
DOI: 10.14260/jemds/2014/3889 

CASE REPORT  

J of Evolution of Med and Dent Sci/ eISSN- 2278-4802, pISSN- 2278-4748/ Vol. 3/ Issue 64/Nov 24, 2014       Page 14110 
 

PLACENTAL MESENCHYMAL DYSPLASIA, A RARE CAUSE OF NON MOLAR 
PLACENTAL HYDROPS: A CASE REPORT  
Ramya T1, Uma Maheshwari G2, Chaitra V3 
 

HOW TO CITE THIS ARTICLE: 
Ramya T, Uma Maheshwari G, Chaitra V. “Placental Mesenchymal Dysplasia, a Rare Cause of Non- Molar 
Placental Hydrops: A Case Report”. Journal of Evolution of Medical and Dental Sciences 2014; Vol. 3, Issue 64, 
November 24; Page: 14110-14113, DOI: 10.14260/jemds/2014/3889 
 

ABSTRACT: Placental mesenchymal dysplasia (PMD) is a rare, incompletely understood placental 

vascular lesion. Ultrasound and gross placental examination reveal placentomegaly and grape like 

vesicles that mimic molar pregnancy. PMD is often associated with normal foetus, diploid 

karyotyping and needs to be differentiated from its mimickers as the prognosis and management 

varies. Here in, we describe a case of PMD with ultrasound and histopathological correlation. 
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INTRODUCTION: Placental mesenchymal dysplasia (PMD), is considered as placental vascular 

anomaly with diffuse mesenchymal stem villous hyperplasia and was first described by Moscoso et al. 

in 1991.1 The exact incidence of PMD is unknown, some of the studies show the incidence to be 

0.02%.2 PMD is characterized by enlarged placenta with dilated, fluid filled vesicles. Prenatal 

ultrasonography reveals an enlarged, thickened placenta with cystic spaces in the sub chorionic zone. 

Hence, PMD has also been referred to as “pseudo- partial’’ mole or non-molar placental hydrops.3,4,5,6 
 

CASE REPORT: A 28 year old woman, G2P1L1, known case of rheumatic heart disease, post aortic 

valve replacement with mechanical prosthesis and on warfarin, was referred to our hospital, at 21 

weeks of gestation. Her previous child birth was 9 months back and she was unaware of the present 

pregnancy till 20th week of gestation. On admission, patient was severely anaemic and in heart failure. 

Ultrasound examination showed a single live intrauterine foetus with no structural abnormalities.  

Placenta was anterior, diffusely enlarged with few isoechoic retro placental collection, the 

largest measured 12x3.9cm (Figure: 1). There was no colour uptake in the isoechoic areas. 

Subchorionic zone contained few hypoechoic cysts (Figure: 2). The size of the placenta was large 

when compared with that of the foetus (Figure: 3). Lower end of placenta was seen covering the 

internal os. Umbilical and uterine artery doppler studies were normal. 

As there was no improvement in haemoglobin levels even after two packed cell transfusions 

and repeat USG showed increasing retroplacental clots, abruptio placenta was suspected and patient 

planned for hysterotomy. Repeat transfusions and prophylactic uterine artery embolization was done 

before proceeding with hysterotomy. Per operatively there was 650gms of retroplacental clots. The 

placenta was cut through and foetus removed. Uterus was atonic, hence B-Lynch suture applied and 

concurrent sterilization done. Patient was on supportive ventilation and later weaned uneventfully. 

As consent for foetal autopsy could not be obtained, only placenta was sent for histopathological 

examination. 

Macroscopically, the placenta was large for gestational age, both in dimension and weight. 

The placenta weighed 650gms (> 90th percentile). There were a few vesicles in the parenchyma, 

largest measuring 1.0x1.0x0.5cm. The chorionic plate was not identified and there were thick ropy 

stem villi that have been shorn off the villous parenchyma (Figure 4). Chunks of blood clot were also 

present. Histopathological examination showed collapsed vesicles with central cystic degeneration 
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and absent trophoblastic proliferation (Figure 5). Thin walled, dilated vascular spaces of variable 

sizes were present in the stem villi (Figure 6). Hydropic change and cellular islands were prominent. 

