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= Abstract=

Human chorionic gonadotropin(hCG) and intravenous immunoglobulin{(IVIG) treatment were
attempted as a novel therapeutic approach for unexplained recurrent spontaneous abortion(RSA).
Forty-four and 3 women with a history of RSA were treated with hCG and IVIG, respectively, dur-
ing pregnancy. Of these patients, serum blocking factor assay was performed before and after each
treatment, in 15 patients;12 cases with hCG and 3 cases with IVIG.

The results were as follows:

1. Of 44 women who receive hCG during pregnancy, 24 delivered healthy infants at term, 10
patients suffered repeat abortion, and 10 women are still pregnant under 28 weeks. Over all
success rate of hCG treatment was 70.6% (24/34). Although there is no statistical signifi-
cance, absolute serm blocking level was decreased after treatment(N=12).

2. Of 3 women who receive IVIG during pregnancy, all 3 women are still pregnant under 28
weeks. Serum blocking level was increased after treatment, however, this increment was not
statistically significant.

Although no conclusion could be extracted from the patients who received IVIG, the therapeutic
effect of hCG is comparable to that of the other therapeutic regimens, such as allogeneic leukocytes.
It was postulated that actual etiology of unknown RSA would be classified as hormonal origin
although combined etiologies are common in Korean women.
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Table 1. Diagnostic Work-up of Each Etiology of
Recurrent Spontaneous Abortion

ANATOMIC CAUSE

1. Hysterosalpingography
2. Hysteroscopy

3. Ultrasonography
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. Hegar’s test
. Past history

ENDOCRINOLOGIC CAUSE

1. Endometrial biopsy
2. Hormonal profile

GENETIC CAUSE

1. Chromosome study(Karyotyping of both
parents and abortus)

IMMUNOLOGIC CAUSE

1. Antinuclear antibody
2. Ant1-DNA antibody
3. Antiphospholipid antibody
Lupus anticoagulant
Anticardiolipin antibody
VDRL
4. Coombs test, S5-A, SS-B,
Antibody screening and identification test
5. Mixed lymphocyte culture for blocking
antibody
6. Antipatenal leukocytotoxic antibody
7. HLA typing

OTHER CAUSES:
Cervix culture, TORCH, CRP, ESR, etc.
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Table 2. Characteristics of the Patients

Mean No.(SD) of

Mean(SD) -
Age  Gravida  Para éﬁﬁ Dead IA* SA**
_ 3082 . 4.82 0.66 0.57 0.09 0.52 3.45
hCG  (N=44)  (9%73y  (159)  (071)  (054)  (0.36)  (0.69)  (1.54)
B 29.50 3.50 0.00 0.00 0.00 0.00 3.50
VIG  (N=3)  ‘950)  (050)  (000)  (0.00)  (0.00)  (000)  (0.50)

SD:Standard deviation
*A :induced abortion

Table 3. Pregnancy outcome after admin-
istration of hCG or IVIG
Success Failure Being
(GWs=28) (GW=<28) Pregnant
hCG 24 10 10
(N=44) (70.6%)* (29.4%)**
VIG Undeter- Undeter- 3
(N=3) mined mined

GWs:Gestational weeks
*24/34=70.6% **10/34=29.4%
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**SA :spontaneous abortion

Table 4. Comparison of the blocking effect

index before and after administration of hCG
or IVIG

Blocking Effect Index(%)

Before After
hCG 14.75+38.84 -1.53+17.66
(N=12) (range: (range.
-75% — 79%) -20.9 —21.8%)
IG -34.60+12.00 10.50+8.00
(N=3) (range: {range:
~56% — ~22%) 2.5 —185%)

Ae ‘TFdGF Fd (MLO)O] o3 At
FAAA I durF oz 1 §FiHA0) AAHN
gl th(Park et al., 1989).

Wy A e 1980t &7jo] AAE o]
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TEL R, AEE A g dzIddAg
31%°) BiZE W 953 $2 ARE HAF
3 Yutk(Daya & Clark, 1992). 281} 2 o]
28 MEyo] tg vEs wwx gon ¥
»E FA4x ZAE £ gl d4¥7 54
ol AF7AA BRuHAY AGHL JEe &
2, 7t 2 AIDS wlol#l 274, WETRA
Fol $28 4 Y& HATFLAANS 2
ol A M i)} & ZFZ (graft-versus-host disese) 52
4 2t} £& "ol A= cytomegalovirus
ol @AEry) 49d, AFHoR FrE
AagAd ot FHtHoR Al UL
+5 943, 38 AFWESEHT 47
B2 go] AAHL JArHWitkin, 1988). F#
oj2]3 WMYF FHL o} AYHE 2T
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el Aexg¥o] @ 4 Ut} (Harrison, 1991).
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FHEHe Aojnd =8 darl g oA
A 4 2 FHA RGN WEY A
HZoBA, $4 o/f1g hCGe $&& 17
3 B Hart Jded, FdAe oHd Ax
7b tgsHAl ol FolA gtont, oA
A FA A A S A oy
(1991)o] Hutg &Aool ALLS ALE
Hig g gl

