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  INTRODUCTION 



 

INTRODUCTION 

                 Gestational  Trophoblastic Diseases (GTD)  is one of the most fascinating of all  

gynecological neoplasms 
82

.The disease is unique due to the fact that it arises from chorionic 

tissue which is fetal in origin hence foreign to the mother.
 

                Gestational Trophoblastic Diseases (GTD) represents a spectrum of lesions 

characterized by abnormal proliferation and pathological aberrations occurring at different 

trophoblastic subpopulation and stages of trophoblastic differentiation during placentation. 

Gestational Trophoblastic Diseases include complete mole, partial mole, invasive mole, 

placental site trophoblastic tumor and choriocarcinoma. 

                Hertig referred to Gestational trophoblastic neoplasm as God’s first cancer & 

man’s first cure
17

. Recognition and separation of individual categories of Gestational 

Trophoblastic Diseases is important as each disease entity has distinctive clinical 

manifestations and requires different therapeutic approach. 

              Thus  the surgical pathologist  play an important  and inevitable role in  identifying  

cases of  hydatidiform mole and choriocarcinoma  and to differentiate between complete and 

partial mole. 

             It is accordingly important to distinguish between complete mole and partial mole 

for they are genetically programmed  and committed to separate modes of  behavior
117

.  

              Gestational trophoblastic diseases (GTD) show varied ethnicity and geographical 

distribution. The incidence of  GTD  varies widely throughout  the world being greatest in  



Asia,  Latin America  (1:85 pregnancies)  and subsequently lower  in Europe, USA, 

Australia  (1:3158 pregnancies). The incidence of choriocarcinoma is 1:41000 deliveries in 

Europe to  1: 496 deliveries in Asia. 

                  According to WHO, vesicular moles have an incidence of 1:120 pregnancies in 

some areas of Asia compared to 0.6 – 1.1 per 1000 pregnancies in United States 
131

.  

                  The prompt identification of malignant gestational  trophoblastic neoplasia is 

important because a delay in the diagnosis may increase the patient’s  risk and  adversely  

affect  the response to treatment. All the patients with malignant gestational trophoblastic 

disease should undergo a complete evaluation aimed at identifying metastatic sites. 

                  Over the last 30 years major advances has taken place in the understanding and 

management of gestational trophoblastic diseases. It is now possible to diagnose a molar 

pregnancy by USG, Serum β HCG measurements and histopathological diagnosis to prevent 

the occurrence of metastatic sequelae in the majority of cases with  vesicular mole and to 

achieve high remission rate in those with metastatic disease.  

               In this prospective and retrospective study of Gestational Trophoblastic Diseases, 

incidence of Hydatidiform mole, invasive mole, Choriocarcinoma and   their  pattern   of   

occurrence   with  relation to age ,clinical presentation and parity has been studied . 

             In cases which are difficult to differentiate between complete and partial 

hydatidiform mole by light microscopy, p57
kip2

 an immunohistochemical marker  has been 

used to differentiate between them. The recent literature regarding Gestational  

Trophoblastic Disease are also reviewed and correlated. 
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                                       AIM OF THE STUDY 

 

1.  To  study the number of Gestational Trophoblastic  Tumors received in the 

Department of pathology , Thanjavur medical college ,Thanjavur  - 3 years duration . 

Retrospective  from October 2008 to September 2009  and  Prospective  from  

October   2009   to    September 2011. 

 

2. To  study the pattern of occurrence of Gestational trophoblastic diseases in relation  

to age , clinical  presentation, parity and blood group. 

 

3. To   evaluate the histomorphological features of Gestational Trophoblastic Diseases   

with  light  microscopy and special stains . 

 

4. To study the percentage incidence of  complete and partial mole , invasive mole, 

choriocarcinoma in relation to gestational trophoblastic tumors and gynecological 

tumors in  our set up. 

 



5. To study p57 kip2 immunostaining in the differential diagnosis of complete 

hydatidiform mole and partial hydatidiform  mole 
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METHODS 
 

 



MATERIALS AND METHODS 

Materials for the present study were received from Government Raja Mirasudhar 

Hospital and Private Nursing Homes in Thanjavur over a period of three years from October 

2008 to September  2011.  

