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Abstract: Background: Gestational trophoblastic disease (GTD) is the consequence of a genetic alteration that happens during
fecundation. Is the term used to describe malignant lesions that originates in the chorionic villi an extra villous trophoblast. Molar
pregnancies can be subdivided into complete (CM) and partial moles (PM) based on genetic and histopathological features. Case
report: 23-year old patient, who presents an ultrasound which revealed a singleton pregnancy with no fetal structural
abnormalities, and fetal biometry consistent with gestational age (16w + 6d). There was a placenta with focal areas of
enlargement associated with numerous lucent cyst, and normal amniotic fluid, compatible with partial molar pregnancy in
association with a normal fetus. After risks of subsequent fetal and maternal complications were explained to the patient and her
family, it was elected to continue with her pregnancy; patient went under cesarean delivery at 31w 3d because low amniotic fluid
levels (oligohydramnios) and abnormal fetal well-being tests.
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Two syndromes of hydatidiform mole have been described
based on both morphologic and cytogenetic criteria [1, 2]:

i Complete hydatidiform moles undergo early and
uniform hydatid enlargement of villi in the absence of a
fetus or embryo, the trophoblast is consistently
hyperplastic with varying degrees of atypia, and villous
capillaries are absent. Approximately 90% of complete
moles are 46, XX, originating from duplication of the
chromosomes of an haploid sperm after fertilization

ii Partial hydatidiform moles demonstrate identifiable
fetal or embryonic tissue, chorionic villi with focal
edema that can vary in size and shape. Most partial
moles have a triploid karyotype (usually 69, XXY)
resulting from the fertilization of a ovum by 2 sperms.
Less frequently they have a diploid karyotype.

1. Introduction

Gestational trophoblastic disease is a heterogeneous group
of diseases that includes precancerous lesions such as
hydatidiform mole and lesions with malignant potential,
grouped together in the category of gestational trophoblastic
tumours (invasive mole, choriocarcinoma, placental site
trophoblastic tumour, and epithelioid trophoblastic tumour)
[1]. Hydatidiform moles are intriguing pathologic entities
representing abnormal placental villous tissue with unique
genetic profiles and a wide spectrum of morphologic features,
which makes accurate diagnosis challenging [2]. Molar
pregnancies are characterized by varying degrees of
trophoblastic proliferation and vesicular swelling of placental
villi associated with an absent or an abnormal fetus/embryo.



Journal of Gynecology and Obstetrics 2019; 7(2): 36-40 37

A case of a gestational trophoblastic disease in association
with a normal diploid fetus is presented, which result in a
successful pregnancy outcome with preterm viable female
fetus.

Case report:

23 year-old patient, with history of a miscarriage, and
uncertain last menstrual period, with first trimester spotting
with normal vital signs. During examination she presents a
gravid uterus of 19cm, no uterine contractions, and a singleton
fetus with normal audible heart-rate of 145 beats per minute
(bpm). No abnormalities were noted during genital
examination.

The ultrasound examination performed on September 22,
2016 revealed: A singleton pregnancy, normal fetal heart rate
of 145bpm, amniotic fluid index of 3cm, no fetal

abnormalities and fetal biometry consistent with 16w 6d
gestational age. There was a low implantation placenta with
focal area of enlargement associated with numerous lucent
cyst (approximately 60% of the uterine cavity) (Figure 1,
figure 2).

Cervical length of 3.8cm with no abnormalities, and cyst
images around internal cervical os. No fetal abnormalities or
second trimester ultrasound markers for chromosomal
abnormalities. Concluding a gestational trophoblastic disease
(partial hydatidiform mole) in association with normal fetus.
Amniocentesis was not performed.

The risk of subsequent fetal and maternal complications
was explained to the patient and her family. The patient
elected to continue her pregnancy and received close
observation at outpatient clinic.
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Figure 1. Fetal examination by ultrasound.
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Figure 2. Placenta with lucent cysts.
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Antenatal Surveillance:

Initial test results were normal with white blood cells of
12.3ml/microL, hemoglobin 14.0 g/DI, hematocrit of 41.9%,
platelets 215 ml/microl, glucose 84mg/dl, uric nitrogen
7.2mg/Dl, creatine 0.6 mg/dl, total bilirrubin 0.08mg/dl,
indirect bilirrubin 0.24 mg/dl, alanine aminotransferase (ALT)
13 TU/L, aspartate aminotransferase (AST) 21 TU/L, lactic
acid dehydrogenase 166 IU/L. Normal urine test. A positive
hemotype. Thyroid function tests: TRH stimulation test 2.54
plU/ml, total Triiodothyronine (TT3) 1.06ng/dl, Free
triiodothyronine 3.0ng/dl, Serum thyroxine (T4) 9.96 pg/dl,
free thyroxine (FT4) 0.87 ng/dl. Except for high level of
human chorionic gonadotropin (hCG) in 150,804.63 UI with
16w 6d. These laboratory test and serial biometrics of the fetus
were measured during gestation.

