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Abstract:Rare ultrasound placenta findings, such as avascular cystic
lesions, hyperechogenic and thick placenta, and enlarged placenta,
are associated with infarcts, perivillous fibrin deposition, and mes-
enchymal dysplasia. These lesions can be present in 20% of normal
pregnancies but are more frequent in pregnant women with pre-
eclampsia (PE) and/or fetal growth restriction, autoimmune dis-
eases, and infections, and can increase the risk of perinatal com-
plications, including fetal death. Evaluation of the placental surface
may also identify cases with circumvallate placenta and cho-
rioangiomas. These rare placental findings require close clinical
follow-up and serial fetal evaluations to identify those at a higher
risk of abnormal perinatal outcomes.
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Key Points

� Well-defined (rounded) hypechogenic (black areas) in the
placenta with no flow inside or outside and with a
hyperechogenic rim (cysts) should be considered highly
suspicious of placental infarcts.

� Large cysts with mixed echogenicity inside the lesion
should be considered as infarction or rounded
hematomas.

� Multiple small cysts with echodense placenta areas,
increase the risk for massive perivillous fibrin deposition
(MPFD).

� Cystic lesions of different size, enlarged placenta, and
different velocities of intraplacental blood flow, are
suggestive of placental mesenchymal dysplasia (PMD).

� The presence of any type of placenta cystic lesions
increases the risk of adverse perinatal outcomes and are
related to pre-eclampsia, fetal growth restriction, infec-
tions, preterm delivery, overgrowth syndromes, and
fetal death

� An abnormal placenta shape can be associated to
circumvallate placenta or chorioangiomas.

� Maternal serum concentrations of alpha-fetoprotein and
human chorionic gonadotropin can contribute to the

diagnosis of placenta mesenchymal dysplasia, chorioan-
giomas, and choriocarcinoma.

� Close surveillance of patients and fetuses with rare
placental lesions (Table 1) should be performed.
Placental abruption, placenta previa, and placenta

accreta spectrum are the most common abnormal placental
findings. However, other less frequent placental complica-
tions can also affect the normal development of pregnancy
and increase the risk of abnormal outcomes.

VASCULAR LESIONS LEADING TO PLACENTAL
TISSUE NECROSIS

Placental infarctions, massive perivillous fibrin deposi-
tion, and infarction (rounded) hematomas are difficult to
differentiate with ultrasound as all 3 conditions share similar
characteristics and can be present in the same pregnancy.
Cystic images suggestive of infarction hematomas are
usually larger than those from infarcts, and massive
perivillous fibrin deposition can be seen as the combination
of small cystic lesions and echodense areas in the placenta
(Table 1). These 3 conditions are highly related to fetal
growth restriction and fetal demise. In high-risk pregnant
patients, placenta lesions associated with infarcts and tissue
necrosis can be observed in about 76% of cases.1

Placental Infarcts

Ultrasound Findings
Placental infarcts are characterized by hypoechogenic

(dark) areas surrounded by a hyperechogenic (white) rim
resembling cysts (Fig. 1). Small cystic lesions are present in
about 20% of normal pregnancies;2 however, the risk of
abnormal outcomes increases when multiple areas with
these characteristics, or one predominant large cystic area,
are seen. At ultrasound scanning, these well-defined “black”
cysts do not present evidence of blood movement either
inside or outside the cyst despite using highly sensitive color
Doppler modalities. In addition, the shape of the cyst is
maintained stable over time, which is the opposite of what
happens in a normal placental lake, where the shape changes
according to blood movements inside the lake.

Histopathology
Placental infarcts are mainly due to: (a) occlusion of

spiral arteries by thrombus; (b) strangulation of the
placental villi due to increased perivillous or intervillous
fibrin/fibrinoid deposition; and (c) impairment of the fetal
circulation due to fetal thrombotic vasculopathy.3–5 Sus-
ceptibility to obstruction of maternal vessels seems to be
related to a defective physiological transformation in the
first trimester of pregnancy. When the maternal intervillous
blood flow stops, the intervillous space collapses, the villous
epithelial trophoblast surfaces die and the villi adhere to the
lesions forming a firm mass that can be palpated when
examining the placenta after delivery.6DOI: 10.1097/GRF.0000000000000912
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TABLE 1. Ultrasound Characteristics and Clinical Outcomes of Rare Placental Lesions

Placental lesion Cysts Color doppler flow Size Placental characteristics Clinical implications

Placental infarcts Hypoechogenic (black) areas
surrounded by a
hyperechogenic (white)
rim-round

No Stable in size Size unchanged Pre-eclampsia, fetal growth restriction

Infarction/rounded
hematoma

Hyperechogenic rim and
mixed echogenicity inside
the lesion

No Large Size unchanged Hypertensive disorders, FGR, preterm
delivery, gestational diabetes,

Massive perivillous fibrin
deposition (maternal
floor infarction)

Small multiple cystic lesions.
echodense (white) areas in
the placenta

Variable velocities 1-2 cm in length with a
mean thickness of the
echogenic rim
measuring 0.25 mm

Normal or enlarged placenta Spontaneous abortion, fetal demise,
FGR, preterm delivery, pre-
eclampsia.