           The  total number of surgical cases received during the period of 3 years at Thanjavur 

Medical College  was 13,593. 

Out of the 13,593  surgical cases reported at Thanjavur Medical College, 63 cases  of 

Gestational Trophoblastic Diseases  were diagnosed during the period from  October 2008  

to September 2011. The material consisted of 5 hysterectomy specimen and the remaining 

(58) composed of expelled products from the uterus, uterine curettings and  suction 

evacuation.   A clinico-pathological analysis of these cases was carried out. 

The clinical details were taken from the record room of  Government Raja 

Mirasudhar Hospital, Thanjavur. The details of the gross examination of the specimens were 

obtained from the histopathology reports from the Department of Pathology for the 

retrospective study.  

HISTOPATHOLOGICAL STUDY: 

The blocks and slides were retrieved from the files of Department of Pathology. 

Paraffin blocks were recut and  the sections being 3-4 µ thick. In the prospective study all 

the specimens were fixed in 10% neutral formalin  followed by detailed gross examination 

of the specimens were done and findings were recorded. Tissues were processed routinely, 

paraffin blocks were prepared and 3-4 µ thick sections were cut and staining with 

Haematoxylin and Eosin was  done according to  (Appendix I).. 



Histochemical stain like PAS was done in 5 cases of early complete mole as an 

adjuvant . (Appendix II) 

   Immunohistochemistry was done in 12 cases, 6 cases of complete mole  and 6 cases 

of partial mole were  stained  with antibody against  P57  for the confirmation of the 

diagnosis of complete mole and partial mole.     (Appendix III)  

            Gestational trophoblastic diseases were classified as per WHO Scientific Group. 

Since the incidence of Gestational Trophoblastic Disease is generally expressed in 

relation to total number of deliveries, Live births or gynecological tumors rather than total 

population,incidence of gestational trophoblastic disease  is calculated according to it.                                      
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REVIEW OF LITERATURE 

HISTORY 

               Gestational  Trophoblastic Diseases(GTD)  has been known since antiquity . 

Hippocrates writing 400 BC  described  hydatidiform mole as dropsy of uterus & attributed 

it to unhealthy water. 

            Aeitus in 1600 AD noted resemblance of vesicles in hydatidiform mole  to large 

drops of water & developed the term hydatide from Greek word for drop “hydatis”
17

. 

              In 13
th

 century the tomb stone of countess Henneberg  noted that at 40 years of age  

she delivered 365 small vesicles ,this reflected the identification of individual mole as 

individual fetuses
32

.  

        Chiari in 1877 described  choriocarcinoma also known as  chorioepithelioma  with its 

origin from the  placental bed and its relationship with previous pregnancies.In 1894 Felix 

Merchand demonstrated that hydatidiform mole ,normal pregnancy and  abortions preceed 

the development of choriocarcinoma. He described proliferation of syncytiotrophoblast  & 

cytotrophoblast of the placental villi in molar pregnancy and    established  the fetal origin of 

trophoblasts
69,66,109,94

. 

               Ewings in 1910  devised a term chorioadenoma  destruens,  a type of hydatidiform 

mole  which retained its villous stroma ,penetrated into myometrium occasionally extend 

into pelvic structures & rarely metastasing
22

. Hertz & Elston (1978), Park (1971) preferred 

the term  Invasive mole for chorioadenoma destruens. It is genetically & morphologically  

similar to complete mole.  



            Ascheim & Zondk in 1928  discovered the secretion of gonadotropin substances into 

urine during pregnancy. Wide & Gemzell made hormonal measurements by   

Immunoassay
17

 . 

           In 1948 Hertz demonstrated that folicacid  antagonist causes  extensive fetal damage 

and fetal absorption. Thus the  therapy for gestational trophoblastic diseases began. In 1956 

the first patient with metastatic choriocarcinoma was cured by systemic administration of  

antifolate chemotherapeutic agent Methotrexate
17

. 

 Vassilokas , Riotton & Kajii (1977), Szulman & Sruti (1978) believe that  there are 

2 syndromes represented by classic ( complete )  mole and the partial ( incomplete ) 

mole
66,117,43,109

.  

