
1.Introduction 

 

Molar pregnancy is one form of gestational tro-

phoblastic diseases and is said to results from abnor-

mal fertilization of an ovum which develops some 

characteristic hydrophic villi with circumferential 

hyperplasia to which size is inconsistent with age 

[1]. It is also referred to as  haditidiform mole a 

name derived from Greek word ‘hydatisia’ (meaning 

“a drop of water”) and that of Latin ‘mola’ (meaning 

millstone/false conception or simply indicates clump 

of growing tissue or a ‘growth’) and to the morpho-

logical resemblance in appearance of Echinococco-

sis hydatid cyst. Considerably, hydatidiform mole is 
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Molar pregnancy also known as hydatidiform mole is entirely a benign tumor of the trophoblast. It occurs 

when there is an extra set of paternal chromosomes in a fertilized egg, which at the time of conception trans-

forms into a growing mass of cysts instead of forming the placenta. Pathologically, features are contently   de-

generative and hyperplastic changes affecting both the syncytiotrophoblast and cytotrophoblast. Two types can 

be found in any geographical location, benign and malignant. 

The study was to ascertain type prevalent, factors influencing occurrence and complication associated with 

types in relation to prevalent histo-morphological characters apparent. 

Samples were from Patients on admission at Department of Obstetrics and Gynecology and consulted by De-

partment of Morbid Anatomy, Ebonyi State University Teaching Hospital (now Federal Teaching Hospital) 

Ebonyi State. Clinical and Histopathology record books were reviewed alongside the processed tissues in the 

three year study. Grossed specimens and prepared slides stained by popular haematoxylin and eosin technique 

were studied. 

Of the 500 uterine samples from patients in the study, 7 (1.72%) were hydatidiform moles, in which partial 

mole constituted 1(25%) distinguishable by the absence of embryo or normal placental tissue and abnormal 

embryo and possibly some normal placental tissue. Possible complications apparent were in the form of can-

cer, bleeding, septicemia as secondary infections, and peritonitis. Factors precipitating disease were incom-

plete abortion, trauma, and hormonal dyscrasia leading to failed gestation.  

Molar pregnancy is rare in our geographical area and is possibly caused by trauma and hormonal disorder. 

Complications are resultant of treatment and management. 
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a benign tumor forming mass of growing tissue in-

side the uterus and to the development of placenta 

proliferating grape like vesicles. In contrast with 

failed viable pregnancy, hydatidiform mole is said to 

remain not expelled, [2] and rarely co-exist in the 

uterus with viable fetus particularly with twinning 

though abnormal placenta. Hence birth may bring 

cure because placenta is always expelled. [3] 

 Many etiological factors have been incrimi-

nated in this disease without potentially understand-

ing the mechanism of development [4]. Potential risk 

factors may include over proliferation of the fetal 

and maternal tissues during placenta development, 

defects in ovum maturation, two sperm cells fertiliz-
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ing one ovum, [5]   age of patient at pregnancy, uter-

ine diseases prior to pregnancy and certain diet defi-

ciency (unconfirmed yet) may constitute causative 

factor -as is possible when animal fat and carotene 

dominate diet [6]. These factors have been associ-

ated with the possible classes of this condition that 

exists, i.e partial complete and invasive moles [7].  

Also in these classes histological elements present 

point to the fact that hydatidiform moles have com-

mon histogenic related entity [8,9],[though patho-

logical content and behavior may vary. 

  Associated clinical presentation includes; 

painless vaginal bleeding at the fourth to fifth month 

of pregnancy, when there may be enlarged uterus 

and ovaries [10,11], hyperemesis, nausea, increase in 

blood pressure along side with protein in urine, and 

high level of human Chorionic gonadotropin in 

blood test [12,13], swelling of legs, and anaemia. 

Though that these factors accrue health concern, 

most important reason for the correct recognition of 

true moles is that they may precede Choriocarci-

noma [14]. 

