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p 7 147 & (spontaneous abortion/miscarriage ) & 1R 4 # 20 i¥ 2w 2 PS5 248 £ 0] 3 500g
Fl2E A %L F1E I REAIMATA R > F A K gL 1520%' FHF A Z S i F1A P A
¥ 127w & (recurrent pregnancy loss, RPL) » % 1-2% 47+ &, 5 RPL** -
&é(mwmmmmmB);%i%miﬂm7ﬁﬁ&ﬁ’*“ﬁ%iwﬁzm%,%i
&9 10-15%° » # ¢ SRS BHFEL I LA RARAE G H AN SR 0 RGP
CRERzER . B

SN ERAR R R RS

@RI APRBEFS 0 X 9 F G 50% RPL A 545 R e 0 T ik F) 3§ il
BE RS P A RE AR fRLE LR R

oA g A AR TG TARE e Al- T (hypothalamic - pituitary - adrenal
axis) i % F 1~ I (deciduas) Hab ~ P S A T E R C I EESAH S S
?F\k\:—’?‘ FRE R AT - B SRR G PR AR L (FR) forek
HHIPEF LT o0 MR w frF gRARELT 2R LP40 ERAB A0 P wHiE

Wmﬁ"ﬁ’mﬁﬁr LT TP g AR § A IR G TS B H b -

(=)~ 3 @7+

BEASDF2 A7 R 2B B4 > T0%IR 2 4~ (17 rimester) i A £d %
dRBR Y rorid s> HY =24 J 4 (trisomy) 7 50% 0 H 4 ¢ 4 (monosomy) ¥ ¥ L if
A Ui (turner's syndrome) &7 25% c H - AFBFROE SV RBISAE > R EEREY Y
foif % at8) (2" and 3" trimester ) i & Ap BE > Gl 4eid @ 1 %};:}?a ® % ¥ % e Factor V Leiden
R 8%ng fEAF F AAT] AL BT F L SRV w4 2-3 B RPL B 4 F
2

FEIFRLEFFIFAF AL SN - B E R T dotsiE & Fowd IL- Bk
By ZFERAF 0 2Ed WHE TSNP ES AR AT R R TP i
o 8T 7 48§ 7 'L o 2010 The New England Journal of Medicine - % < % » a‘ﬁﬂ v BESRIL
BRAFRRIES A LR @ L AR v ED OB ERAE PR RFFRT
ﬁﬁ{ 9,10 |

(=)~ 3 g%ms
15%7 RPL £_4 + g "2 54 2 Foerig A o A A SATATEAS 4 AMA Y WA ALY >
TS ﬁp’i}g :

13 ¥ R (uterine sepra) SR F D05 SHERE S IH AL B
);?i mvg‘ﬁi?;2538%a K}}Q}?k%ﬁﬁmé:‘i:“ip‘i6o% o/
ﬁzﬂg’]E?Eb?%}%}f@;y”lﬁé_@i—TKiqﬁFﬁg6°

2. & ‘% vus (leiomyoma) @ + ¥ AR4°T 9o (submucous myomas) LUl PN R
Im PR E o %J“»‘ 40% c#% +'2:gfi. AHE AR B MR g jf: %= 3 ( subserosal
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T2 ¢ RBIRE - FF e (intramural fibroids )
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3. 3 ¥ P ki (intrauterine adhesions ) : & 2 ehp F]2 & Kk p >3 7 2 “Z]:‘,th’ T4 u/]e e

il G A KRBT gL A e N RT AR “fﬁ* fi'x}%ﬁ] (basalis layer )
B3 b FIRBRREET PR PR TR S RS PRI AE > FR
PR RIMenF IR A > ARG AP R R FFESZA R o

4. ¢ 5B 4 7 2> (cervical insufficiency ) : 2 4 2 iRE ¢ & F -+ §F Far (i KA %

3k RPL -
+ ¢ Mk 4f (endometrial defect) @ F1 ¢ F 3B F F frio B v m T oA g 2 RPL® -

4?@%#&#5#&gm@ﬂm4uft

RS TP RS A g D o B R B R TS AR aE o R
5t pF (thrombin) #+4v » L5 -3¢ F Bt @A F & v kf2p5 (matrix
metalloproteinases, MMPs ) % 3% > R+ g 4 & 1* 2 X985 LA o

