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= Abstract=

The purpose of this study is to identify the presence of the circulating antibodies directed toward
ovarian proteins(antiovarian antibodies, AOA) and the nature of antigenic ovarian structure by
comparing the binding activities to 4 types of ovarian proteins, particulated and solubilized forms of
pig ovarian and granulosa cell membranes in sera of patients with premature ovarian failure(POF)
and to evaluate the usefulness of circulating AOA as a follow up tool after treatment. Measure-
ments of AOA were performed by enzyme linked immunosorbent assay(ELISA) in sera of 58
patients with POF, 51 had normal chromosomes and 7 had X chromosome abnormalities. Sera of 21
natural menopausal women and 17 castrated women were also tested and sera of 32 healthy
premenopausal women were served as controls. ELISA reactivities against particulated porcine
granulosa cell membrane proteins was the greatest among 4 different ovarian proteins. Fifteen(29
%) of 51 POF patients with normal chromosome and 1(14.3%) of 7 POF patients with X chromo-
some abnormalities had AOA while none of 32 controls and 21 natural menopausal women and 17
castrated women had AOA. One POF patient with 47, XXX was identified AOA positive. The
ELISA reactivities were followed up monthly up to 5 months in 4 AOA positive POF patients after
estrogen-progestin(E-P) therapy. There was a decreasing tendency of the ELISA reactivities in all
these patients after E-P therapy and two of them converted to AOA negative. These data suggest
that antigenic structure may be components of granulosa cell membrane and the determination of
circulating AOA may be useful in the follow up after treatment in patients with autcimmune POF.
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Fig. 1. Ratios(mean+SE) of ELISA reactivities of POF patients and normal premenopausal women

according to 4 different ovarian proteins.
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Fig. 2. Scatter diagram of absorbances in POF patients, postmenopausal women, castrated women,
and normal premenopausal women.
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Fig. 3. Changes in ELISA reactivities after E-P therapy in 4 POF patients with antiovarian anti-
bodies.
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Table 1. ELISA reactivities of sera from POF patients, postmenopausal women, castrated women, and

normal premenopausal women

Absorbance(405nm)
No.
Mean%S.D. Range

POF patients

Normal chromosome 51 0.09+0.11%* 0.001-0.336

Abnormal chromosome 7 0.11+0.12* 0.000-0.337
Postmenopausal women 21 0.04+0.03 0.001-0.087
Castrated women 17 0.034+0.03 0.001-0.079
Normal premenopausal women 32 0.03+£0.03 0.001-0.081

*p<0.05
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Table 2. Incidence of AOA positivity in POF
patients, postmenopausal women, castrated
women, and normal premenopausal women

AQA positivity

Total 4 _
No.
No. Percentage
POF patients
Normal chromosome 51 15 29
Abnormal 7 1 14.3
chromosome
Postmenopausal 21 0 0
women
Castrated women 17 0 0
Normal premenopausal 39 0 0

women

AOQOA(+)>mean of control+3 S.D.
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Table 3. Incidence of circulating AOA in POF patients by various methods

Author Year Method % of AOA(+)
Pekonen et al 1985 Indirect immunofluorescence 16.7
Damewood et al 1986 Indirect immunofluorescence 51.9
Ho et al 1988 Indirect immunofluorescence 2.2
Mignot et al 1988 Indirect immunofluorescence 6
Rabinowe et al 1989 Indirect immunofluorescence 9
Coulam et al 1985 Ligand binding method 27
Luborsky et al 1990 ELISA 69
Present study ELISA 29

Ao e 47, XXX (Trisomy X)o M &
747 Ao A FB et 03372 A A v}
EA st 14.3% 9 FAHES BIAHE 2).

P2 FA 7 FAFolgd =G ARAS &
} 475 o A estrogen-progestin X & A& ¥ 1
g Hoz dav UAY FYd i A
98 FAZAR 27, A7 AR F 2047
ol Ag"e Har gley 34€
B Az Fadte AEE Holy] AlFRYe
5719 Foll= 2WolA FddadgH Ao

& g ad (a4 3).

N

by}

]
|

KeR
=
A
T
i =]
T

3

2

el

&

olN

2 HEolgtr] B
AA7A 3 A4 X5
ot ZHEe] ZEF WYy
o7 AP RAE7 Mol 27|¢
Ao 71tk Adel Ha o)
itk @Ael GAAPAAAY AT
P A E(plasma cell)o] ZH{o| YEI}H
(Irvine et al., 1968; Coulam et al., 1981) t} &
A7t A GA A gkt e] A WA (Turkington et al,
1967; De Moraes-Ruehsen et al., 1972; Wil-
liamson et al., 1980; Rebar et al., 1982; Kuki et
al.,, 1981; Aiman et al.,, 1985; Coulam et al.,
1983; Alper et al., 1985; Damewood et al.,
1986; Mcnatty et al., 1975; Miake et al.,, 1967;
Mignot et al., 1989; Irvine et al., 1974, Irvine
et al, 1969) X ArbA Y AFe 3o w

=
A

2 39 d°
o @ o

41 P R 88 o

i]

=

hol

2} 4%l 3 EHt}(Miake et al, 1967;
Pekonen et al, 1986) & Ald T8 Arld A
717 o] ®eld FH3dEs AL AAlE) Fo.

Z7|GARHS &R 66-92% 4 WA

2 o) Ate] A H L 3t (Pekonen et al., 1986;

-142-
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