Placental mesenchymal
dysplasia

Multiple cystic lesions Increased vascularity
with slow blood
movement within and
around the cysts

Small Thick and enlarged placenta Abnormal MSAFP, overgrowth
syndromes, FGR, fetal demise

Circumvallate Placenta None No change Double layer of amnion and chorion
forms a raised, rolled edge (shelf)

Placental abruption, chorioamnionitis,
and preterm delivery

Chorioangiomas None Increased vascularity Well-circumscribed hyperechoic or
hypoechoic mass protruding from
the fetal surface of the placenta or
near the umbilical cord insertion site

Abnormal MSAFP. Asymptomatic >
4 cm associated with anemia,
polyhydramnios, hydrops, IUGR,
fetal death.

Teratomas Heterogenous (cystic, solid) Reduced vascularity as
compared with
surrounding placental
tissue

Various Echogenic areas suggestive of
calcification or fatty tissue,
alternating with hypechoic areas
filled with fluid

Benign tumors exclude twin pregnancy
and fetus acardius amorphous.

Trophoblastic placental
tumor

“Cystic” like lesion
heterogenous

Increased vascularity Various Heterogeneous, echogenic mass with
small anechoic cystic spaces
measuring 2.5-8 mm

Extremely elevated maternal serum
concentrations of hCG, vaginal
bleeding, dyspnea (lung metastases),
and abdominal pain

FGR indicates fetal growth restriction; hCG, human chorionic gonadotropin; MSAFP, maternal serum alpha fetoprotein.

H
ernandez-Andrade

et
al

C
lin

O
bstet

G
ynecol

�
Volum

e
68,

N
um

ber
1,

M
arch

2025

140
| w

w
w
.clinicalobgyn.com

C
opyright

©
2024

W
olters

K
luw

er
H
ealth,

Inc.
A
ll
rights

reserved.

C
opyright

r
2024

W
olters

K
luw

er
H
ealth,

Inc.
A
ll
rights

reserved.



Clinical Implications
About 50% of all cystic placental lesions diagnosed

prenatally have been associated with placental infarcts,
reflecting maternal vascular under perfusion.7 Cystic
infarcted lesions have been observed in about 70% of
patients with pre-eclampsia (PE), and in 40% of growth-
restricted fetuses (FGR). In about 40% of patients with
severe pre-eclampsia, the infarcted placental areas can
occupy more than 25% of the total placental surface.8
Hypoechogenic areas highly suspicious of placental infarcts
are frequently seen in growth-restricted fetuses with absent
or reversed end-diastolic velocities in the umbilical artery.
Viero et al.9 reported cystic images highly suspicious of
placental lesions in 73% of 59 fetuses with absent end-
diastolic flow in the umbilical artery (UA). The combination
of hipoechogenic cystic lesions and abnormal umbilical, or
uterine arteries Doppler velocimetry increases the risk of
perinatal death

Rounded Hematoma/Infarction Hematoma

Ultrasound Findings
These are generally isolated large cysts with a hyper-

echogenic rim and mixed echogenicity inside the lesion. This
mixed echogenicity is due to the formation of a clot or
hematoma within the cyst (Fig. 2). Color Doppler reveals
absent blood movement inside the lesion and around the
hyperechogenic rim. The cyst may occupy a large area in the
placenta ultrasound image.

Histopathology
Infarction hematomas are characterized by an

infarcted area due to the occlusion of a spiral artery with
a subsequent recanalization creating a hematoma or clot
inside the cyst surrounded by a hyperechoic rim. These
lesions are larger than common infarcts due to the
expansion of the lesion at the time of vascular recanalization
and represent a larger area of necrotic placental tissue.