2. FRERIFE e X RE I RES R ERFRE > BaE A % (oxytocin)

LR A F 4 W7 9:]1-,% (prostagladln, PG)E2 F2» foivjE §-v 4éipcfis (myosin
light chain kinase ) » iz 4t 4 & AR 2 2 & 3 > FiE S # 2 BERE A 5 008 kR
s+ § Fximez gk (cytokine) ~ 713k {3 3-d B# (collagenase) & 4 - 51Ac+ g
e 78

fOATE T ER 15-60%0 RPLY > o ¥ i3 @ 2 b crn g dp b 2o I T EP S
ASICS N S-S <g]
LB - AT T & ${2W$?%$ﬁ%@’%i%&ﬂ%&éijﬁAk

R EFRFOPIFANASTLIBA S RA F BT HHEF 0 BIILAZ RS
SR ) W A I ST O R
CTORMLE WA A s ¢ R Y R RAUEF 1 BEdil (antithyroid peroxidase antibody,
anti-TPO) kR BB % HRIRE 4~ ¥ cin & B3
. % HH 2 & (luteal phase defect) @ f/k % R 5 & ;& H (secretory phases) #i— 4k 4 &
(<10days) > Flo* Fopk - ¢ 23kt 4 = F]F AERE 2o
5 e §og i3 (polycystic ovary syndrome, PCOS): &3 PCOS e~ 5 20-40%
sS4 ing M TR R FE 455 2 2% (luteinizing hormone ) il & 3%
4% % & g (hyperandrogenemia) ~ % %% % "% w & (hyperinsulinemia ) ~ 5 § p ¥

ﬁ‘hb J‘i;‘r.?;t'frw WL, AR Frtr S D T DA F » 7 * metformin s; PP &g "5 X A 1
. #8352 & (hyperprolactinemia) @ i A ¥4 e f E P A BB 1 BRI LR

GRA K- g A g F a0

iﬁm@m%ﬁ#%ﬁﬁgﬁ@ﬂﬂfWM@%%&?J%%@&%“{ﬁ*&éﬁ

3



f0 2 e FRER

IR F] (e S e 2R UL ek (pituitary adrenocorticotropic hormone, ACTH )
cff > T A I ”ﬁlli % f% (corticotropin- releasing hormone, CRH) &+ 3x >
@a e d awpl A BT k0 BRES b S AR

(z )~ LEFF+
Aok B T i 2k A R F1F Uk 5 ¥ (Antiphospholipid syndrome, APS) > H & ¥
iRk 2 IR R H R 21 E ¢ 2 sl e RPL oo o] F RS R o M%m”*”mﬁ
TR LR LR A R aRmﬂﬂAwﬂ,SJwMHBFAm;%3+kﬁglﬂsnﬁdﬁﬂ
Rl (antlphosphohpld antibodies, aPL) # - Mic &2 5 {67 3 Biifg Bt b FH 2 F h
Rl HY o B AP RN DR AR (lupus anticoagulants, LA) % Fu< g 75 88
(antlcardlohpln antibodies, aCL ) ; # 7 7+ & SLE e~ 4>  p¥5 LA ~aCL % ﬁk BRI A e
@ LA, aCL frin A b B2 > LA 842 & <3 aCL e % § aPL # & § ,{i ARG
@45 g (4ow i Factor V Leiden R %) #-k Wi 22 5’31’# Fox I RBPFAA
TR fors g BB Ty B % A% i heparin {- aspirin’ & # * <4 3 § heparin {r aspirin

i} - , 5 1
a3 aPL im0 ay 59§ P 4o PAYIEHE A S 8,

( 7 )~ H# 7+
%\yu‘uﬁ @ F] S T
B& €542 h 3 it A R 4 & 35 Ureaplasma, Chlamydia, Listeria, Mycoplasmas =
TORCH ( Toxoplasma, Rubella, Cytomegalovirus, Herpes ) > 7 i1 F — fiilcs H 4R #EF
¢ #® RPL> * 2 £ 4 434§ cnRPL™ -
2. “FPE ¥ 5 T 't (Decreased ovarian reserve ) : FSH fr#¢ = A% (estradiol ) JE & &% = =

=l r'g ) %\, 77— cp A &mﬂg (Oocytes) mw%‘ri ﬁ'{.ﬂ IUZ ]\{‘ y F %J—(/\‘ﬁ: 19 m]? 4 ?{

