU R B, Sfin=4~6 & L7z,

D7 24hr 48hr 72hr 96hr

RUIm&/kg
RU
RUIm&/k8+P50me/ke8
RU+P ‘L
50%ethanol
control \L

Serum:luteal function:progesterone
luteotrophic factor;estradiol
LH, PRL
Uterus:weisht

0Ovary(2000g pellet):LH/hCG binding
Fig. 1.  Experimental design. Pregnant rats were devided into
three groups. Rats of each group were injected with RU
1mg/kg, both RU 1mg/kg and progesterone 50mg/kg, or

ethanol only for control and were decapitated at 24, 48,
72, 96 hrs. after the injection.
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1) RILE BIE

[0 estradiol, 7% & (NI progesterone DEIEF 3 F ) +EHEO RIA BIEF v b 2BV TiT%
-7z,

LH & prolactin (PRL) ®#I5%E & NIADDK & b #:5 %% 177 NIADDK-rLH-1-6, NIADDK
—anti-rLH-S- 9, NIADDK-rLH-RP-2, NIADDK-rPRL-1-5, NIADDK-rPRL-anti-S-9,
NIADDK-rPRL-RP- 3 #fw/z RIA IC X VTR o7z,

2) fHERBm"

EE L 7 DN B O %, PBS % A\ T homogenize L, % ®M2000g pellet # PBS T 3 [EI¥tH L
T receptor 2@ £ L, % hCG 2RV A EBRICHE L7, 20 pellet Z 1 tube H72D 4 mg
protein £ 7% X 5 ICHEIL, Z 12 [-hCG (40000cpm) % fil1 2. 721, hCG 230, 0.75, 1.5, 3.0,
6.0, 12.0, 24.0, 48.0, 100ng/ml DIEFEIC% % X H WML T, PBS Nz, @& %1 ml &
L1z, EET, 4O incubation 2177\, &Ik, YD, %O pellet O radioactivity % y -
counter 2 CHITE L7z, 2%, hCG #100ng/ml fil 2. 72 & ® % non-specific binding & L7z, %7z,
Z DFESFEBRORE R IZ Scatchard BT IC THRET L 72,

3) BREMRE

BEZDOMIE T Student-t test IZ & 572,

153 &

I-1) DI2-RU B MIREAY, FRBFHIFAR

Fig. 2 BIRERFT R 5 L O H-E @ L 7 75 OMBTE OMMBAT R A R LTz, a 1385452415,
b 131544805, c I3RS RIREHOFIR TH %,

WEREIIZ A 5 &, &S H2UFH CIFENCBE O SRBMERD 2 DA TH 20, REHA8K
T ABOFENRISH Y, RE5HBRIEH TRTERFRORMY L NEMOEEIRD o i,
F7z, 96HFED b D TRE—HOABENFEHEINT L L D LD STz,

F 77, FEMSEACIE, REHURE TS » R MEDRTRIZRD ok ns, BR5R48FHET
1% retroplacental hemorrhage M 388 517z, & & IC#5%I6FEHEIC 24 % & conceptus DA,
N B W IFHEEER D T2,

1-2) DI2-RU B2 $ T % estradiol, progesterone NZAL

Fig. 31T estradiol DZAt (mean+SD) # R L7z, 28, AEEOBRE X ZNENORMICS T
% RU E£ & control & DRI TITAR 572,

estradiol & RU #2524, 48FFfDI T control IR L THRICHEMETH > 72735, 96RFRIC
I control DEIZIE L 72,

Fig. 4 I progesterone DZ{b %R L7z b DTH %, progesterone 1& RU &5 £48/5H & U KT
fEmER L, BEHICHFIICIZIZIZIEEL g TREL 7,

2-1)D TIZHITBRUEE, RUHPHODFETEENE L RESE

Fig. 5 3 Z N2 OB TOTEEREOZE (mean+SD) 2 RL2bDTH 5, THEEI RU
BET control W IHIE U T 544800 & 0 (B TEM 2R L, 72, 96T ERICIET L2, M3,
RUA+P B T3 control & IFIZEPL - FEEEOEMERL 72, BE5HBREMLIED 7 v MiZDow
CTOWERIE RU BETI366.7%, RU+P# T control ERIL L 0% TH -7z,
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Morphological changes of uterus after the injection of RU on D12.

a:

b:

24 hrs. after the injection.
No evidence of abortion is found macroscopically nor microscopically.

