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Case report

Two cases of pseudo—partial mole of placenta
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Background : Though pseudo—partial mole was not a
gestational trophoblastic disease, it was frequently treated
as partial mole. In a meaning to avoid a useless treat-
ment, the spread and the establishment of diagnosis of this
disease were recommended. Cases:Two cases with
pseudo—partial mole of placenta in mid—and late trimesters
were reported. Each placenta was very heavy in spite of
appropriate—for—gestational-aged female babies. Placental
stem villous hydrops was pathognomonic and each pla-
centa revealed diploid pattern of 46, XX by fluorescence
in situ hybridization (FISH). Our cases were diagnosed
as pseudo—partial mole because of a genetically diploid
pattern, a pregnancy sustained until mid—trimester, and a
defect of chorionic epithelial proliferation. Conclusion :
FISH was very effective method to confirm pseudo—par-
tial mole as to omit an unnecessary treatment against ges-
tational trophoblastic disease.

Key words : pseudo—partial mole, placental stem villous
hydrops, mesenchymal dysplasia of placenta, chorioan-
gioma, diploid, fluorescence in situ hybridization (FISH)

Case report
Case 1 (Fig.1-4,9,10,Table 1).

A 30-year-old mother with neurofibromatosis (Reck-
linghausen's disease) admitted because of premature rup-
ture of membranes and a female baby was delivered trans-
vaginally at 23 weeks of gestation in 1990. Neonate
weighed 590g (appropriate for gestational age) and had
a minor anomaly of right—sided iris defect. She gained a
normal weight increment but was complicated with bron-

Table 1. FISH results for X—and Y—centromeres

chopulmonary dysplasia of IV stage, apnea attack, retino-
pathy of prematurity of III stage, cardiac hypertrophy, and
dilatation of cerebral ventricles. The placenta weighed
500g (normal range=140+30g) and the ratio against fe-
tal weight reached 0. 85 (normal range=0.27). Placenta
was half replaced by vesicular chorionic villi, reached up
to 2x1cm in diameter. Vesicular villi dispersedly inter-
mingled with normal villi in whole placenta, which ne-
glected multiple pregnancies. Chorionic stem villi were
microscopically swollen with central cistern formation but
no chorionic epithelial proliferation and atypism were
found. Based on the diagnosis of partial mole, she was
treated with intrauterine curettage and urine B~human
chorionic gonadotropin (HCG) had come down into nor-
mal range for 8 months after delivery. Basal body tem-
perature (BBT) became biphasic and no silhouette was
found in chest radiograph. Fluorescent in situ hybridiza-
tion (FISH) for formalin—fixed paraffin—embedded speci-
mens with anti—centromeres for both X— (red spot) and
Y-chromosome (green spot) revealed that there were
113 cells with 2 red spots (diploid pattern of 46, XX,
97%) and 4 cells of 3 red spots (triploid pattern of 69,
XXX, including X trisomy pattern, 3 %, Table1)

(3,4). In spite of a chromosomal mosaicism, the previ-
ous diagnosis of partial mole was corrected as pseudo—
partial mole on the basis of diploid pattern.

Case 2 (Fig.5-10,Table 1)
A 29-year-old mother delivered female baby, 2065¢
(small-for—date), Apgar 9, at 37 weeks of gestation in
2002. Placenta weighed 930g and revealed solid hydropic

Case examined nuclei results
total numbers X XX XXX

185 68 113 4

1 % 37% 63%
97% 3 %
286 140 142 4

2 % 49% 51%
97% | 3%
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villi, reached up to 5 mm in diameter and occupied more
than half volume of placenta. Vesicular villi dispersedly
intermingled with normal villi in whole placenta, which
neglected multiple pregnancies. Stem villous hydropic
change accompanied hypovascular change. Thrombosis
and vasculitis were found. There was a small chorioan-
gioma up to 1.5cm in diameter. There was a weak ten-
dency in cistern formation but no trophoblastic epithelial
proliferation and atypism could be found. Fluorescent in
situ hybridization (FISH) for formalin—fixed paraffin—em-
bedded specimens with anti—centromeres for both X— (red
spot) and Y—chromosome (green spot) revealed that there
were 142cells with 2 red spots (diploid pattern of 46,
XX,97%) and 4 cells of 3 red spots (triploid pattern
of 69, XXX, including X trisomy pattern, 3 %)

(3,4). In spite of a chromosomal mosaicism, the diploid
pattern indicated pseudo—partial mole. It was diagnosed as
pseudo—partial mole of placenta with chorangioma by
Masahiro Nakayama, a pathologist in Osaka Medical Cen-
ter and Research Institute for Maternal and Child Health,
on the mail consultation of the Japanese Society of Pa-
thology.