S8 At 6 WG T
1. B % : Pseudomonas, Staphylococcus, Streptococcus, Bacteroides f= Enterobacter ¢ 4 i&
- BRSO R B anfiv o & € A i8EEq ' (phospholipase) A2 frp & & 0 flES
;e v]f-c%fﬁ °
BN IR ECRC T R et Y A TR R A s
SETE NG M & N L

Z AR

(=)~ Pi ki

Bt R FAERY LA Ra v hil g o S R E RISy T
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1. Progesterone

% 1% (Progesterone) * fLi B4Z % » P (s > v § 7’3»-@35“’?] PoE AR LA
R ‘s'vi@ﬁ?] Pop BEATE A G B o fLE PF > progesterone § ¥ R IRk TR R
% (GnRH) AT AR & @ e ehif 5 0 @ i@ 2 o 4 chLH surge 45 > 0 Frflipie cns 2 v
VA SRS IEE P A e FRARRTARAEAIHH I B EFENFF TR FF PO H A
# (proliferative phase ) #& % & s @ % 4“7 F K (¥% & o ¥ ¢k > progesterone~ ¢ = § =+ 8
PR SEVE PIINCEUEEe S

FrT L EF @S LH gugs > & %Q,T&g 4 i progesterone * R E 8 ik 4w o Fh 2
VARSI E Twiﬂﬁli,%r% (human chorionic gonadotropin, hCG) X #-i7 :xfE 5L » & 72
35 4§ 3 < progesterone 5 1R E 8 ¥ (s o F T = RN e B 4niy P {7 4 i progesterone K BL3F
HE o LB 4= ¥ progesterone 4 iaH KARILE Hid 3 p FHILA PR F] 0 T SRS
“?7? SEER RN B G TR Al e i - el 120, g gl gk B s B 3E % A% 75 o Progesterone
WA G vk AR~ A R s IAE R 2 Skl (micronized ) v PR progesterone ¥
S AAEAT REE

Progesterone: L% % $c 5B > @ i@ * Fivg — & RA L DFEI > blhoPF R H
Fape > & % progesterone ¥ it TR P F MR AW E o ¥ b IR AT AIRE A DR 2
progesterone: % 5.7 iy &2 55 2chd A B & ¥ ApM 0 A 4 A T A (hypospadias ) ¢k ¢

> e

N

- A B0 AR AR A KA P E AN B BEL LN TLES
HLpMrnaehd mRBAE 4 TG G 0 Fpt4o2bl £ 5 progesterone B F I A E Rk & A
Zi=4p 7o £9 I+ > progesteronelt @ * 3 AL E o RAd WA AR E 0 UE ATk
G TR B R A b ) G S5 0} AR LRI TR RET B X 2EoR

3L o

2
o=k R

Rulg
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2. Dydrogesterone 42021

Dydrogesterone &_progesterone:9= 48 £ $f = (stereoisomer ) > & progesterone 5% ¢ & &
FEEEa A o v o3 &R hprogesterone AT i ERAE R 5 0 v H R g A8 ]
progesterone =5 14 » H %5z ¥ progesterone=10-20#% o Dydrogesteronesv JR4 487 * F 3 >
Bin AR T A€ Frd T L0 Tiﬁlﬁh ( pituitary-gonadal-axis ) » )¢t & 2 2R E & H F
T I oA iaprogesterone © ¥ ‘b > dydrogesterone¥tprogesterone X f8 £ B EHE M > F B H @ 4
= eF 4P je % (progestogens ) > T X PpitE (estrogenic) ~ 221+ % (androgenic) ~ R E &

(thermogenic ) % ¥ & ¥ #F Ff% (glucocorticoid ) sEfd » #1102 € 2 24 H s 2 ARIFH chiF
o4 RAEERBDAARTRY > LTRARY P { S EEDE P kF o Dydrogesterone
“,/]E TR RE o L AEF A F PR e ’Jﬁlﬂ’“—'}fg (adenomyosis ) °