Clinical Implications
Infarction hematomas have a strong association with

maternal vascular malperfusion and decidual vasculopathy,
and are highly associated with adverse perinatal outcomes
including severe fetal growth restriction and fetal death.5,10
Infarction hematomas have been associated with chronic
hypertension, pre-eclampsia, gestational diabetes, and pre-
term delivery.7,11

Neville et al11 applied the term “rounded intraplacental
hematoma” referring to the same lesion. The same authors
described 28 women with rounded intraplacental hemato-
mas and reported a prevalence of 60% (17/28) of fetal
growth restriction, 21% (6/28) of perinatal mortality, and
17.8% (5/28) of placental abruption. The authors suggested
that a complete placental examination using grayscale and
Doppler modalities should be performed to improve the
diagnosis of this condition.

FIGURE 1. Placental infarcts, hypoechoic lesion with an echogenic rim, and no blood flow movements within or around the cyst.
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Massive Perivillous Fibrin Deposition (Maternal
Floor Infarction)

Ultrasound Findings
Multiple small cystic lesions of about 1 to 2 cm in

length with a mean thickness of the echogenic rim
measuring about 0.25 mm. without blood flow inside the
cysts, and reduced vascularization in the affected area
(Fig. 3). The affected area appears echodense (more white)
at ultrasound examination due to the accumulation of fibrin
around the lesion.

Histopathology
Massive perivillous fibrin deposition (MPVFD) can be

classified as fibrin-type fibrinoid (F) secondary to blood
coagulation derived products, or matrix-type (M) related to
extravillous trophoblast products.12,13 In the F-type
MPVFD there is massive accumulation and deposition of
serum-derived fibrin in the intervillous space, which causes
occlusion of the blood supply in different areas of the
placenta. In the M-type MPVFD there is accumulation of
extravillous trophoblast-derived products into the extrac-
ellular matrix around the distal villi. Between 60% and 75%
of the MPVFD lesions are associated with intervillus
thrombosis, and occlusion of blood supply in different areas
of the placenta.14 The hyperechogenic rim represents villi
compressed by laminated fibrin and erythrocytes.

Clinical Implications
MPVFD is a rare abnormal finding affecting about

0.1% of all pregnant women; however, this prevalence can
differ according to the gestational age at delivery and
previous obstetric history. Women with previous abortions/
miscarriages have a higher prevalence of MPVFD. Kim
et al15 evaluated placental biopsies from 562 miscarriages
and reported a prevalence of 2.2% (n= 15) of MPVFD, 12/
15 (80%) had a history of 2 or more previous miscarriages.
MPVFD has been associated with adverse pregnancy
outcomes such as fetal death, FGR, preterm delivery, PE,
and recurrent spontaneous abortion.16–18 MPVFD has also
been associated with maternal complications that is,
maternal rejection type response, infections such as SARS-
CoV-2, enterovirus, cytomegalovirus, and syphilis, and
autoimmune diseases polymyositis2, and antiphospholipid
antibodies syndrome.14

In high-risk pregnancies with MPVFD, Proctor et al.19
reported 79% prevalence of abnormal perinatal outcomes,
61% frequency of preterm delivery, 18% severe FGR, and
4% perinatal death. MPVFD can recur in approximately
one-third of women.20,21

Management and Follow-up of Vascular Lesions
Leading to Placental Tissue Necrosis

Visualization of the entire placenta is recommended in
all pregnancies, if multiple cystic areas are seen, Doppler
techniques can be applied to identify blood movements

FIGURE 2. Infarction hematomas (rounded hematomas), large cystic lesions with mixed echogenicity inside the cyst and a large
echogenic area around the cyst with no blood flow movements inside or around the cyst.
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inside or outside the cysts. Differences in placental
echogenicity and thickness can also contribute to the
diagnosis of placental vascular lesions.

Close follow-up of patients with placental cystic lesions
highly associated with vascular maldevelopment should be
performed, particularly to exclude pre-eclampsia, and serial
ultrasound scans to detect FGR. In cases with an EFW
< 10th percentile, Doppler evaluation of the umbilical and
middle cerebral arteries, and ductus venosus is recom-
mended. The combination of abnormal Doppler in the
umbilical artery or the ductus venosus (absent/reversed end-
diastolic or atrial flow) and cystic placental lesions increases

the risk of perinatal mortality and leads to the decision of
delivery. When other vascular territories are affected but the
umbilical artery still does not show signs of severe
deterioration, close surveillance is recommended.

PLACENTAL MESENCHYMAL DYSPLASIA

Ultrasound Findings
Placental mesenchymal dysplasia (PMD) is character-

ized by a thick and enlarged placenta with multiple small
cystic lesions similar to a hydatidiform mole. PMD is also
known as non-hydatidiform mole, and is associated with

FIGURE 3. Massive perivillous fibrin deposition (MPFV), enlarged hyperechogenic placenta with multiple small cystic lesions, and with
reduced blood flow.