           According to Hertig’s hypothesis, the primary event is an  abnormal embryo which is 

blighted , followed by fluid accumulation of villi  and  trophoblastic proliferation. Park 

(1959) and Reynolds (1976) consider the presence of structural & functional abnormality of 

the trophoblast  as prime  pathogenetic factor in the development of mole
109

.  

            Marchand (1895)  devised a term atypical  chorioepithelioma  now  recognized as 

Placental Site Trophoblastic Tumor. The previously used terms include  atypical 

choriocarcinoma ,syncytioma ,  chorioepitheliosis and  trophoblastic pseudo tumor
37

. 

             Mazur et al (1982) noted an unusual lung tumor composed of monomorphic  

population  of atypical cells in autopsy material from patients who received intensive 

chemotherapy for gestational choriocarcinoma . Mazur and Kurman  proposed the term 

Epitheliod Trophoblastic Tumor for this monomorphic variant of gestational 



choriocarcinoma
37,107

.Elston (1991) & Kurman (1992) preferred the term Exaggerated 

Placental Site  Nodule or Plague  for syncytial endometritis
37

. 

Over view of trophoblasts
14,111

: 

The abnormal trophoblastic tissue in gestational trophoblastic disease recapitulates the 

trophoblast present in the early developing placenta and implantation site. In normal 

placentation, trophoblast growing in association with chorionic villi is referred to as villous 

trophoblast, where as the trophoblast in all other location is termed as extravillous 

trophoblast. Three distinct types of trophoblastic cells have been recognized, that is 

cytotrophoblast (CT) syncytiotrophoblast (ST) and intermediate trophoblast (IT). 

Villous trophoblast is composed of cytotrophoblast and syncitiotrophoblast with small amounts 

of intermediate trophoblast. Extravillous trophoblast is composed mostly of intermediate 

trophoblast . Intermediate trophoblast is a distinct form of trophoblastic cell that shares some of 

the morphologic and functional features of both cytotrophoblast  and syncytiotrophoblast. In 

normal gestation, cytotrophoblasts are primitive epithelial cells that are polygonal to oval in 

shape with single nucleus, clear to granular cytoplasm and well defined cell borders. Mitotic 

activity is clearly evident. Syncytiotrophoblast is large multinucleate cell with dense 

amphophilic cytoplasm containing multiple vacuoles that vary in size, some of which form 

lacunae. Nuclei are dark and they do not show mitotic activity.  

The cells of intermediate trophoblast are  mononucleate,  vary in shape ranging from 

round to polyhedral cells to spindle shaped biopolar cells with attenuated cytoplasmic processes, 

cytoplasm is abundant and is eosinophilic to amphophilic,  highly irregular nuclear outlines and 

hyperchromatic coarsely granular chromatin, often the nuclei is lobulated or show multiple deep 

nuclear clefts. Nucleoli are smaller and less prominent than those seen in cytotrophoblast.  



WHO CLASSIFICATION OF GESTATIONAL TROPHOBLASTIC DISEASES
131

: 

Trophoblastic neoplasm  

 Choriocarcinoma  

Placental Site Trophoblastic Tumor 

Epitheloid Trophoblastic Tumor 

Molar  Pregnancies  

 Hydatidifrom mole  

 Complete 

 Partial  

 Invasive  

Metastatic 

 Non Neoplastic , Non molar  Trophoblastic  lesions   

Placental site  nodule &  Plaque  

 Exaggerated  Placental Site Reaction. 

 

 

 



NIH (NATIONAL INSTITUTE OF HEALTH) CLASSIFICATION OF 

GESTATIONAL TROPHOBLASTIC DISEASES
90

. 

I Benign GTD 

A. Complete   hydatidiform    mole  

B. Partial   hydatidiform   mole 

II Malignant GTD 

A .Non metastatic GTD  

B. Metastatic GTD 

      1. good prognosis,low risk – absence of any risk factor. 