Progesterone {v dydrogesterone £ % I c3h & * #8 4 & F B4 > & progesterone
dydrogesterone 3% T o o H T kAT A 4 chet 2 3 E e ¥ F]5  (progesterone induced
blocking factor, PIBF) ¢ & cytokine e 7> j& % 1 3] T #f 24 ‘w2 5% (T helperl-type
cytokine) # % 3 % 2 3| T # 24 sm#z 45c% (T helper2-type cytokine ) - i ¥ ¥R % F #3H (T
# 11 Thelper2-type cytokine (4c IL-4 ~ IL-6 ~ IL-10) &34 o ¥ ¢+ » d 2+ PIBF ¢ %7 p 2R
B iz end SRt o FIPUARIL G e A drdl T AR Mo s 82 @ chp RS e @ T AT
A e g 4202,
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3. A RE AR fwig'%;‘;&;% (human chorionic gonadotropin, hCG )

T ¥ REPFE 103 & 2-3 2 hCG & ¥ ;fé&:gﬂ - BT Aa60-70 % fsiE P g g
& 100,000 TU/L ; £% 4 p 854 »hCG &€ £ "% ~ o ¥ ¢t » hCG it ] progesterone
SR BRAASBRRER S ARRET AT UGBS HIEA 0 2B H R R
PREDRHAED T L e ey N R T FEES 2 RE D F RIS AR

FRARRERINTRT

4, A FpiR s fﬁ\'ﬁi’i?;‘;&% ( human menopausal gonadotropin, hMG )
Fan S E LB AT g A o g e @F R BR Y G FE-
gury e

Lo T mAY B2
5 B | REME | #* 8 | duration B icw
Progesterone f£ig | 25-100mg | LHsurge | # & * F|4f | L5 ~ Post-oocyte
| qd-tid f3x# | 3% 10 |retrieval
* ‘J 3
§ Frpla
ép
i | 90mg qd x Bg2RTE &~ \2%’ i i A
e | 5 days VUB s AR R S R

o~ B vl s BROF S
B pERIRE - 615
ROR ~ FE R

Lp 12.5mgqd | - £ | ¥ @& % IR

R s x2weeks | @ # 5% 11 1%
micronized v JR | 100mg T PR | B IR R ~ B P~
progesterone bid-tid Z%12% | HER -9
23 | 100-200mg
bid
Dydrogesterone v PR | 10mg gk IR | kR
bid-tid 2% 203

A BY R Lt el 9;11,/%{ s ph TR et = ;L*
% (human chorionic | ;i %+ | ¥

gonadotropin, hCG )

LR RS IR | e WAt
#c% (human e
menopausal

gonadotropin, hMG )




LAY LR X

@* PGkt AR IR Y ) F A e %*’ TU MBS AB ) R A TR
FEE R AR /e WECF AN EHEFRE T ARFAEEARIGF A OKA
é’f’l%gf}ﬁfl‘io’—"'r’fnﬁ\z’%?fré"" EO A I R m—;fé%,{}ﬁ;’ YRGB ZaER %SFFFI,@;
FEEXREM TP p B e > 7% B n@r w3 g p REPILTEF LA R BF -
BFEFEhpa FEE sl R o3 l‘ﬁ—"’rﬁé‘m(%_ ) & & B-agonists ( ritodrine,
terbutaline )~ #r f& 4% ~ 47 4+ 17 i 12 %73 (nifedipine )~ # 7] ﬁt & = p#$r 4] # (indomethacin ) ~
oxytocin % #3544 (atosiban ) ~ Nitric Oxide donor (mtroglycerm) W (T* doB) - P o

Nitric oxide donors

=

COX inhibitors

1. [ 2-agonists: ritodrine, terbutaline 7.24.25

B 2-agonists frX $8'& & & > & it adenyl cyclase » & ATP & % = cAMP » #& myosin
light-chain kinase 4 /& it » @ % i3 § vk mﬂz%ﬁ* o [3-agonists iy F Px'E M= WA F Hh e
Ra v vt WeBiEg oo M B FEE Rk IZL‘ LT L i A LW
o b 0 # TR FL 2 pede B 0 F]U Sagonists & R P TG w B B S AERORT
F172 dehAdE e Tobo P AT B34 LIRE Eﬁﬁﬁﬁ»iﬁmfg* el R Rl B
PARBS FTRPHBIME - PR DX NELFR -