After five evaluations at outpatient clinic, there were no
evidence of maternal or fetal abnormalities, with serum titers
of B-hCG of 73,304.50 IU at 29 weeks gestation. The
ultrasound examination showed normal biometric fetus until
26 weeks gestation. The clinical course was smooth until the
29th gestational week, when the ultrasound revealed a fetal
biometry consistent with 27 weeks gestation, low implantation
placenta with focal area of enlargement with lucent cyst,
amniotic fluid index of 2.8cm, estimated fetal weight of 984¢g
<4th percentile, normal Doppler study, resulting in
small-for-gestational age fetus.

After two weeks the mother perceives a diminution in fetal
movements. The patient revealed normal vital signs, no
rupture of the membranes or any other abnormality. An
ultrasound examination was performed revealing fetal
biometrics consistent with 27w 1d gestation, differing by 4
weeks with her first ultrasound (16w6d), and oligohydramnios
was detected with amniotic fluid index of 3.7cm, with
biophysical profile score of 6. Corticosteroids were given to
promote fetal lung maturation. After 48 hours, the mother still
perceives diminished fetal movements, a new ultrasound
exploration is performed, consistent with 27 weeks and 3 days,
4 weeks smaller than expected in comparison with the second
trimester ultrasound, pelvic presentation of the fetus with a
heart rate of 150 beats per minute, with an estimated weight of
1333grs (P: 2), fundal placenta, amniotic fluid index of 1.6cm
(low amniotic fluid in comparison with last ultrasound), it was
not possible to realize the Doppler study. Laboratory test
within normal results: with white blood cells of
13.3ml/microL, hemoglobin 12.6 g/Dl, Hematocrit of 37.8%,
platelets 160 ml/microL, glucose 103 mg/dl, uric nitrogen
16.5 mg/Dl, creatine 0.78 mg/dl, normal nonstress test, and
altered biophysical profile, so it is decided to deliver the baby
to prevent pregnancy loss and fetal hypoxia because of the
concomitant partial mole, low amniotic fluid, intrauterine
growth restriction and non-reassuring biophysical profile test.

A preterm live baby girl of 925grams, Apgar score 8/9,
Silverman score 1, 32 weeks of age, was delivered (Figure 3),
who was admitted to the Intensive Care Unit. Placental tissue
weighting 700 grams with multiple vesicles on the surface of
the placenta (Figure 4), and a blood loss of 1500 cc.

After 6 months of follow up, the value of HGCH was
negative, with no need of chemotherapy.

Figure 3. Preterm live baby girl.

S

Figure 4. Macroscopic view of the placenta.

2. Discussion

Gestational trophoblastic disease is the result of a genetic
alteration during the fertilization process which leads to a
spectrum of cellular proliferations arising from the placental
villous trophoblast [3].

The incidence of GTD is approximately 1 to 3 in 1,000
pregnancies, with an increased incidence in Middle East, Latin
America, and Africa [4]. Jauniax and cols report an incidence
of partial hydatidiform mole to range from 1-3 in 665
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pregnancies; attributed to a number of factors such as
inconsistencies in case definitions such as miscarriages
instead of gestational trophoblastic disease [5]. In Mexico the
estimated incidence is 2.4 in 1000 pregnancies [5, 6]. The
identification and classification of molar pregnancies is
desirable due to a 15% risk of choriocarcinoma development
in the case of a complete mole, compared to a 0.5% risk for a
partial mole. [7]