FIGURE 4. Placental mesenchymal dysplasia, enlarged and thick placenta with hypoechoic structures of different size, and increased
vascularity with slow blood movement around the cysts.
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elevated maternal serum concentrations of alpha-fetoprotein
(AFP) and human chorionic gonadotropin (hCG).22 Color
Doppler imaging shows increased vascularity with slow
blood movement within and around the cysts (Fig. 4).23–25

Histopathology
PMD is characterized by hyperplastic mesenchymal

tissue of stem villi along with cystic dilatation and edema.
Vascular abnormalities in the chorionic plate and stem
villous include tortuosity, aneurysmal dilatation, and
thrombosis. The histologic findings consist of mesenchymal
villus hyperplasia, dilatation of the chorionic vessels,
enlarged stem villi with loose connective tissue, and
cistern-like formations.26–28 Placental blood vessels are
diffuse and tortuous, there is dilatation of the villi, and
thrombus formation.29

Clinical Implications
Mesenchymal dysplasia has a prevalence of 0.2% and is

associated with overgrowth syndromes such as Beckwith-
Wideman, but also to FGR and fetal demise.30–33 Differ-
ential diagnoses include molar pregnancy, chorioangioma,
and placental hematomas.34 In a recent study including 15
cases of PMD, the authors reported 4 perinatal deaths (26%,
3 fetal demise, one miscarriage), 6 terminations, 5 live
births, and 3 cases with FGR.29 Guenot et al35 studied 22
cases of PMD diagnosed by placental pathology and
described 5 cases with elevated AFP and 3 with elevated
h-HCG, half of the fetuses (11/22) developed growth
restriction, 18% (4/22) fetal death, and 64% (14/22) preterm
delivery. Maternal complications that is, pre-eclampsia and

gestational hypertension, were observed in 27% of cases (6/
22). Of note, from 14 fetuses born alive (after excluding fetal
deaths and terminations), 5 neonates died between 1 and
63 days after birth. In this large series, the authors also
reported associations between PMD and placental mosai-
cism, CHARGE syndrome, fetal pleuropulmonary blas-
toma, and fetal skeletal dysplasia.35

CIRCUMVALLATE PLACENTA

Ultrasound Findings
It is characterized by a small chorionic plate with

extended placental tissue beyond the margins of the
membrane insertion, where a double layer of amnion and
chorion forms a raised, rolled edge.36 The placental
membranes are attached to the fetal surface of the placenta,
instead of the underlying villous placental margin. The
ultrasound appearance is irregular with an uplifted edge of
the placenta (where the placental margin is rounded), a
marginal shelf, rim, or band (where the placental edge is thin
or sheet-like), and a bright border at the periphery of the
placenta due to a thickened membranous rim (Fig. 5).37

Histopathology
The insertion of the membranes is below the chorionic

plate, instead of the margins of the placenta, creating a
folding of the membranes and accumulation of fibrin, thus
the chorionic plate is smaller than the basal plate.38 Because
of the abnormal membrane insertion, the chorion keeps
growing and expanding, leaving the internal margin and
membrane insertion behind and pushed towards the inner

FIGURE 5. Placenta Circumvallate, showing the uplifted edge of the placenta and a marginal rim.
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margin.38,39 This type of placenta is associated with preterm
delivery, oligohydramnios, placental abruption, chorioam-
nionitis, and fetal death. Circumvallate placentas are more
common in dichorionic than in monochorionic twin
pregnancies.38 A condition named circummarginate pla-
centa or placenta extrachorialis has been reported corre-
sponding to an abnormal insertion of the membranes
without a raised edge and folding of the placenta38

Clinical Implications
Stuit et al38 reported a prevalence of 2.2% (n= 351) of

circumvallate placenta in 16,042 placental evaluations, with
a significant association with placental abruption, cho-
rioamnionitis, and preterm delivery. The combined findings
of circumvallate placenta, abruption, and chorioamnionitis
were mainly seen in preterm deliveries but not in term
pregnancies. Herrera et al40 evaluated prenatally diagnosed
circumvallate placentas and reported no differences in
clinical outcomes regarding antenatal bleeding, preterm
birth, placental abruption, or emergency cesarean section
between patients with and without a circumvallate placenta.
One explanation for these differences in outcomes can be the
high number of false positives when circumvallate placentas
are diagnosed by ultrasound. The location of the uterus
where the placenta is implanted, or the presence of amniotic
sheets, or uterine septum that can affect the shape of the
placenta, may suggest a circumvallate placenta. When only
pathology reports are considered, the prevalence of circum-
vallate placenta is reduced, but the association with
complications is significantly increased.