2. Fnpiss
Frpadf B lmre P ATAE S A A R mre pATH S R R F X0 @ e W R 1 T
myosin hght -chain kinase /& {2 > 8@ §F 8 3 FoledF o o 1 S B A R ah- HE AN B
Gy XA GdeoutEd B IER 5 - BTG kBRI 0 g B
BB 2 g = :: s F]pt B ﬂg?jz,gﬁ;xz_rgﬁgw %Q\.@“}?;‘,oﬁpﬁ 44@—1 e A4 ;; \_:pf_‘;—‘F N
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PR Rk o e W E TV ar i 2 FIN%E (deep-tendon) K Bt 4 s efe ek { BAE Y D
W i 0 R ATEE R ECH e PR Y o B BRI R A e R o g
fade 2 & 1 * 0 & pye@m 4 ,ﬁ"‘ﬂf o

3. ATatT i if %) o Nifedipine”™
AT TS 3 A PR WA RPN S SR o e o R e dm e pov ]\ 4 (sarcoplasmic
reticulum ) 8 14T HT > re N ATEE S kR E M onk ed KRR PRERA T > A R 5 7
VU SRl o BB ATHT FLETRI RS AW AT AP F LS ANZRE 3P F oY
GTEATE S A e F g RS L RRE R D s FR A b o SEHET I T
243 ,W%?ﬁ¢m§~ﬁH~%m@~“ﬁ&AHjﬂ§Wﬁ}°ﬂ$;ﬁﬁﬁ%
w b R MAR 0 ARG E T [ AR M SR A o

4. 7| 9:}1-‘% & & fF (Cyclooxygenase, COX ) #r#1]#| : Indomethacin’**

7| :]1—‘% Woelmre pATEES cnE A ERF P T 47 o COX & AR A T COX-1
% COX-2 » T it #- arachidonic acid # % = % 7| 9:]1-‘% Hy o COX-1 % 3R fedi®i ~ & g 3k foin
B2t > HF R COX-2 &t ¥ A AN S APF > & € B F 4 4 > 2LEH/ P rd] COX &
S ] COX-2 $Rae gl & A > B @ oK 1 * n#Epe § 2 25 3% M ih indomethacin
aMQWMmﬁ@%Mmeg?@ﬁoﬁawéﬁﬁﬁW$w%AWm%§¢%u@g~
ERE R GRS /}{ﬂ_f)]% Fiodan AR ¥ FRERFTS48 ) pF o
?E‘E%ﬁ"’égi’ﬁ”(‘%?ﬁ B (1 7% R)~ % XKL o pLFES S G
g;)]% NS o Iy SN /g-}%a /: p:U.:‘FT °

5. Oxytocin % 4= 44| © Atosiban 2+*%

At ¥ ehd & 4% 0 oxytocin 3% 3 phosphatidylinositol triphosphate (PIP;) ##% % inositol
triphosphate (IP;) » IP3 frﬂ”*?‘ v ocngen B L REMHS BT e T kT F e &g o
oxytocin % 454 H & oxytocin FEL B SR rF Tk P hxX 8] 0 A Rk dmve AT ARG
Do R T & KT F BEor 0 i@ % atosiban "F M5 & Ak TGt ”’E}"*H* DAL BT
AP BB OMEEE - K D& %‘#M{g (o057 a0 55 AR 2 26
e ¢ * atosiban) > F]p FDA 7 £ 3% ¥ atosiban * *t % #7 o Atosiban g it % & p >t ¥ n ?
‘B4 (vasopressin) X # g Mot - #7- X & oxytocin ¥ 483 FLH| barusiban ¥ oxytocin %
AR e B A3 F 5 BRELM VIafo V2o a5 BliT* 2 #ox 5 0 Ltk
4 AK S B AR E A

6. NO (Nitric Oxide) donor: Nitroglycerin "**

NO f,»+ & /ﬁmf\ 5 0 NO & $fF 4 Rt gk frn ? pA e b oo om gt NO 4
2+ » T & v guanylyl cyclase » & GTP # i* & cGMP » #-v3f F-v ﬁé"éé@;&ﬁfié B RSy
Ty fle I F RHCE L - AT RAT L B om glyceryl trinitrate F A RE R 2 4 & ot
% fv ritodrine £% % 5 ¥ - BTN T P‘»Eé«’;“‘,f VousEAEA A o R Sy RE KRTA 8D
HgFE o Ao EE A SRR M ~ "G E ¥ Y B gt (periventricular leukomalacia) % 3 5
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['J—H%,(,%ﬁﬂw_\ﬁﬁ&—NO)f% * A RS ,73;}7%\,]/1,*5@7,5\ NO +40?§’)§4m§,l]1k”# "’h’fﬂ;
SRR 0 ¢ FERE P s M R A a BRE BF o f a4 B e 3R
REEELRET .