48hrs. after the injection.
Macroscopical and microscopical hemorrhage can be seen in endometrial and decid-

ual tissues.
96hrs. after the injection on D12.
Macroscopically uterus are much smaller than that at 48hrs. and some conceptuses

have already been aborted.
Microscopically conceptuses are degenerated and renewed of the endometrium can

be seen.
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ng/mil
300 estradiol (D12)
D control
] RU
* .02
200 p<0

%

MANNNN

NV

\

100

-y

D12 24hr 48hr 96
Fig. 3.  Levels of serum estradiol after the injection of
RU486 on D12.
All results are presented as meanSD.
*Significant difference (p<0.01)
Estradiol level of D12-RU group were significantly
higher than those of control at 24, 48hrs. after the

r

injection.
ng/ml
300 progesterone (Djp)
* p<0.02
[] control
200t ] RU
100 __l_
E3

D12 24hr  48hr 96hr
Fig. 4.  Levels of serum progesterone after the injection of
RU486 on D12.
*Significant difference (p<0.02)
Progesterone levels of D12-RU group lowered sig-
nificantly after 48 hrs. of the injection.
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uterine weight

mg * p<0.02
3000t E] control
RU
RU+P
2000t
1000} Pt

D7 24hr 96 hr

Fig. 5.  Uterine weights after the injection of RU486 or both RU486
and progesterone on D7.

*Significant difference (p<0.02)

Uterine weight of RU group decreased after 48hrs. of the
injection, which indicates that abortions have completed.

estradiol
[] control

Pg/ml RU
150 RU+P
100 t

50

D7 24hr 48hr
Fig. 6.  Levels of serum estradiol after the injection on D7.

There were no significant differences in estradiol levels be-

tween RU group or RU+P group and control.
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2-2) D TSR ICH T 2IPEBEENEIL

Fig.613# 5D estradiol DZEALETRL7z b DTH %, control D Z ik, BE5HT (D7) D65.5+
7.0pg/ml &£ D %5480 (D 9)D67.014.9% TIZIFHIT LDIRETH 243, T2HFRTIC1382.5
+22.3~Nk ERERLUIZ,

RU £ T3 estradiol i control & IZIFFRRDOZE L E TR L, BE5H%48FFM £ THEIL VL DREHE <
7S, T2RERAITIE EFL T104.2+15.3pg/ml DE — 27 1T L7,

RU+P B T estradiol 1 5-#2480FH 53.2+5.3pg/ml N L KT L, 96RFRTICI374.1+3.7
&, control EIFIERILC Vv~ izEEL 7z,

Fig. 7ZIM¥ progesterone fEDZA(bERL 1z,

D 7DEIE®RERIOHDTHS, D 7D progesterone B 1X76.5+7.8 (mean+SD) ng/ml T&H
D, control TIZ96MFHEE (D11) 121395.3+14. 7N EF L TWw3,,

2R L T RUBETIX, RU486I&E S5 %2405 T progesterone 8 1383.5+4.0ng/ml & 72 D,
control & IZIZFKOENE 2R L 7223, 48K L D{ET Lo, 7205/ TI1358.5+9.8, 96BFRITIZ
57.2+15.6&, AEDEMEEZRL T,

RU+P # T3 progesterone fE 1315424, 48FFRHTIE, FHAL EHERL, L&, R TEL
T, 96HFHEITI293.3+13.4ng/ml &, 1ZiZ control IZ—F L 7-fEA TR L7z,

progesterone
ng/ml [] control
7] ru
RU+P
150 * P<0.05
*% p<0.02
100¢
50t
:" 777777 77777 88
D7 24hr 48hr 72hr 96 hr
Fig. 7. Levels of serum progesterone after the injection on D7 groups.