      2. poor prognosis ,high risk – presence of any risk factor  

          a.Duration >4 months 

          b.Pretherapy level of β-hcg in serum >40,000m IU/ml 

          c. Brain or liver metastases. 

          d.GTD after term gestation  

          e. Prior to failed therapy   

EPIDEMIOLOGY
14,37

:   The reported incidence of hydatidiform mole and 

choriocarcinoma  varies widely throughout the world being greatest in Asia ,Africa & Latin 

America & subsequently lower in North America, Europe and Australia. 



          The incidence of hydatidiform mole is generally expressed in relation to the total 

number of pregnancies in a community rather than the total population. The occurrence of 

trophoblastic diseases is seen in two age groups. One is the teenage group and the other is 

perimenopausal age group. The risk is more for pregnancies in perimenopausal age group. 

          The estimated worldwide incidence of complete mole and partial mole is 1 per                 

1500-2000 pregnancies and 1 per 700 pregnancies respectively. 

        Womack & Elston (1985)  compared  the frequency of hydatidiform mole per live 

births   and compared figures between   Nottingham (UK ) &  Ishizuka (Japan )  and found  

4 fold  increase in latter. Graham et al  (1990) obtained similar results  from Abu Dhabi. 

Grimes et al (1984)  found a worldwide incidence of  1 per 1500 – 2000 pregnancies . 

          The incidence of  persistent trophoblastic diseases after complete   mole is 10% to 

20% . The incidence of  persistent trophoblastic diseases  after partial mole  is likely   be 

0.5%. Chun  & Brage (1967) , Park (1971)  proposed that  invasive mole  rarely progress to  

true choriocarcinoma.  

          Hertig & Mansell   found an incidence of choriocarcinoma for  1 in 160,000 normal 

gestations,  1 in 15,386 abortions, 1 in 5333 ectopic pregnancies  & 1 in 40 molar 

pregnancies.  One half of  cases of choriocarcinoma were preceeded by  hydatidiform mole, 

25%  followed by  abortion ,22.5% followed a  normal pregnancy  & only rare cases 

followed by partial mole.  Incidence of  choriocarcinoma  in India  is  found to be  1 in 2958 

pregnancies
115

. 

         The estimated frequency of trophoblastic diseases in relation to number of gestations is 

given in table .2  



RISK FACTORS  
82

: 

Age : Hydatidiform mole  are frequent at extremes  of reproductive age. Teenage and >35 

years  have increased risk . Age  >40 years  have 5 fold risk 
5
. 

Ethinicity :  Incidence is increased  in  South East Asian countries compared with  US  and 

European countries. 

Previous Hydatidiform mole:  

Bagshawe  et al found the risk of 1 of 76 pregnancies for a second mole and  the risk 

increases about 1 in 6.5 pregnancies  with 2 prior moles
69

.Sand reported that after 2 previous  

episodes of gestational trophoblastic diseases  the risk for  repeated diseases  increases by 

28%. Goldstein et al  noted 1 in 150 had  2 consecutive  molar pregnancies
69

.  

Reproductive and contraceptive factors: 

Messerli et al  observed a 2 fold increased risk of hydatidiform mole with prior spontaneous 

abortion. Yen & MacMohan  reported a increasing  rates with increasing gravidity  among  

younger age (<20 years ). Julie Palmer
47

 indicated  long term use of oral contraceptive pills 

increases the risk of  gestational trophoblastic tumors.  Bagshawe & Lawler (1982) and 

WHO (1983)   found the previous use of oral contraceptives  have an influence in 

subsequent  development  of persistent   trophoblastic diseases
85 

 

 

 



Nutritional factors :  

Increased frequency of hydatidiform mole among lower socioeconomic status  attributed to 

protein deficiency. Decreased risk of hydatidiform mole with higher intake of  beta-carotene  

and animal fat 
85

. 

CLINICAL  FEATURES
27,9,87, 129,130

: 

                  Hydatidiform mole is an abnormal placenta characterized by enlarged , 

edematous, vesicular chorionic villi accompanied by variable amount of proliferative 

trophoblasts. 