Hence a diagnosis of placental mesenchymal dysplasia was offered. 
 

DISCUSSION: PMD is a rare benign condition that should be considered in the differential diagnosis 

when ultrasound findings demonstrate a placenta with cystic changes and a normal foetus. The exact 

incidence of PMD is unknown because of its rarity. It is also under-diagnosed and under-reported, as 

not all pathologists are aware of this entity. A strong female preponderance is noted with a ratio of 

3.6-4.0:1(F: M ratio). 

Although the exact etiology of PMD is unclear, there are multiple competing theories, 

including congenital malformation of the mesoderm,7 hypoxia and hypoperfusion of unknown 

aetiology,8 molecular disruption of the imprinting genes of chromosome 11p15.5 associated with 

Beckwith-Wiedemann syndrome4,9 and androgenetic/biparental mosaicism.10 

The other causes of cystic placentas are partial molar pregnancy, complete mole with co-

existing normal foetus, chorioangioma, subchorionic haematoma, confined placental mosaicism and 

spontaneous abortion with hydropic changes. 

PMD is most often mistaken for molar pregnancy based on similar sonographic findings 

between the two entities-enlarged, thickened placenta with cystic spaces.11 Molar pregnancies always 

exhibit elevated hCG levels, while in one series of PMD by Nayeri et al.2 38% of the cases showed 

elevated hCG level. In the present case hCG level was mildly elevated. PMD is more likely to be 

associated with elevated ms AFP levels. Invasive testing by chorionic villus sampling or 

amniocentesis should be performed to confirm a normal karyotype, thereby excluding partial molar 

pregnancy. 

One-fourth to one-third cases of PMD is associated with Beckwith-Wiedeman syndrome10 

(macrosomia, hemihyperplasia, visceromegaly, omphalocele, macroglossia, renal anomalies and 

adrenal cytomegaly). There are multiple case reports in the literature describing the co-existence of 

PMD with foetal hepatic mesenchymal tumors, suggesting a common pathogenetic origin for the two 

anomalies.12 Carta et al.12 proposed that the two conditions may arise from synchronous abnormal 

development of the mesoderm. 

Pregnancy outcomes range from healthy, uncomplicated pregnancies to adverse maternal 

and/or neonatal complications. Only 9% of pregnancies affected by PMD are uncomplicated with 

regards to either neonatal or maternal complications. The most common adverse event is preterm 

labour with an incidence of 50%2 of which 33% were of spontaneous preterm labour. Other 

complications are IUGR (33%), IUFD (13%) and PPROM (17%). Pham et al8 proposed that poor 

perinatal outcome may occur because of obstructive vascular thrombosis and decreased maternal-

foetal gas exchange owing to a reduction in the normal amount of chorionic villi. The only maternal 

complication was hypertension which developed in 9% of cases.2 

The diagnosis of PMD is only affirmed after pathological evaluation of placenta. Grossly, it is 

characterised by placentomegaly, dilated or even aneurysmal chorionic vessels and enlarged 

hydropic or cystic villi.1,13 Microscopic findings include enlarged, edematous stem villi with 

mesenchymal hyperplasia and cistern formation. Thick-walled blood vessels can be seen at the 

periphery of stem villi. A clinching point in diagnosing PMD is the absence of trophoblastic 

hyperplasia, which helps to differentiate it from gestational trophoblastic disease.1,11,13 The above 

mentioned findings were noted in our case, hence a diagnosis of PMD was offered. 
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CONCLUSION: Placental mesenchymal dysplasia is a rare, unfamiliar placental pathology, 

characterized by placentomegaly with cystic change and can be mistaken for molar pregnancy. It 

should be considered as a differential diagnosis when the above findings are associated with a normal 

appearing foetus. Hence, a detailed clinical, ultrasonographical and histopathological examination 

along with a high index of suspicion is mandatory to arrive at a correct diagnosis of this entity 

thereby unnecessary termination of pregnancy can be avoided. 
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