*Significant difference (p<0.05)
**Significant difference (p<0.02)
Progesterone levels of RU group declined significantly after
48hrs. of the injection. But no decrease in progesterone was

found even after 96 hrs. of the injection in RU+P group.
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2-3) D T¥%5EIZH(1T5 LH & PRL OZE1L

Fig. 8 BRUBRS®HD FEEMEDLHODELTH %, control TED 7 ~D 9 O TLH ik
0.92%0.11ng/ml >50.45+0.07~ L& T 2R T 2%, DI10i21X0.99+0.25~& EF L7z,

RU B T3 LH 13 % 5%24F5 /) T1.12+0. 14ng/ml, 48FFfT1.194£0.21%, Ao EH %R
L, BE#HT28EMIIZ1.45+0.53ng/ml D — 27 IZZE L 72,

RU-+P BETIE LH 131852960512 E 2 £ T control LI A LRUENE 2R L7,

Fig. 93 PRL DEIEETH %, control TIXI5HID15.8+1.6ng/ml 7> 5% 556K D19.9+
4. 6DBTIZIZHEHDEETL TV,

RU B CI3IE 5524051212 PRL 134R 581 & 1ZIZR CEZ R L 72 3 R 55480 & 0 LR 214
, BEBTRERNCI323.045.3ng/ml £ E—271Z# LT, Lo L, control L TEEDER
Zd oo T,

RU+PETII PRL ZRREEDERICH % b DD control & IZIZFRDENE 2R 72,

2-4) GPE D LH/hCG receptor NZE 1L

Fig. 1012508 homogenate @ hCG X3 2 FEEMFBE O AR 2B SHIORRNFEEE 0% L
LT#DEETR LIz, BEH (D7) TORERHBE ML 72 '»1-hCG 1233 L T15.4% TH
57z, control TIREEHT (D 7) »» &% E5H£9685H (D11) 1221 TRENFHESIIHEL, R5%96
ERITIE+28.4112. 1% I L 72,

RUBECOR RGBS IR E5 424 & D BT LIAD, 72, 96KFE#£ Tl —29.3+13.9, —38.9
+18. 1EBHS IR T L 72,

LH D control
RU
ng/mi * p<0.05
™k p<0.02 RU+P
1.5}
1.0f +
051

Dy  24hr 48hr  72hr

Fig. 8.  Levels of serum LH after the injection on D7.
*Significant difference (p<0.05)
**Significant difference (p<0.02)
LH levels of RU group were significantly higher than those of
control at 24, 48, 72hrs. after the injection, while in RU+P

group those were almost in the same levels of control.
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PRL
[:] control
ng/ml

3ot ] RU
RU+ P
%/
|
10} ?
|
-
%
_

D7  24hr 48hr

Fig. 9.  Levels of serum PRL after the injection on D7.
There were no significant differences in PRL levels between

RU group or RU+P group and control.

specific bindings of LH/hCG to ovaries

% —e RU
oo RU+P
* p<0.02

D7 24hr  48hr  72hr  96hr

Fig. 10. Specific bindings of ovaries to LH/hCG of D7
groups. Hatched area indicates the levels of control.
All data were represented by % increase and de-
crease.
*Significant difference (p<0.02)
Specific binding of RU group decreased at 72hrs.
of the injection with significant difference from
those of control, while those of RU+P group were

not significantly different.
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RU+P BETORENEEDEIIX control LIZIZFEIETH - 7z,

Fig. 11iZ5P8 homogenate @ hCG 12X 3 2 #E&EER % Scatchard T L 7R 2 RLI DT
b5, LE®D control Tl association constant 131&5H7 (D 7) 12135.1X109Th b, B5H%96MF
fi] (D11) T®5.0x10°T, RE2Z&fbid3_R&L»nrotz, LaL, receptor iz D 7 D8.5X103

nmol/mg prot, »>% D11(D18.2X10 3~ & @I L 7=,

RU B Ti3 association constant 3552405 & D R R{ET 21, BE5HIHFMETIZ3.5%
10 °& % %, receptor B & 52405 T139.8X 10 ~3nmol/mg prot. , 48FFfITI310.4X10 3L

P LA EZRT DY, 6HFRHITIZT7.8X10 3 ThH Y, BEENCHA, ETFERZRL 7,

RU+P # Tl association constant (315 24FFE TEITET 2R L, 1.1X10°L % 3%, L
L, association constant [##RZ IZ[EIE L, $596FFH Tix5.1X10 ° & 1ZIF control & [FERDE &
%272, THIZR L T receptor #1355 #24K5M THH & 212 EH %2 R L, 31.5X10 ~*nmol/mg
prot. £ %, L L, Z® receptor DN B 5% I68FMEIC 1321.5X10 ~* &, control (D11) O

