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Abstract

Placental chorioangioma is the most common benign tumor of the 
placenta, and it is generally asymptomatic and an incidental find-
ing. Large chorio angioma conversely is much less common, and 
it needs a close follow-up cause of a high risk for maternal and 
fetal complications. We report a case of cellular chorioangioma 
larger than 5 cm and its unexpected evolution, associated with a 
dramatically rapid increasing of amniotic fluid volume and a poor 
fetal outcome.
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Introduction

Placental chorioangioma is a benign vascular tumor with a 
prevalence of 1%. Most of placental tumor is vascular type, 
and its evolution generally does not complicate the pregnan-
cy. The following case draws attention to cellular chorioan-
gioma unusually associated with maternal and fetal compli-
cations.

 
Case Report

         
A 28-year-old, gravida 2 para 0, at 21 + 4 weeks of gestation 

was admitted to our Obstetric and Gynaecologic Department 
for general abdominal pain, uterine contractions and vaginal 
bleeding. The woman had no stressful job, was leading a qui-
et life without particular risk factors. She was neither diabet-
ic nor anemic, and her blood pressure was regular. Obstetric 
anamneses revealed a previous abortion at 22 weeks due to 
the presence of genetic disease osteogenesis imperfecta re-
lated. The woman underwent a previous morphological scan 
at 20 weeks and no abnormality of the placenta and of the fe-
tus was detected. Amniocentesis was performed at 16 weeks 
for alpha-fetoprotein (NTDs), karyotyping and research for 
main genetic mutation of cystic fibrosis, muscular dystrophy, 
deaf-mutism, X-fragile syndrome and gene 1 a 1 of type 1 of 
osteogenesis imperfecta. The result was: 46 XY, negative for 
genetic disorders. The admission obstetric visit showed no 
actual signs of a real miscarriage, uterine contractions were 
irregular and not intense, cervix uteri was tightly closed, and 
there were both fetal movements and normal fetal heart rate. 
Ultrasound showed a single live fetus with regular biometry, 
with no evidence of structural abnormalities. Amniotic fluid 
appeared slightly increased AFI about 220 mm. Placenta 
was on the posterior wall and a well-defined echogenic mass 
size 45 × 44 mm, with no vascularization by Doppler, was 
seen on the fetal side. After three days of tocolytic treat-
ment, abdominal discomfort and vaginal bleeding stopped. 
The patient was discharged without signs of bleeding and 
uterine contractions, and she was recommended to perform 
a new US scan within one week, in order to check AFI and 
the placental mass. Just six days later, she had a new admis-
sion to our Department, at 22 + 2 weeks for abdominal pain 
due to overdistended abdomen, moderate dyspnea, uterine 
contractions and vaginal bloody mucous discharge. Obstetric 
examination showed a closed, 20% shorted cervix, not ap-
preciable fetal presenting part, and uterus increased in size, 
fetal parts were not palpable, and there were signs of cervi-
cal bleeding. Ultrasound examination detected a slight but 
significative increase in both of placental mass 43 × 56 mm 
and of AFI 280 mm. Cervical tunneling was documented by 
TV scan. The patient once again was treated with tocolytic 
drugs, bed rest, but there was not an effective control of sin-
tomatology. There was a dramatically rapid and unexpected 
evolution of the clinical condition within 72 h of admission: 
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abdomen became overdistended up to xiphisternum, pre-
term labour was starting with regular, painful, valid uterine 
contractions. Dyspnea became so important that the patient 
showed discomfort for supine position and could sleep just 
in a seated position. For this reason, a therapeutic amniocen-
tesis was performed with the reduction of more than 500 mL 
of amniotic fluid. Just few hours later, the patient delivered 
a male fetus (600 g, Apgar 0/0). Histopathological examina-
tion of products of conception observed the placental disc 
170 × 150 × 40 mm. The fetal side showed a brownish mass, 
size 60 × 50 mm, and it is close to cord insertion (Fig. 1). 
Cut section presented a red-brown surface and cotyledons 
partially fragmented on the maternal side. No fetal anomaly 
was detected. This hypoechoic placental tumor was identi-
fied as a cellular type of chorioangioma (Fig. 2).

 
Discussion
  
Placental chorioangioma is a benign vascular tumor with a 
prevalence of 1%. Most of placental tumor is an incidental 
finding. They are more seen in multiple pregnancies and in 
female babies. The differential diagnosis of placental masses 
includes teratoma, placental hemorrhage, metastasis from a 
primary maternal tumor (very rare), degenerate myoma and 
partial hydatidiform mole [1, 2]. 

Chorioangioma is believed to arise by 16th day of fer-
tilization, although there has been no documentation of this 
tumor during the first trimester. Large, clinically significant 
chorioangiomas (> 5 cm) occur much less frequently with a 
reported incidence ranging from 1:3,500 to 1:9,000 [3], and 
there is a high risk of pregnancy complications.