;}me -‘% CA R TEP R A 0 BoRlid R Rk AR B ¥4ark F group B
beta-streptococcus g % °

8. 17 alpha-hydroxyprogesterone caproate (17P) "’

1T # 97 7 4p 17 alpha-hydroxyprogesterone caproate ( 17P) v EF R E X RN A
FoRTRETFEIMEY > B 373532 A ehs ARG B ik > N S A
Hrdl i S 33%E S % Ak 0 ©0 AT D 374 53%?3‘_:&9&; TR TS ST
34T Lent b o

Tk b 2B LE ¥ nifedipine s T v PRF vk Bl ER F A AT FRK 0 B GRS ATA B
BORE o ,B—agonists s AT AR DEL > A RER A o FIRE DB FEER
indomethacin & # s COX #r#]#&| » VAR R " S-agonists { F »x> 3 i * FRIFHLE
PRS2 hg T o i f ATIE 32 ﬁi‘}ﬂ BRRY 0 UEFLERETFH R FEF T RE Y
32-34 i¥ pliEix @ * B-agonists °

E Eid BE Cih A i:
B-agonists v | SOug/min iE IR i s & 10-15 » 482 50pg/min
Ritodrine ifg’ o ig F 3 350pg/min & L E BT ER B
M| Ao P bt 10mg 0 F F ik ok ,L Tekgis v & 35 1 61 12-48
| P
B-agonists A Btiz b aw 30-60 4 48 R 4R * 0 10-20mg q2h-q6h > & <
Terbutaline PO £ @ 120mg/d
o 2.5-5ug/min i FOHF % ﬂl?‘l A0 2§68 & 20-30 & 48
v 2.5-5pg/min 3 4 ﬁ"]’ # 53 25ug/min & £ E TR E
gL pER 2 2.5-5ug/min o dilid 51 AT R+ A B
Hreod £
#20-30 ~ 4845 0.25mg > 7 % R4 BAHE S LT PR
SC | % » ytpFec i ® 34 %S 025mg B 3|+ F %ok Jeig 24
| P
FRphAf IV | 17220 & 42 Wil b4 6g 0 2 (65 | pEiL bt 2-dg A
4T 3 3 3 fE (- ) 4748 E 20mg > ¥ 490 ~ 4 £ &5 20mg
-0 PO | (=2-)%2044%% 1I0mg> VIR* 4 BAE C
Nifedipine




¥ #E ML ii
eT 5:}9;}17‘% & PO/ A7 4o £ 50-100mg 0 2 {8 & 4-6 /| PFX S 25mg
e | .| Rectal ¢
Indomethacin
Oxytocin < %8 IV bolus 6.75mg > 2 {¢ 14 300 £ g/min i# ﬁ%]‘}i IR 2= R
BB IV 100 1 g/min 3¢ 5 #5245 -] P --
Atosiban
NO donor . 1%g%%ﬁ%,1y%@%kﬁﬁqiﬁﬁiﬁﬂ’?#%
Nitroglycerin P - B o TRE24 ) PF s e A ER PFREACIE S B C
IV | ™20y g/min 3§ 5 573

skt X PR GTA s 2R F A R (P RJE 0 A5 B 5 G progesterone fr
dwmﬁmmw°$@“ﬁ43’Wﬂﬁﬁﬁbﬁﬁm%ﬂ‘%ﬁﬁ%ig BB LT 2
Zock o FnATEOA L RFFAFET R OE L R T BAFIRARKS I RT] A
WH AL NI AR R KRB EHR-E G F e o b4 progesterone, hCG,
progesterone induced blocking factor (PIBF) w # JE & ¥ 5 & F % I 2 PRl p 5§ > &3
SR T E . JO YA g E %,3, KRAEAFT R AAE o

EADBERF AP LT RN AR B AE L BRREY S FY s dofe

%bJﬁw*ﬁm&p$XEWiﬁ LE F R o

B ek
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