PLACENTAL TUMORS

Non-trophoblastic Placental Tumors

Chorioangiomas
Chorioangiomas are the most common vascular

placental tumors; small chorioangiomas are identified in
about 1% of all placentas.41 Chorioangiomas are benign
tumors diagnosed incidentally during ultrasound scans and
have been associated with increased AFP concentrations in
maternal serum and amniotic fluid. The tumor appears as a
well-circumscribed hyperechoic or hypoechoic mass pro-
truding from the fetal surface of the placenta or near the
insertion of the umbilical cord. Areas of hemorrhage,
infarction, or calcification can be visualized within the
mass. Abundant blood flow determined by color and power
Doppler with low-resistance vessels sometimes forming
arteriovenous shunts within the tumor (Fig. 6).42,43

Histopathology. Three types of placental chorioangio-
mas have been described: (1) angiomatous or capillary (the
most frequent), (2) cellular, and (3) degenerative.42,44
Vascular chorioangiomas have a higher rate of perinatal
complications than solid (cellular and degenerative)
chorioangiomas.42 Differential diagnoses include placental
teratoma, placental hematoma, partial hydatidiform mole,
and metastasis to the placenta.45

Clinical implications. Chorioangiomas are usually
asymptomatic, but if the tumor is “large” (> 4 cm in
diameter) it can be associated with increased fetal and
neonatal morbidity, including anemia, polyhydramnios,
hydrops, growth restriction, and perinatal death.46,47 The

FIGURE 6. Chorioangiomas, (A) mixed echogenicity in the surface of the placenta; (B) increased vascularity; (C) solid type with low
vascularization; and (D) mixed echogenicity mainly observed inside the placenta tissue.
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estimated prevalence of giant chorioangiomas is about 1/
8000 to 50,000 pregnancies.48 Arteriovenous shunts related
to chorioangiomas may lead to high-output fetal cardiac
failure and severe anemia.

Several reports of prenatal surgery attempting to
obliterate the feeding vessel of the tumor have been reported
with mixed results.49–52 Given the potential for adverse
outcomes associated with chorioangiomas, serial evaluation
of fetal growth and fetal cardiac function is recommended.

Teratomas
These are rare benign tumors originating from the

primitive germinal cells that derivate in multiple tissues
within the tumor. Sonographic findings are of a heteroge-
neous cyst, or a solid mass of variable size, with the presence
of tissues of variable echogenicity. Echogenic areas sugges-
tive of bones, calcification or fatty tissue, alternating with
hypechoic areas filled with fluid are also present.53,54
Doppler techniques show reduced vascularization as com-
pared with the surrounding placental tissue. The main
differential diagnosis is fetus acardius amorphous from a
twin pregnancy.55 The main ultrasound difference is the
degree of development in fetus acardius amorphous,
showing more organized spine, limbs, or cranial
structures.56

Trophoblastic Placental Tumor
Choriocarcinoma is a highly malignant tumor origi-

nating from trophoblastic epithelial cells. Normally arises in
reproductive organs (uterus, ovary) and only in rare
occasions outside the reproductive system (brain, lungs,
stomach, pancreas). Choriocarcinoma of the reproductive
system can be gestational and non-gestational. Gestational
choriocarcinoma is very rare with an incidence of 1 in
20.000 to 30.000 pregnancies. It usually appears after
pregnancy and can be related to a molar pregnancy (50%),
miscarriage (25%), and to an apparently normal pregnancy
(22%).57,58 Its incidence during a concurrent pregnancy is
even more rare, at ~1 in 50,000 to 60,000 cases.

In concurrent pregnancy, clinical presentation includes
vaginal bleeding, dyspnea (lung metastases), and abdominal
pain. It can also present as a severe form of early pre-
eclampsia and can be associated with sudden fetal death or a
severely anemic newborn59–62 Ultrasonography (US) is
often used to diagnose concurrent choriocarcinoma with
very high levels of β-hCG. On grayscale US, choriocarci-
noma has a variable presentation. It may be hyperechoic or
hypoechoic homogeneous or heterogeneous mass, with
small anechoic cystic spaces measuring 2.5 to 8 mm.63 On
color Doppler, the mass is usually highly vascularized;64 and
on spectral Doppler, trophoblastic vessels demonstrate a
high-velocity low-resistance waveform.65 Maternal respira-
tory symptoms and extremely elevated maternal serum
concentrations of hCG in the presence of a placental mass
confirm the diagnosis of concurrent choriocarcinoma.