 Several diagnostic approaches include broad 

clinical, radiological and laboratory investigations 

are carried out on suspicion and at pregnancy. Hy-

datidiform mole can be categorized into major types; 

benign and malignant types. Benign types are partial 

and complete moles, these were called the non-

cancerous forms while the malignant forms are Inva-

sive moles and choriocarcinoma which is also classi-

fied as the cancerous forms/tumors of gestational 

trophoblastic diseases. Complications apparent in-

clude lung diseases, which occurs after curettage of 

women with bulky uterus at 16 weeks gestation. 

Others are preeclampsia and thyroid diseases [15].  

         All hydatidiform mole cases are sporadic, ex-

cept for extremely rare familial cases. Also a mater-

nal gene has been identified for recurrent hydatidi-

form mole (chromosome 19q13.3-13.4 in a 15.2 

complete mole interval) [8]. By studying elective 

pregnancy terminations, hydatidiform moles were 

determined to occur in approximately 1 in 1200 

pregnancies in the United States [16]. The exact 

number of pregnancies that result in hydatidiform 

moles is unknown, as in many cases may result in 
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spontaneous abortion (miscarriage). The incidence 

varies greatly between different parts of the world. 

Reported incidence ranges from 23 to 1299 cases per 

100,000 pregnancies. Incidence in the far-East gave 

figures of 1 in 500 (Singapore), 1 in 294 (Japan), 1 

in 314 (Iran) while 1 in 379 (Nigeria) have been re-

ported. The malignant form is much lower, only 

about 10% [17]. The reported incidence of hydatidi-

form mole from Europe and North America is sig-

nificantly lower than the reported incidence from 

Asia and South America [18-21]. One proposed rea-

son for this great geographical variation is differ-

ences in healthy diet in the different parts of the 

world (e.g. Carotene deficiency) [22]. 

 The study aimed at searching through the 

increasing features of abortion in east-west geo-

graphical area of Nigeria the presence of hydatidi-

form mole and whether the histomorphological enti-

ties   contribution to related potential mechanisms of 

miscarriage pregnancies.  

 

2. Materials and Methods 

 

Samples to the Department of Morbid Anatomy 

were from 500 patients out of all admitted at Depart-

ment of Obstetrics and Gynecology, Ebony State 

University Teaching Hospital, Abakaliki. Clinical 

records and histopathology report books were re-

viewed alongside processed tissue blocks and slides 

in the three year study. The remaining gross samples 

from which part tissue blocks and slides were made 

from were searched to ascertain and authenticate the 

origin of tissue blocks and slides. 

 Tissue blocks and their corresponding slides 

were sought and reviewed microscopically alongside 

all corresponding histopathology reports. Clinical 

records that bear sufficient patient history were 

traced to the same blocks and slides, hence satisfied 

the criteria for inclusion. More recent slides were 

made from these blocks, and diagnosis confirms 

histopathology reports. These slides were stained by 

popular Harris's heamatoxylin and eosin staining 

technique Harris, 1900.  

 

 



3. Results 

 

The uterine hydatidiform mole was observed 7

(1.4%) in 500 of all uterine samples for the three 

year study. Six (85.7%) were benign revealing 5

(83.3%) complete mole, typically featuring avascu-

lar and vascular hydropic chorionic villi and  1

(16.7%) was partial mole with  hydropic chorionic 

and normal villi  accompanying  some atypical cyto-

trophoblastic cells. One (14.3%) was choriocarci-

noma. Focal areas of mixed inflammatory cell infil-

trates were apparent in all types, and frequent areas 

of necrosis at varying degrees were observed of 

choriocarcinoma (figures I, II & III). 

 Mononuclear cells were present in all cases 

(figure IV) and infiltrated most in and within the cy-

totrophoblastic and syncytiotrophoblastic walls 

while minimal numbers were discretely distributed 

particularly among obvious trophoblasts. 

  From the clinical record books, all patients 

in the study had vaginal bleeding within 3 weeks 

prior to evacuation, lower abdominal pains, and re-

current incidence was observed in one case of com-

plete mole. Dough consistency and slight tender 

uterus at 21 weeks of suspected pregnancy was ob-

served with the only partial mole case.  