                 Hydatidiform mole is subdivided into complete mole and partial mole based on 

morphological, cytogenetic and clinicopathological features. Classically complete 

hydatidiform mole presented as second trimester (16 – 18 weeks) vaginal bleeding. Partial 

mole presents between (9
 
– 34 weeks) of gestation . The clinical features of complete mole 

include vaginal bleeding, anemia, toxemia, uterus size larger than the period of amenorrhea 

,classical snow storm appearance on USG and  increase in serum β HCG levels. Partial 

moles have  the same clinical features to that of complete mole. Clinical diagnosis is often 

missed or a spontaneous abortion. Uterine size is  either  normal  or small for dates  in 

partial mole 
93

.  Vaginal bleeding is the main presenting symptom.  Serum β HCG level is 

often low or normal range for gestational age. 

          Invasive mole are found in about one sixth of patients with complete mole. A clinical 

diagnosis is suspected when serum β HCG titer plateau or persistent increase following  



evacuation  of vesicular  mole or in some  cases present with uterine perforation. Diagnosis 

is  made on  hysterectomy specimen.  

In case of choriocarcinoma, the most common complaint is continuous bleeding after 

the evacuation of mole or after full term pregnancy. Sometimes there may not be any 

symptoms for a long time. The appearance of metastases in the vagina and vulva but often in 

distant organs like lungs may be the first sign of the disease.  

In case of placental site trophoblastic tumor they present with either amenorrhea or 

abnormal vaginal bleeding following term pregnancy or rarely as a sequelae to a molar 

pregnancy  or abortion . It occurs  in the age group  of 19 to  52 years with an average age of 

28 years. Placental site trophoblastic tumor may be rarely associated with virilization and 

nephrotic syndrome. 

               Routine use of USG in recent years results in the diagnosis of molar pregnancy at 

earlier gestational age. First trimester  molar pregnancies  often present as threatened or 

inevitable miscarriage  between  8.5 -12 weeks  . 

 About 67% of Hydatidiform mole  presented as  missed abortions  or an embryonic 

pregnancies  without a prenatal suspicion  of  molar pregnancies .This  highlights the  

importance of routine  histopathological examination of  products of conception  to diagnose 

gestational trophoblastic diseases
72

. 

 



 

MORPHOLOGICAL FEATURES
111

: 

Hydatidiform mole:     It is a general term that includes two distinct entities which include 

complete hydatidiform  mole and partial hydatidiform mole. The clinicopathological  

features are summarized in table no 1 

 

Table : 1. Clinicopathological features of complete and partial mole 
14 

FEATURES COMPLETE MOLE  PARTIAL MOLE 

Karyotype 46XX,  46XY Triploid 

Embryo/fetus Absent  Present  

Villous outline  Round  Scalloped  

Marked   Less pronounced and focal Hydropic swelling 

cisterns present Cisterns less prominent  

Trophoblastic proliferation  Variable  Focal and minimal  

Trophoblastic atypia Often present  Absent  

Implantation site  Exaggerated  Normal  

P57 Negative  Diffusely   positive  

Behavior  10-30% develop GTD 0.5- 4 % develop GTD 

 

Grossly complete moles appear as  massively enlarged  edematous villi with a characteristic  

grape like appearance. Complete mole are voluminous  make upto 500cc or more of bloody 

tissue. Hallmark of complete mole is generalized villous edema grossly which measures 

about  few millimeters to as large as 3.0 cm in diameter.  



             In hysterectomy specimen, uterus is enlarged, molar vesicles protrude on  opening 

the uterus. Rarely   fetal or embryo development can occur in complete mole, hydatidiform 

mole can also occur  in tube and ovary . 

Light microscopic  features of  complete mole is characterized by  2  key features
58,86

. 

1) Trophoblastic proliferation  

2) Villous edema  

              Trophoblastic proliferation on villous surface in complete mole is circumferential 

around the villous surface. Columns and streams of  cells  composed of mixture of 

cytotrophoblasts , syncytiotrophoblast, villous intermediate trophoblast  project  randomly  

from the  villous surface.   Trophoblast  show  cytological atypia   with nuclear & 

cytoplasmic  enlargement, irregularity of nuclear  outlines & hyperchromasia
111,129

.Park 

(1971) demonstrated that excessive amounts, abnormal  distribution & pleomorphism  of 

trophoblast  are  the hallmarks of  complete mole
37

. 

