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INTRODUCTION 

An embryonated mole corresponds to any partial 

hydatidiform mole, composed simultaneously of a normal 

placenta, an amniotic cavity and a recognizable fetal 

structure. In 80 to 90% of cases, PHM progresses to 

spontaneous miscarriage, going unnoticed outside of a 

systematic anatomopathological study.1 The diagnosis is 

evoked in front of a honeycombed image on ultrasound, 

associated with a high level of Bhcg, while the 

confirmation is essentially anatomopathological. Apart 

from a few sporadic cases, the evolution of PHM remains 
benign. This work reports the case of a PHM having 

progressed to a gestational trophoblastic tumor with 

metastases.  

CASE REPORT 

Mrs. K. K., 36 years old, G5P3, without notable 

pathological history, O +ve blood type, who consulted for 

exaggeration of the sympathetic signs of pregnancy 

without metrorrhagia on an amenorrhea of 11 weeks. The 

clinical examination found a patient in good condition 

with a gynecological examination: a uterine height 

greater than the theoretical gestational age, with a 

purplish cervix with no bleeding. The quantitative test of 

Bhcg showed a rate of 2718700 mIU/ml. Obstetric 

ultrasound showed a partial molar pregnancy with a fetal 

biometric of 12 weeks. the evolution was normal until 22 

weeks (Figure1) when the patient went into labor 
naturally and gave birth to a male fetus of 745 g with a 

retained placenta, having required an artificial delivery 

followed by an ultrasound-guided aspiration under 

sedation (Figure 2).  

 

Figure 1: 22-week embryonic hydatidiform mole on 

pelvic ultrasound. 

ABSTRACT 

Partial hydatidiform mole can evolve into a metastatic trophoblastic tumor. A 36-year-old, multiparous woman, 

pregnant with a 22-week embryonic hydatidiform mole, having spontaneously expelled. Histopathological 

examination showed a non-invasive partial mole. During biological monitoring, a trophoblastic tumor was diagnosed 

with pulmonary metastasis on CT-scan and myometrial invasion by MRI. Authors opted for a monochemotherapy 

with a good evolution. The potential risk of malignant transformation of the partial hydatidiform mole requires an 

adequate therapeutic strategy with strict monitoring. 

 
Keywords: 22 weeks amenorrhea, Chemotherapy, Myometrial invasion, Partial hydatidiform mole, Pulmonary 

metastasis, Trophoblastic tumor 

Department of Obstetrics and Gynecology, Mohammed VI University Hospital Center, Oujda, Morroco 

 

Received: 09 February 2020 

Accepted: 03 March 2020 

 

*Correspondence: 

Dr. I. Elamouri, 

E-mail: imane.elamouri@gmail.com 

Copyright: © the author(s), publisher and licensee Medip Academy. This is an open-access article distributed under 
the terms of the Creative Commons Attribution Non-Commercial License, which permits unrestricted non-commercial 

use, distribution, and reproduction in any medium, provided the original work is properly cited. 

DOI: http://dx.doi.org/10.18203/2320-1770.ijrcog20201250 



Elmouri I et al. Int J Reprod Contracept Obstet Gynecol. 2020 Apr;9(4):1713-1716 

International Journal of Reproduction, Contraception, Obstetrics and Gynecology                                     Volume 9 · Issue 4    Page 1714 

 

Figure 2: Macroscopic appearance of the partial 

hydatidiform mole. 

 

Figure 3: myometrial invasion, a) ultrasound aspect, 

b) MRI aspect. 

 

Figure 4: CT-scan: metastatic lung nodule. 

A histological examination showed a non-invasive partial 

hydatidiform mole. Post-aspiration surveillance of Bhcg 

levels revealed stagnation over 4 successive weeks. The 

diagnosis of GTT was retained. A regional extension 

assessment made of a pelvic ultrasound (Figure 3) and 

MRI was done, having objectified anterior myometrial 

invasion with vascular areas on ultrasound, associated 

with a heterogeneous right lateral heterogeneous mass on 

the right, locally spreading serpiginous vascular 

structures on MRI. The remote extension assessment 

showed an abnormality in the supernatural white matter 

not specific to cerebral MRI, with a pulmonary nodule of 

the upper right lobe of 4 mm of metastatic appearance on 

the thoraco-abdomino-pelvic scan (Figure 4). The FIGO 

score was less than 6, the patient was classified as low 

risk and then referred to the oncology center for 
monochemotherapy with good tolerance and good 

progress over a 6-month follow-up. 