 Patients age range, provisional diagnoses, 

and size of samples varied slightly as shown in table 

I. 

 Complications observed were differently but 

include bleeding, fever from septiceamia, peritonitis, 

and shock with patient of chriocarcinoma. Etiologic 

factors include birth trauma, drug, hormonal dyscra-

sia, and attempted criminal abortion. All these were 

obtained from patients and contend in the clinical 

records to the laboratory.   

 

 

4. Discussion 

 

The study was conceived because of increasing inci-

dence of abortion in the North-East of Nigeria with 

focus to finding possible types of gestational tro-

phoblastic disease (GTD) responsible and etiologic 
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factors evident [23]. In all forms of molar pregnan-

cies there exist potential to persist into disease, and 

the identification of type could puffer clinical diag-

nosis and outcome, causative agents knowledge will 

offer preventive and treatment  measures [24-26], 

incidence pattern understanding will give clinicopa-

thologic epidemiology [27] and frequency of occur-

rence could exhibit geographical variations particu-

larly for hydatidiform mole because of rareness of 

the lesion in countries and parts of the World as mo-

lar pregnancy [28-31]. 

  Therefore the study is to unearth the variable 

pattern of hydatidiform mole in 500 pregnancies 

within three years. Most significant of the study is 

the discovery of six hydatidiform moles and one 

gestational choriocarcinoma. These show variable 

outcome even in geographical area of Nigeria mostly 

habit by the Igbos. Is hydatidiform mole racially 

prevalent in a country occupied by over 500 ethnic 

groups of different ancestral linage? Also the fre-

quencies of occurrence in the hydatidiform mole 

have been reported showing continents and countries 

where the variable frequencies existed as in this 

study [28,29,32]. 

 

Hydatidiform mole occurred between second to 

fourth decades of life in the women (table I). This 

informs that maternal age is a risk factor for the le-

sion development and that greater risk for hydatidi-

form molar pregnancy in women exist between 20 

years of age and below unlike was contended in 

studies where 40 years of age and above may pose 

greater risk for the lesion [28,29,33,34]. 

 From histomorphologic features, complete 

moles existed five out of six hydatidiform moles in 

the study thereby placing dominance over partial 

mole as in a report [35]. All cases in the study have 

had abortion once or twice previously before hy-

datidiform mole was diagnosed. This finding tends 

to point at and implicate abortion (whether natural or 

intentional) as causative factor or that abortion was 

an accomplished of hideous etiologic agent which 

instituted potential processes. Consequently, the dis-

cussion of this finding supports the result of cytoge-



netics analysis of hydatidiform moles, that it is dis-

permy (of paternal chromosomal composition 

46,XY) [36-41] and diandric ( of paternal and mater-

nal [a haploid maternal set] chromosomal composi-

tion XXY, XYY and XXX) [37,39,40-43].  

 Though that it is not certain from further 

chromosomal analyses and flow cytometric investi-

gations whether there exist cytogenetic distinctions 

between complete and partial moles according to 

reports [44-50]. A small percentage of hydatidiform 

moles have biparental diploid genomes, as in normal 

living persons, having two sets of chromosomes, one 

inherited from each biological parent. Some of these 

moles occur in women who carry mutations in the 

gene NLRP7, which predispose to molar pregnancy. 

These rare variants of hydatidiform mole may be 

complete or partial [47].   