ACKNOWLEDGMENTS

The authors are very grateful to Professor Roberto
Romero and the Perinatology Research Branch (Division of
Obstetrics and Maternal–Fetal Medicine, Division intramural
Research, Eunice Kennedy Shriver National Institute of Child
Health and Human Development, National Institutes of
Health, U.S. Department of Health and Human Services
(NICHD/NIH/DHHS)), for allowing them to include several

placental images which were obtained while the first author
(E.H.-A.) worked at the Perinatology Research Branch.

REFERENCES
1. Boujenah J, Cohen J, Allouche M, et al. Prevalence and

association of placental lesions with obstetrical features and
outcome: data from French prospective study. AJOG Glob Rep.
2024;4:100374.

2. Fox HEC. Pathology of the Placenta. Saunders; 1978.
3. Brosens I, Renaer M. On the pathogenesis of placental infarcts

in pre-eclampsia. J Obstet Gynaecol Br Commonw. 1972;79:
794–799.

4. Ogge G, Chaiworapongsa T, Romero R, et al. Placental lesions
associated with maternal underperfusion are more frequent in
early-onset than in late-onset preeclampsia. J Perinat Med.
2011;39:641–652.

5. Aurioles-Garibay A, Hernandez-Andrade E, Romero R, et al.
Prenatal diagnosis of a placental infarction hematoma asso-
ciated with fetal growth restriction, preeclampsia and fetal
death: clinicopathological correlation. Fetal Diagn Ther. 2014;
36:154–161.

6. Misra DP, McNally S, Chen S, et al. Placental infarcts in the
collaborative perinatal project: variable associations infer
variable constructs. Placenta. 2020;99:1–7.

7. Fitzgerald B, Shannon P, Kingdom J, et al. Rounded
intraplacental haematomas due to decidual vasculopathy have
a distinctive morphology. J Clin Pathol. 2011;64:729–732.

8. Vinnars MT, Nasiell J, Ghazi S, et al. The severity of clinical
manifestations in preeclampsia correlates with the amount of
placental infarction. Acta Obstet Gynecol Scand. 2011;90:19–25.

9. Viero S, Chaddha V, Alkazaleh F, et al. Prognostic value of
placental ultrasound in pregnancies complicated by absent end-
diastolic flow velocity in the umbilical arteries. Placenta. 2004;
25:735–741.

10. Bendon RW. Nosology: infarction hematoma, a placental
infarction encasing a hematoma. Hum Pathol. 2012;43:
761–763.

11. Neville G, Russell N, O’Donoghue K, et al. Rounded
intraplacental hematoma—A high risk placental lesion as
illustrated by a prospective study of 26 consecutive cases.
Placenta. 2019;81:18–24.

12. Nanaev AK, Milovanov AP, Domogatsky SP. Immunohisto-
chemical localization of extracellular matrix in perivillous
fibrinoid of normal human term placenta. Histochemistry.
1993;100:341–346.

13. Aplin JD, Campbell S. An immunofluorescence study of
extracellular matrix associated with cytotrophoblast of the
chorion laeve. Placenta. 1985;6:469–479.

14. Hung NA, Jackson C, Nicholson M, et al. Pregnancy-related
polymyositis and massive perivillous fibrin deposition in the
placenta: are they pathogenetically related? Arthritis Rheum.
2006;55:154–156.

15. Kim EN, Lee JY, Shim JY, et al. Clinicopathological
characteristics of miscarriages featuring placental massive
perivillous fibrin deposition. Placenta. 2019;86:45–51.

16. Cheloufi M, Coulomb A, Abisror N, et al. Massive perivillous
fibrin deposition: diagnosis, obstetrical features, and treatment.
Eur J Obstet Gynecol Reprod Biol. 2024;292:125–132.

17. Andres RL, Kuyper W, Resnik R, et al. The association of
maternal floor infarction of the placenta with adverse perinatal
outcome. Am J Obstet Gynecol. 1990;163:935–938.

18. Jindal P, Regan L, Fourkala EO, et al. Placental pathology of
recurrent spontaneous abortion: the role of histopathological
examination of products of conception in routine clinical
practice: a mini review. Hum Reprod. 2007;22:313–316.

19. Proctor LK, Whittle WL, Keating S, et al. Pathologic basis
of echogenic cystic lesions in the human placenta: role
of ultrasound-guided wire localization. Placenta. 2010;31:
1111–1115.

Hernandez-Andrade et al Clin Obstet Gynecol � Volume 68, Number 1, March 2025

146 | www.clinicalobgyn.com Copyright © 2024 Wolters Kluwer Health, Inc. All rights reserved.

Copyright r 2024 Wolters Kluwer Health, Inc. All rights reserved.



20. Clewell WH, Manchester DK. Recurrent maternal floor
infarction: a preventable cause of fetal death. Am J Obstet
Gynecol. 1983;147:346–347.