DISCUSSION 

The partial hydatidiform mole corresponds to a mixture 

of molar, placental vesicles and a recognizable embryo, 

caused by chromosomal accidents essentially a triploidy 

of paternal origin (85% of cases) which comes from the 

fertilization of a normal ovum by two normal 

spermatozoons. haploid (dispermia), or by a single 

diploid spermzoon (diandria). Maternal triploidy found in 

15% of cases results from the fertilization of an abnormal 

diploid egg by a normal haploid sperm.1 

Unlike CHM, PHM is more common among young 

women (peak at 27 years old) with spontaneous abortion 

history.2,3 Except for the clinical presentation of obvious 

expulsion of molar vesicle with embryo, the diagnosis of 

PHM is made on an abnormally increased level of Bhcg 

compared to gestational age (explained by the expression 

of genes carried by the long arm of the chromosome 

Paternal 19) involved in hormonal production.4 

Associated with an ultrasound aspect objectifying a large 

and heterogeneous placenta, with part of the trophoblast 

of normal appearance while the other comprises a tissue 
of different echogenicity, filling most of the cavity and 

appearance in snowflakes.1,2,5 The presence of a 

gestational sac is mandatory to define an embryonic 

mole. In the first trimester, PHM lead often to 

spontaneous abortions, with normal embryos but 

hypotrophic in two thirds of the cases, or malformed in 

one third of the cases.6,7 The placenta is thick, sometimes 

with vesicular images. The diagnosis of embryonated 

mole can be suspected as early as the tenth week of 

pregnancy.2,8 The anatomopathological study is the 

reference examination to confirm the diagnosis finding a 

mixture of molar and non-molar villi.9 The cytogenetic 
study confirms the origin of the triploidy as well as the 

chromosomal play.10 

The evolution of PHM is favorable in 96% of cases. Only 

2 to 4% progress to a GTT whereas 0.5% turns into 

choriocarcinoma according to a study carried out by M. 

Seckl.5,11,13 This risk of degeneration into a trophoblastic 

tumor is linked to gestational age during uterine 

evacuation.14 The embryonic molar pregnancy can be 

complicated by a pregnancy nephropathy related to a 

pathological trophoblastic colonization also giving cases 

of pre-eclampsia, in addition to an intra uterine growth 

retardation found in 93% of the cases.6,8 

A biological control by weekly dosing of plasma Bhcg 

associated with an emptiness ultrasound is essential, and 

monitoring - after negativation of the Bhcg level on three 
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successive weekly dosages - is ensured by the dosing of 

the Bhcg rate monthly for 6 months under the control of a 

strict oral contraception is effective.15 

Clearly, if PHM can develop into a persistent 

trophoblastic tumor, it is essential to detect it early to 
avoid very serious complications involving life-

threatening conditions among women of reproductive 

age. The diagnosis of invasive mole is made when molar 

villi are suspected in the myometrium on hyper 

echogenicity or hypervascularization with color doppler, 

this was the case with our patient, or outside the uterus; 

and / or when the Bhcg level is abnormally persistent or 

in ascent after a molar pregnancy with no residual mole 

in the uterine cavity confirmed by endo-vaginal 

ultrasound. The seat of the grafted villi is preferably the 

myometrium, sometimes the vaginal wall, more rarely the 

peritoneum and the lungs. Their number is limited and 

their existence is temporary, rarely exceeding 4 months. 

The assessment of radiological extension has a place only 

if the PHM is invasive or it has evolved into GTT. With a 

chest X-ray for FIGO 2000 score counting necessary for 

the therapeutic decision between mono or multidrug 

therapy. Hysterectomy can only be considered if the 

patient has finished her reproductive plans or refuses 

regular monitoring.  

The risk of recurrence is rare from 0.6% to 2%.6,16 In the 

case of PHM, the type of recurrent mole is complete 

hydatidiform mole in 23% of cases and PHM in 96% of 

cases.12 

Women’s fertility after PHM remains unaffected, except 

that an early pregnancy can delay the diagnosis of a 

possible GTT or the indication to start an effective oral 

contraception from uterine evacuation until 6 months to 

one year after the normalization of the Bhcg level.6,14 

CONCLUSION 

Admittedly, the hydatidiform mole remains a benign 

pathology in most of the cases, with a low risk of 

malignant transformation threatening the prognosis of 

fertility or even vital for young women, hence the need 

for rapid and effective management followed by strict 

monitoring. 
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