 Molar pregnancy is one of the gestational 

trophoblastic diseases (GTDs) that are characterized 

by abnormal proliferation and maturation of tro-

phoblast. The morphologic appearance have micro-

scopically classed hydatidiform mole into complete 

and partial moles with regards to placental tissue 

apparent enlargement of chorionic villi, i.e. edema-

tous stroma persistence. These were the obvious fea-

tures in this study and the presence of choriocarci-

noma and no invasive mole featured. Considerably 

but generalized are hydropic villous and numerous 

central cisterns with acellular central core were ob-

served in 5 complete moles. In the same is circum-

ferential hyperplasia of proliferative trophoblasts 

which develop from the villous surface.   Combined 

proliferative syncytiotrophoblasts, cytotrophoblats 

and intermediate trophoblasts were accompanied 

and, together show cytologic atypia. Nuclear picture 

is more irregular and hyperchromatic while areas of 

mostly mononuclear inflammatory cells were pre-

sent particularly in 4 of the cases. The presence of 

inflammatory cells raise suspicion of inflammatory 

process orchestrated against infected complete moles 

or sterile complete mole or both. Or could there be 

other factor(s) initiating this process, or could it be 

that complete mole potentially elicit immunological 

action through mononuclear leucocytes process as in 

figure IV?  Such abnormal varied sizes of tro-
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phoblastic tissue had been earlier associated with 

chronic, fetal renal vein thrombosis, even persistent 

rubella [51]. The answer to these questions can only 

be explicit by establishing and identifying individual 

clones or group of mononuclear cells present. How-

ever, no report on this feature in complete mole had 

been adduced to our knowledge. After all, there was 

abortion experienced by all the patients in the study, 

but no evidence of twin gestation recorded as in a 

study, [49] save for microscopic absence of choronic 

villi between two amnions as in figure IV said to be 

diagnostic of monozygotic twinning [52]. 

 In contrast, partial mole that occurred had 

few morphologic features different from complete 

mole. These microscopic elements include irregular 

villi with in-folding, scalloped outlines [53] stroma, 

and border cells that show characteristic invagina-

tion in some areas. Also focal trophoblastic hyper-

plasia was evident from syncytiotrophoblasts while 

edematous villi and small normal villi are present in 

some reports [53,54]. 

 Complete mole show voluminous gross tis-

sue curetted in combination with blood than partial 

mole (Table 1). Grape-like berry bunch almost trans-

parent vesicles of varying sizes and shapes even 

busted vesicles confer the pale-grey to brown colour 

to gross in the absence of heavy volume of blood. 

The inclusion of choriocarcinoma is because it hails 

from same tissue origin with complete and partial 

moles (i.e., trophoblastic placenta tissue) [55].  Being 

highly aggressive malignant tumour has the pedigree 

of rapid but unusual angioinvasive as is in some re-

ports[56-58]. The histologic features were typical 

and denote transformation from hydatidiform mole

[28,54,59]. The cytotrophoblastic and syncytiotro-

phoblastic cells are arranged in a characteristic bi-

phasic pattern[60].  Significant areas of necrosis 

were present and vascular elements increased[61]. 

 The cytoplasms of the three basic cells types 

were deep eosinophilic though basophilia is possi-

ble. Some vacuoles were present on syncytiotro-

phoblastic cytoplasm without mitotic figure increase 

(figure III). The intermediate trophoblastic cells ex-

hibit features that distinguished them from syncyti-

otrphoblastic and cytotrophoblastic cells- i.e. lack 



vacuoles, cytologic abnormality, and nuclear pleo-

morphism, and hyperplasia with prominent nucleoli. 

 The occurrence of choriocarcinoma in a lim-

ited number of hydatidiform moles in a three year 

study is significant considering the number of preg-

nancies involved and the geographic epidemiology 

as in some reports[28,30,31]. The lesion occurred in 

a 26 years woman who has had previous abortion at 

the age of 20 year before married and four years af-

ter without any pregnancy. This is rare encounter in 

contrast with report that gave age risk frequency be-

tween 40 to 44 years even above[30]. 

  

 

5. Conclusion 

  

The geographical occurrence of molar pregnancies is 

rare and factors simulating the various forms of the 

diseases are trauma, abortion, stress and possibly 

drugs. Increasing incidence of abortion in young 

women is associated with gestational trophoblastic 

diseases particularly hydatidiform mole and its sub-

types. Mononuclear cells infiltration is possible in 

any type of Hydatidiform mole while intermediate 

trophoblastic cell proliferation is characteristically 

metaplastic in nature.  
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