21. Bane AL, Gillan JE. Massive perivillous fibrinoid causing
recurrent placental failure. BJOG. 2003;110:292–295.

22. Lolli NB, McWhirter AM, Lesser KB, et al. Zebras in a
snowstorm: ultrasound guidance for differentiating placental
mesenchymal dysplasia from hydatidiform mole. Am J Obstet
Gynecol. 2024;S0002-9378:00776–2.

23. Kuwata T, Takahashi H, Matsubara S. Stained-glass’ sign for
placental mesenchymal dysplasia. Ultrasound Obstet Gynecol.
2014;43:355.

24. Matsubara S, Kuwata T, Takahashi H, et al. Diagnosis of
placental mesenchymal dysplasia: magnetic resonance imaging
or color Doppler? J Obstet Gynaecol Res. 2015;41:488.

25. Colpaert RM, Ramseyer AM, Luu T, et al. Diagnosis and
management of placental mesenchymal disease. a review of the
literature. Obstet Gynecol Surv. 2019;74:611–622.

26. Moscoso G, Jauniaux E, Hustin J. Placental vascular anomaly
with diffuse mesenchymal stem villous hyperplasia. A new
clinico-pathological entity? Pathol Res Pract. 1991;187:324–328.

27. Faye-Petersen OM, Kapur RP. Placental mesenchymal dyspla-
sia. Surg Pathol Clin. 2013;6:127–151.

28. Pawoo N, Heller DS. Placental mesenchymal dysplasia. Arch
Pathol Lab Med. 2014;138:1247–1249.

29. Wei CM, Li TG, Ma B, et al. Evaluation and analysis of
influencing factors of placental mesenchymal dysplasia diag-
nosed using prenatal ultrasonography and pregnancy outcomes:
case series. Quant Imaging Med Surg. 2024;14:6934–6944.

30. Ishikawa S, Morikawa M, Umazume T, et al. Anemia in a
neonate with placental mesenchymal dysplasia. Clin Case Rep.
2016;4:463–465.

31. Woo GW, Rocha FG, Gaspar-Oishi M, et al. Placental
mesenchymal dysplasia. Am J Obstet Gynecol. 2011;205:e3–e5.

32. de Vasconcelos Gaspar A, Branco M, Galhano E, et al.
Ultrasound and molecular prenatal diagnosis of Beckwith-
Wiedemann syndrome:two case reports. Radiol Case Rep. 2022;
17:4914–4919.

33. Soejima H, Hara S, Ohba T, et al. Placental mesenchymal
dysplasia and Beckwith-Wiedemann syndrome. Cancers
(Basel). 2022;14:5563.

34. Vaisbuch E, Romero R, Kusanovic JP, et al. Three-dimensional
sonography of placental mesenchymal dysplasia and its differ-
ential diagnosis. J Ultrasound Med. 2009;28:359–368.

35. Guenot C, Kingdom J, De Rham M, et al. Placental
mesenchymal dysplasia: an underdiagnosed placental pathol-
ogy with various clinical outcomes. Eur J Obstet Gynecol
Reprod Biol. 2019;234:155–164.

36. Harris RD, Wells WA, Black WC, et al. Accuracy of prenatal
sonography for detecting circumvallate placenta. AJR. Am J
Roentgenol. 1997;168:1603–1608.

37. Suzuki S. Clinical significance of pregnancies with circum-
vallate placenta. J Obstet Gynaecol Res. 2008;34:51–54.

38. Stuijt DG, Bos M, Nikkels PGJ, et al. Significant association
between circumvallate placenta, placental abruption and acute
chorioamnionitis in preterm birth: a 23-year retrospective
cohort study. Placenta. 2024;146:25–29.

39. Vogel M, Turowski G. Clinical Pathology of the Placenta. De
Gruyer; 2019.

40. Herrera CL, Chu TM, Stanteen SM, et al. Prenatal ultrasound
findings of circumvallate placenta and pregnancy outcomes.
Am J Perinatol. 2024;41(S 01):e2069–e2072.

41. Wallenburg HC. Chorioangioma of the placenta. Thirteen new
cases and a review of the literature from 1939 to 1970 with
special reference to the clinical complications. Obstet Gynecol
Surv. 1971;26:411–425.

42. Jauniaux E, Ogle R. Color Doppler imaging in the diagnosis
and management of chorioangiomas. Ultrasound Obstet Gyne-
col. 2000;15:463–467.

43. Zalel Y, Weisz B, Gamzu R, et al. Chorioangiomas of the
placenta: sonographic and Doppler flow characteristics. J
Ultrasound Med. 2002;21:909–913.