BEEEBDEP o7,
B/F (x108) B/F B/F B/F
80 Dy Dg D9 On
(d
40 e
B B —B °. B
20
(x10'3nmollmg prot.) F BIF B/F
RU24hr RU4ghr | RU9Bhr
(] B (] B Ul B
B/F B/F B/,
RU+P24hr RU+P48hr RU+P96hr
N \\\ B B
Fig. 11. Scatchard analyses of the bindings of hCG to ovaries.

In control group both affinity and the number of recep-

tors had tendency to increase along the course of preg-
nancy, however in RU group both of them decrease after

the administration. On the other hand in RU+P group at

24hrs. the number were increased and affinity lowered

but at 96 hrs. both the number and affinity were at almost

the same level of control.
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% ES

FEER 1 T3, IEIRHERRIC 51 % progesterone D& EIZEFET 2 72 91T conceptus DHERLE S
THY, DOEEOHRFCINEOEENLETH S L ENT WD MIEIRAPEE (DI2) DF v M
RU 2% 5L, MEOEEEREIT T2 £ & 412, INEBEEDOIEFE T H % MK estradiol, progesterone
ZEE LT, ZORBERU ZHRE LT v F TR, BE5HBSFEICIFERBECHMAEL, 965F
M 3 FEARYS—EHEH &, RESERE SN 2BFLEEI NI,

5, PREMED AT oA FEH D &, estradiol & RU 524K L D, LA EFERTICY
»ib 5§, progesterone 1& RU # GHEHLSET 2R L 72 R T v b D progesterone DIF & A
ENEFICLVEESN, BECRERRBICVBEEINDIDATHL VIO LnoEZD L,
Z O progesterone D{ET &, BBEOEMSCLHHICED S bOTE AL, #EEZOH ODOEREETIC
EoLbprBbhsd, 2%, RU I3 progesterone DIEA%27ay 7 L, MELXEELT LD
12, BAHEEEN LB L KT L, progesterone DELEEIFIL Iz Z Lick b,

% 2T, EE& 2 T3, anti-progesterone I TH % RU IZ & D 2 ¥ HAEKEEDK THWHEZ 2 Dy,
ZLT, $EBBIEDET I, T80 progesterone 253 2 Z LI X VT 2 D& %45
L8, BaEEME D luteotrophic factor DFZEMIT £ A £ 7% <, luteotrophic factor & U T FEMAE M
LH 23 & D KRE2&EI 2R3 919D 712, RU H % i RU & progesterone 25 L TH4 7z,

ZDfER, RUDHERE LB TIE, £ ERRIC, BLAYDZ Y P TREMSEIY, F5
BEEOBANA S NI, RU LEERC progesterone 25 L -8 T, WMERKERT, FEER
b control & [ERR, REHENIHEML 72,

HIABEREIZ DWW T A B &, progesterone & RU BT, EE 1 L[EBRIC, RU RSHBT2EFHLIE
FHHIET L7, Lo L, RU L[FERIC progesterone 215 L 7-BE T3, S HBT2GMI L2 T
b, progesterone DIE T A SN o7z, 2D LIF, progesterone 28 RUIC X 2 HEEZ 7Oy
735 LR, RASHOBETEEOBEETELHSIFRODH 2 2 L 2RET 2,

Z 2T, TIRO ZOEEAD 7 v M IZB T luteotrophic fEFH 2779 & & % estradiol, LH,
PRL 9819izD &, ZDOMHENEE ZNETNOREC BV THANTHT,

PNEMED luteotrophic factor T& % estradiol I3 progesterone & [FIfRICEAMEE DI TH H
%, L7 L, RUBETIZ progesterone 2ME T 212 b b 5 F, estradiol RIET T2 EZ 20t
L% FEMEmE 2R LT, £72, DI2-RUBICB WL TH & 51285 512 RU 580 estradiol O E
R &7z, T progesterone 23IREIZ B WL TIMIO R T 29 % £ Fukuda © O »
IZH H B X 312, progesterone 12 & DHIHEIS T 728772 2 I8EAY RU D5 & 0 D £,
FERBL IR Bz 5N b, BE, BHEICIIRS 2003, RUBOINRIC IZHBEEIc S
DHFKBEIPEEZED 72, RUHP EEIZ BT estradiol 2% control IZHE L TEWER L > TWwa 2 &
L TOREBOEBIEZ 5N D,