hCG= glycoproteino. 24, 1 75L& &
3}H, 1) Luteotrophic activity, & I E
3}3L steroidE A§AslH, 2) Ejwte] progeste-
rone AL Zzs3:, 3) elole adrenal
glandg %33t DHEAE A43tH, 4) "o}
9] gonadE& &R 3l elo}ardto Al testoster-
oned AAeta, E3 5) BA9 HolzAAR
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Blumenfeld®} Nahhas(1988)% 3] 7]%°]

BAEY AL, I B3NN A HAEH
v dH7A diHA 2o 59 FARUE,
hCGs} Zo] luteotrophic actiong 7}13d EA &
AH Eosle o] Bt ¢ TFFHY Aol
gx AEAAUG ol FH} T2 ol FA
oo, dAdezr RAYFIAA proges-
teroneS %78l Aol Jdom AAZ hCG
o] &3 Be& YAATIE A o|FojAn
2tk hCGE 531 1 Aol FAZEY Hof
— 5k unit2 FANE A7) HAF o) o] &
. 2322 hCGe Foe= 9413 Hed ¢
2 3R YA F7d 7dettn & 5= 303,
mEtA 7)E ZEE Fojo vas E o Bt
o el Al x5 i g e Aot
hCGel A HALFL o njifoln
2, 5o w9y 43L& g%t Holund
(1953)7F A& BRI RS HW, 4744,
WA 6,000IUE =Fste 72%9 HolREE
& Hyudtgdeond, 1 add dHAe IF
olity. 1&} 1979\d0l, Sandlerst Baillier}
QAEY £AAAFEA A, 10,000IUE 15
o] 38 233 AT 204 F 17494 HTF
Ql d4lol FAEHNH(B5%). 2Lt o] AF
e WET HFo ddoz AHHNU=H,
19823, Svigos7} old FAHEL sAsux
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ATFToR BHFaA, drdaA gA 12371
A 9,0001U% 1«’?‘—%} 3N 2F:skgor. 2 4w
QR M= ZF 9% o] F4h 695 (40%)0]
LA FA o /‘é%‘f& ‘?}E'i, AxFdME 134 %
lolofrwt GAE 3, 1240} 4(92.3%) 2o
FAEE 2ug Aot}

Harrison(1985)9) 28t A AE hCG A} &
ARE g&d 2o & 1) gile] Ay,
10,000IUE &89, 2) 2% 12374 5,
000IUE 139] 2W &F38la, 3) 1% 1637
A 5,000IUE 139 11 ZFsle= Ao|th o
B3 A#FEE, 1) cost-effective ZHW, 2)
hCGel 71 wkzd7), 3) #FAolA  eol—ewt
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371 95k, =3 4) Holr 5000[Us o
oF Wl 4L Fdv IVFA Y ARE(E
A hCGr} 50,0001U/ml¥ =, 5,000IUE 24}
3lH 83 hCGe HI 2500IU Zrsicie
ZA) 283 Aol Harrison(1985)° A
ﬂf% o] &3t 3299 5 M“P(zo A o]

) #AF (o) 20‘@1 %) 2
N T(6.2%) FAHASE E_ﬂé}?&\\:‘r- &
AFAHO0Z HTEE 93%EA oy o= B
IRTE g2 AFLUD 28} B AP
A hCG FolFo] JAAFEE, oln A
2 70.6%0] T o] Harrison(1985) ¢
NB%Pole PAA R3te FAoldont, AP
T & ABUFTY MAHNAN B dFdAE
TEHGEQ s FHHAIY 440 (12
o) gl gl Aol 1 fdez AR
F 4L Folth

=}
3
3

L,

2 £
FEUgdedelyd ddBgon PRE &
AR ABANGA VIG £E hCGE Fo }o

2A o A FE @ Aperga
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d4e Aoy, IVIG £ hCGrF oA g9l
92 fdAEHe a4 w’c}ﬂw 706%9 AB

ENE BYgozAN ¥F, =3 49899 &
TR AEYe INAR AdE $x
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Fojola Ao ool FUlglole ol
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