Both complete hydatidiform mole and coexisting normal
fetus (CHMCF) and partial hydatidiform mole can be found in
association with a live fetus and a placenta displaying a molar
degeneration. The differential diagnosis is important because
the fetus in CHMCEF has a chance to survival, while the fetus
of partial mole tends to die [10]. Partial molar pregnancy with
coexisting fetus and diploid karyotype is a rare complication
with an incidence of 1 in 22,000 — 100,000 pregnancies [8, 9].
Whereas women usually present early onset hyperemesis,
preeclampsia and intrauterine growth restriction. It usually
derives from dispermic fertilization of an haploid normal
oocyte and produces a triploid set of chromosomes, usually
the fetus shows multiple malformations. However in some
situations molar changes in placenta are associated with
normal diploid fetus. In cases of such association other
possibilities should be considered [5, 9]. The first is a twin
pregnancy with one normal fetus (normal placenta) and
another complete mole, the second is a twin pregnancy with
fetus and normal placenta and partial hydatidiform moles, and
the third and less common is a pregnancy with normal
singleton fetus with partial molar placenta, where the fetus
must have normal karyotype to survive in utero, although its
placenta can have some chromosomal variation, from diploidy
of the amnion to triploidy of the chorionic villi [5, 7, 8, 11].
The majority of pregnancies in which molar change has been
reported in association with a live fetus represent dizygotic
twin pregnancies in which one fertilization results in a
complete hydatidiform mole and the other a normal co-twin.
In such cases, there is usually a clear distinction, both
sonographically and pathologically, between the molar and
non-molar regions of the placenta [18]. A PubMed research
about the third type of molar pregnancy has been reported a
few times during the period between 1975 to 2018 finding 7 to
13 cases in the medical literature [8, 14], and it has been
documented to be more in female fetuses with female:male of
approximately 3.5:1 [12]. In this case, a preterm baby girl was
delivered with no physical malformations during ultrasound
examinations, and a normal karyotype 46XX.

In 1993 Sarno and cols reported a partial mole pregnancy
coexisting with a normal fetus, and a conservative
management was decided in base of multiple cytogenetic
studies: amniocentesis and chorionic villous biopsy to
determine a normal fetus karyotype, and a discordant
placental tissue karyotype [7]. Kawasaki and cols reported a
literature search, which yielded 18 cases of a singleton,
diploid fetus with partial molar pregnancy. The mean
gestational age at delivery was 24.5 +/- 6.2 weeks, and fetuses
survived outside the uterus in only four cases (22.2%) [12].
Management of molar changes associated with normal

appearing fetus still remains challenging, with a high risk for
both mother and fetus [5]. The main complications during
pregnancy coexisting with normal fetus are: fetal
malformations, malignant trophoblastic changes and maternal
complications such as preeclampsia. In the presence of any of
this termination of pregnancy should be considered [15, 17].
For and adequate prenatal surveillance, Sak M. E. et cols
recommend:

(a) To determine fetal karyotype.

(b) To determine the portion of normal placental tissue,
and the percentage of hydatidiform degeneration.

(c) Early diagnosis of maternal complications such as
preeclampsia, premature labor, thyroid disease and risk
of hemorrhage.

(d) Ultrasound
malformations.

(e) Fetal screening for anemia due to maternal bleeding.

All of these recommendations with the objective of

discussing with the mother whether the pregnancy should
continue or not. The surveillance of HCGH and ultrasound
examinations are important tools for these cases [18]. The
follow-up of the values of HCGH in patients with partial
hydatidiform mole should be regular during a year, because
of the risk of developing choriocarcinoma and consequent
risk of death. Even though the need of chemotherapy is not
often needed [16].

examination  for  possible  fetal

3. Conclusion

In the case of a molar pregnancy coexisting with a normal
fetus diagnosed by ultrasound, amniocentesis and corial villi
biopsy are essential for confirming the diagnosis, although
this entity is very rare for establishing therapeutically
strategies. B-human chorion gonadotropin (B-hCG) plays a
crucial role in diagnosis and monitoring therapeutic effects.
Since the definitive diagnosis cannot be obtained by
histology in most cases, persistent or recurrent disease is
diagnosed by elevated or persistent serum levels of B-hCG
[20]. In this case there were no evidence of fetal
malformations during the ultrasound examinations, only the
placental trophoblastic proliferation, however, the postnatal
karyotype was 46XX. The development of the baby girl
keeps normal. The histopathological report of the placenta
was partial hydatidiform mole. Literature suggests to
individualize every patient, and take therapeutically measures
according to the clinical presentation. If the patient decides to
continue with the pregnancy, she should understand the
obstetrical risks such as preeclampsia, premature rupture of
the membranes, preterm labor, oligohydramnios, fetal
distress or even maternal or fetal death.
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