Discussion

Differential diagnosis consisted of gestational tro-
phoblastic diseases : partial mole and total mole (Table
2) (1-3). A gestational duration of pseudo—partial
mole was longer than those of moles, i.e. occurred more
often in second trimester than in first trimester. Pseudo—
partial mole and total mole were genetically diploid but
partial mole was triploid. Moles showed trophoblastic epi-
thelial proliferation with atypism. Both pseudo—partial
mole and partial mole had evidence of fetus, i.e. nucleated
erythrocytes, but total mole lacked it. As to hydropic vil-
lous changes in early abortion before an establishment of
hematopoiesis evidence of nucleated erythrocytes was not
available for reconfirmation of fetus, which required ge-
netic analysis for objective diagnostic criteria.

Paradinas reviewed the pathognomonic mechanism of
pseudo—partial moles as follows(2) . half cases of pseudo—
partial moles tended to complicate Beckwith—Wiedemann
syndrome, which complicated overgrowth of both fetus,
including omphalocele with or without macrosomia, and
placenta because of up-regulation of genes by deregula-
tion of the normal expression of imprinted genes. Nor-
mally in chromosome 11p the gene of insulin—like growth
factor II (IGF 2 ) as a cell-cycle accelerator was activated
only in paternal allele and the gene of p57Kip 2 as a cell
—cycle repressor was activated only in maternal allele, i.e.
imprinted. Conversely in the case of Beckwith—-Wiede-
mann syndrome IGF2 was up-regulated and p57Kip 2
was down-regulated because the imprinted suppression in
maternal allele were replaced by paternal one or there
were two paternal copies of these regions. Pseudo—partial
moles without Beckwith-Wiedemann syndrome had a
possibility of minute abnormality at a gene level because
we could not reveal triploid by usual FISH chromosomal
examination. Genetic rearrangement analysis should be
done with single—stranded conformation polymorphism

(SSCP) or restriction fragment length polymorphism
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(RFLP) after polymerase chain reaction (PCR).
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Fig1. Casel. Enlarged placenta consisted of nor-
mal villi intermingled with vesicular ones, the
latter of which occupied around half volume
of placenta. Vesicular diameter reached up to

1 cm in close—up picture.
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Fig2. Case 1. Stem villous hydropic change and cistern formation on scanning
microscopy, graduated in millimeters.

Fig3. Casel. Stem villous hydropic change without any trophoblastic epithelial
proliferation and atypism, scaled 2 mm in length.
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Fig4. Case 1. Most chorionic cells had two red spots in FISH.
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Fig5. Case 2. Enlarged placenta consisted of normal villi intermingled with vesicular ones, the latter of which
occupied more than half volume of placenta.
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Case 2. Stem villous hydropic change with
hypovascular change. Thrombosis (arrow)
and vasculitis (arrow head) were found,
graduated in millimeters or bar of 2mm in
length.

Fig7. Case2. Stem villous hydropic change was confirmed
with hypovascular change and cistern formation without
any trophoblastic epithelial proliferation and atypism,
scaled 2 mm in length. Chorangioma was found in the
left picture.
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Fig9. Fetal weight of pseudo—partial mole from refer-
ence, which was limited within normal range.
Closed circle (@) was complicated with Beckwith
~Wiedemann syndrome and open circle (O) was
free from this syndrome(1). There was no signifi-
cant difference between them. Our Case1 (V)
and Case 2 (&) were also drawn.

1600 2
e o o |
o
1400 [ |
— o
1200 -}
£ ° e < ‘
%n 1000 oA (*_m
Z s00 S o ~m-1960
£ a0 O s - m+.960
() o
3 ¥ °
= 400 g . t//;é
200 e
o RS R E Y,
PSS S SN S S
gestational full weeks

Fig10. Placental weight of reported cases was very
heavy(1). Symbol marks were same as above and
no statistical difference was found.