44. Iwahata H, Iwahata Y, Homma C, et al. Degenerative type of
placental chorioangioma requiring fetal blood transfusion. J
Obstet Gynaecol Res. 2021;47:1191–1194.

45. Wolfe BK, Wallace JH. Pitfall to avoid: chorioangioma of the
placenta simulating fetal tumor. J Clin Ultrasound. 1987;15:
405–408.

46. Sepulveda W, Alcalde JL, Schnapp C, et al. Perinatal outcome
after prenatal diagnosis of placental chorioangioma. Obstet
Gynecol. 2003;102(5 Pt 1):1028–1033.

47. Zanardini C, Papageorghiou A, Bhide A, et al. Giant placental
chorioangioma: natural history and pregnancy outcome. Ultra-
sound Obstet Gynecol. 2010;35:332–336.

48. Benirschke K, Burton GJ, Baergen. RN. Pathology of Human
Placenta, 5th ed. Springer; 2006.

49. Agarwal N, Papanna R, Bergh EP, et al. Management of large
placental chorioangioma: two-port laser approach for fetal
intervention. Ultrasound Obstet Gynecol. 2023;62:882–890.

50. Quintero RA, Reich H, Romero R, et al. In utero endoscopic
devascularization of a large chorioangioma. Ultrasound Obstet
Gynecol. 1996;8:48–52.

51. Turgut E, Atalay A, Sakcak B, et al. Interstitial laser ablation
of feeding vessels to a large placental chorioangioma. Z
Geburtshilfe Neonatol. 2022;226:274–277.

52. Bouchghoul H, Benachi A, Senat MV. Prenatal percutaneous
fetoscopic laser photocoagulation of chorioangioma: report of
two cases and review of the literature. Fetal Diagn Ther. 2021;
48:633–639.

53. Williams VL, Williams RA. Placental teratoma: prenatal
ultrasonographic diagnosis. J Ultrasound Med. 1994;13:
587–589.

54. Ahmed N, Kale V, Thakkar H, et al. Sonographic diagnosis of
placental teratoma. J Clin Ultrasound. 2004;32:98–101.

55. McHenry A, Morotti R, Hui P. Placenta teratoma or acardiac
fetus amorphous: a case study by DNA genotyping. Int J
Gynecol Pathol. 2022;41:51–58.

56. Jha P, Paroder V, Mar W, et al. Multimodality imaging of
placental masses: a pictorial review. Abdom Radiol (NY). 2016;
41:2435–2444.

57. Seckl MJ, Sebire NJ, Berkowitz RS. Gestational trophoblastic
disease. Lancet. 2010;376:717–729.

58. Shanbhogue AK, Lalwani N, Menias CO. Gestational tropho-
blastic disease. Radiol Clin North Am. 2013;51:1023–1034.

59. Huang CY, Chen CA, Hsieh CY, et al. Intracerebral
hemorrhage as initial presentation of gestational choriocarci-
noma: a case report and literature review. Int J Gynecol Cancer.
2007;17:1166–1171.

60. Guvendag Guven ES, Guven S, Esinler I, et al. Placental site
trophoblastic tumor in a patient with brain and lung metastases.
Int J Gynecol Cancer. 2004;14:558–563.

61. Luna Russo MA, Multani SS, Ridgway M, et al. Second
trimester presentation of preeclampsia and choriocarcinoma in
a primigravida with live birth. J Matern Fetal Neonatal Med.
2015;28:889–891.

62. Lam CM, Wong SF, Lee KW, et al. Massive feto-maternal
hemorrhage: an early presentation of women with gestational
choriocarcinoma. Acta Obstet Gynecol Scand. 2002;81:
573–576.

63. Sebire NJ, Jauniaux E. Fetal and placental malignancies:
prenatal diagnosis and management. Ultrasound Obstet Gyne-
col. 2009;33:235–244.

64. Savelli L, Pollastri P, Mabrouk M, et al. Placental site
trophoblastic tumor diagnosed on transvaginal sonography.
Ultrasound Obstet Gynecol. 2009;34:235–236.

65. Shaaban AM, Rezvani M, Haroun RR, et al. Gestational
trophoblastic disease: clinical and imaging features. Radio-
graphics. 2017;37:681–700.

Clin Obstet Gynecol � Volume 68, Number 1, March 2025 Rare Placenta Lesions

Copyright © 2024 Wolters Kluwer Health, Inc. All rights reserved. www.clinicalobgyn.com | 147

Copyright r 2024 Wolters Kluwer Health, Inc. All rights reserved.