In the literature, it has described three histological pat-
terns of chorioangioma (believed to represent various steps 
of tumor development): angiomatous, cellular and degen-
erative [4]. The cellular type is small, circular, encapsulated 
and situated in the placental parenchyma. It consists of loose 
mesenchymal tissue and only few vessels, especially located 

in the periphery of the lesion. It is less frequent than the an-
giomatous one, less differentiated or more immature [5, 6].

Ultrasound examination of the angiomatous type shows 
a well-circumscribed hypoechoic mass protruding from the 
fetal side of the placenta close to the insertion of the umbili-
cal cord. This type presents an echostructure complex with 
a diameter greater than 4 cm and numerous vessels inside 
the mass assessed by color Doppler [6]. Degenerative type 
presents changes, such as necrosis, calcification, hyalization 
or mixed inside the tumor mass. They are more common in 
large tumors [5]. Most of the literature shows a prevalence 
of angiomatous types of chorioangioma, due to the strong 
association with maternal and fetal complications, that can 
be traced to the presence of arteriovenous shunts and a rapid 
growth of the tumor. Maternal complications are preeclamp-
sia, preterm labor, placental abruption and polyhydramnios 
[7]. There are different theories that attempt to explain the 
origin of the polyhydramnios. According to some, polyhy-
dramnios is due to the major transudate that escapes through 
the walls of the vessels of chorioangioma and the accumula-
tion of fluid caused by retrograde compression of the umbili-
cal vein by the tumor itself [8]. The latter hypothesis regards 
the role played by an increased production of fetal urine or 
by congestive heart failure [6].

Fetal risks include anemia, growth restriction, hydrops, 
congenital anomalies, thrombocytopenia, cardiomegaly and 
fetal congestive heart failure, which can be developed by the 
presence of arteriovenous shunt, and cause low vascular re-
sistance and a relative increase blood flow [7]. 

In the literature, it has described many clinical cases of 
chorioangioma associated with maternal and fetal complica-
tions; however, the most common histological pattern of this 
tumor reported is angiomatous type. In fact, this type of cho-
rioangioma usually has a rapid growth and a large size (also 
10 cm), but it is the presence of many vessels, and especially 
of the arteriovenous shunt that facilitates the development of 
complications.

For this reason, the evolution of our case was totally 

Figure 1. Histopathologic examination of the tumor at deliv-
ery. Figure 2. Microscopic examination of cellular chorioangioma.
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unexpected. The woman had the first admission at 21 + 4 
weeks, and the ultrasound examination showed a placental 
mass around 4 cm without vascularization and after six days, 
during the second admission, the tumor showed an increas-
ing in size of almost 50 mm. Nevertheless, we have to con-
sider that the morphological ultrasound at 20 weeks did not 
detect anomaly of the placenta. 

The progression of this chorioangioma, especially its 
growth and the rapid increase of fluid amniotic volume, 
causing dyspnea, was completely unpredictable. This evo-
lution is more appropriate for angiomatous chorioangioma 
than a cellular type, which was in this case histologically 
confirmed. The treatment chosen for this cellular chorioan-
gioma was a close follow-up, notwithstanding an amniore-
duction was carried out to reduce polyhydramnios.

In the literature, the therapy of chorioangioma needs yet 
to be defined. Many placental tumors are small in size, and 
they are usually asymptomatic. In this condition, it is recom-
mended only observation while the presence of mass larger 
than 4 cm presents a high risk to have clinical complications. 
In this case, it is advised an immediate treatment to promote 
the development of the fetus and the progression of preg-
nancy. Many types of treatments have been reported to im-
prove the outcome of pregnancy, such as tocolytic drugs to 
avoid miscarriage, cordocentesis in case of fetal anemia and 
amnioreduction in case of polyhydramnios, and thrombosis 
of nutritive vessel to reduce the vascularization of the tumor 
and stop its growth [9]. There are many possibilities to deter-
minate a thrombosis of tumoral vessel: alcoholization, laser 
coagulation, endoscopic suture or using microcoils [9]. De-
spite these therapeutic opportunities, it remains impossible 
to predict the future of the pregnancy.

Conclusion

Placental chorioangioma is certainly the most common be-
nign tumor of the placenta. Ultrasound examination with 
color Doppler helps in timely diagnosis, and it is recom-
mended during the follow-up. However, the progression of 
this tumor is often unpredictable. We suggest a close obser-

vation of placental mass, especially if it is larger than 4 cm, 
even when the Doppler scan does not show a vascularization 
of itself. A regular monitoring could be useful to treat clinical 
complications immediately, and to achieve better outcomes 
in complicated pregnancies.
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