—7, TEAMD luteotrophic factor TH % LH & PRLIZDOWTH 5 &, ZDMHEEIZ, RU+
P B T3 control L IZIZFMEDEIE /R L7223, RUBTH TRET 2HEAIIE A60T, LA E
AT 2RSS ZH 6N, Ths DEREEE, YVOEKHIZ RU 25 L TH TEFEEICK
R A L NP o7 LT 5 Asch & Rojas 2%°, Healy @6 Ot & & —E L, RUBICBIT %
HIABEEDIE T 1X, &7 < & % luteotrophic factors 376 % estradiol % LH, PRL O &RIF %
NLTELEDOTE RN EEREL TS,
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% 7-[[EI#RIZ progesterone 512 & 2 EHIABEEEIR T DOB5IE b luteotrophic factor D EAYELIZ A
HT2DTIRHEZIThHb,

T, HIRES v b O Z DR, & bE(I7% luteotrophic factor TH 2 LH X5 %, JIEDKE
BEER TN OME T v OISR L hCG &V THRA L 72, Z DFER, RU B T3S R T28 R,
PRgE D LH/hCG X s 2 B RMFEAEEITEHICET T %25 RU+P BT control & [AfR, BHKY
WERT2ZEMBHSHER DT,

X 51T, ZDREEREDZEAL % Scatchard f#HTIC L D 3T L TA 2 &, RUEETIE, JIED LH/hCG
WZHE B EFIME, receptor BUZBABEIHTH B 2 EWREE LI, Lo L, RU IZ progesterone
EHNZ TG LTI, A THMMESRRET T2 b 0o, 96K T, HAIMH, receptor #
&b control EA UV~ E TEIEL Tua/z,

RU #5080, O receptor DA 1Z Hwang & Menon D M b H 2 & 512, BEEDIRIT
HICAONIHETHH Y, EFEERTORREL D ENDZDOT, Th2E, EFEEEETORERR
ThbdEFERTER Y, LHL, receptor OB DB EHFEEEER TEEO—HRTH-7: LT
b, ZDRHIEICEEOBIETIEITT 2 2 L 3ABTH %,

RU A3\ ah 75 2 BEFE T receptor OB, Db T BEAMFEDRT 288 2 Lic i U TIRIRTE
D Z AR EZ X, Loy L, progesterone ZHIZ 5 Z &2k D o OBRENEIE L 725
EmnS5T 5k, RUD progesterone DIEFIZEET 2 L0k o TELKBRRTH S Z LiFH L
Th b,

L 2 A TERBERICH T 3 progesterone DFEA & L CiasiE (BRK TEB-TEME) 2L TOFE
R (FE-IIHE) ~OERERPEZ SN,

HHEADIEA & LTIE, & M9 IZ 8B T progesterone XK TE- TEED L X)L T,
gonadotropin 12 LH OEBIHIM WM EL KIZTIEROH 2 Z L BFIH T 5 172020, S
DOEETIE, SESEFRIENTE 2ol lw, SRR S Bn o708, RUBSHFHKICE VT
progesterone D% 71 v 7 L, LH OEBISWEZRILS 2 2 icky, EEROBRES|E
I LR EZ 5N b,

—7, progesterone 1%, FEMNE, B3 T luteolytic factor D—2>TH % PGF 2 a ®
PEA W ERHIEIT ABEDOH B IO L HHOENT VDS, 7y MIBWTII, FEHED PG 23
luteolysis IZB5§ % L DI A DTz 50 0H, b L, JERICBWTPG Fa NELSN, 20O
PG D4 1S progesterone 12 & DHIH S Tw 23 E{RET % £, RU I & D progesterone DIEFH
Ty 7 SNEEBEICB VLT PG F2a EAMNTUE L luteolysis BiAF S NI ATREE O BTETE X
V3,
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