 Hydropic change :   

          Chorionic  villi  are distended by the accumulation of   abundant stromal fluid  

with  central cisterns ,which  appear as central acellular fluid filled spaces. A thin rim of 

mesenchyme  separates the cistern  from the surface  layer of trophoblastic cells . The border 

of the mesenchyme with the acellular cistern is abrupt and well defined. There  is  absence 

or paucity of fetal stromal blood vessels
34,111

. 



            Hydropic villous changes  may be related to the  retarded  vasculogenic 

differentiation in villous stroma. 

.   Hyperplasia of  intermediate  trophoblasts in an implantation site  are more 

numerous & more atypical .The implantation site of  hydatidiform mole show  increased Ki 

67 labelling index
111

. David Kanter  et al  
28

reported that  the very early onset  preeclampsia  

associated with molar  gestation may be due  to excess production of antiangiogenic factors , 

in particular  sFlt, by trophoblastic tissue.  

Histological features of an very early complete  hydatidiform mole
34,111,88

. 

1) Redundant or polypoid bulbous terminal villi. Hypercellular villous stroma with 

primitive  stellate cells and karyorrhectic debris. Stromal debris is significant for the 

diagnosis of  very early complete mole. 

2)  A labrynthine network of villous  stromal  canaliculi. 

3) Focal hyperplasia of cytotrophoblasts & syncytiotrophoblast  on both villi & the  

undersurface of the  chorionic  plate . 

4) Atypical trophoblast  lining the villi  in the  implantation site. 

5) Increase villous stromal apoptosis. 

6) Presence of abnormal trophoblastic  proliferation  recognized as more than 2 layers  

of  trophoblasts often with nuclear pleomorphism  forming  circumferential  masses. 

7) Focal marked mucoid / myxoid  degeneration   of villous  stroma
72

. 



Mi-Jung Kim et al
65

 reported that complete vasculogenic differentiation is significantly  

retarded in very early complete hydatidiform mole due to increased apoptosis  in the 

precursor  components of blood vessels and lack of vascular drainage .  

    

 Partial mole
14,22,83,95,21

: 

 Villi  with molar changes are grossly identified  but they are  smaller than those found  in 

complete mole . Placenta is identified.  Fetus  or fetal membranes  are present. Fetus if 

present show gross congenital anomalies  include  syndactyly of fingers  & toes . Ovary  

theca lutein cyst is absent or rare 
70

. 

 Light microscopy of  partial mole  have 2 distinct population of villi. Large  

edematous villi  show central cisterns.  Smaller villi   have some degree of  stromal fibrosis. 

Trophoblastic hyperplasia  is limited and focal. The  irregular scalloped outlines  of partial 

mole is  referred  to as fjord – like  because of its resemblance  to coast line   of parts of 

Norway.  Deep invaginations of the trophoblast into the villi  results in trophoblastic 

pseudoinclusions and presence of nucleated red blood cells indicate fetal 

development
84,93,88,58

. 

Morphology of first trimester partial hydatidiform mole: show angiomatoid  changes  which 

are seen focally as dilated  thin walled vessels within the enlarged villi
72,

 along with the 

above described features.  

Invasive mole:   Invasive  mole is the most common form of persistent trophoblastic      

disease  following  a mole , probably  6 to 10 times  more common  than choriocarcinoma 



Invasive mole is a clinically significant  sequelae  in  about 15% to 20% of patients with 

complete mole . Invasive mole are defined by the presence of  molar villi with associated 

trophoblastic  cells in myometrium  and broad ligament
84

.   

  

Invasive mole  is an  erosive, hemorrhagic  lesion  extending  from uterine cavity  into 

myometrium . Invasion ranges from  superficial penetration  to extension  through the wall 

with perforation , involvement of broad ligament or distant  sites almost  always vagina , 

vulva  or even extrauterine sites.  Significant hemorrhage is usually present.  

   Microscopy:  

The diagnostic feature is the presence of molar villi along with the trophoblasts outside the 

endometrial cavity. Trophoblastic proliferation accompanies enlarged villi. The 

proliferation may be mild to moderate degree with or without atypia. Molar villi are usually 

no more than 4-5 mm in diameter. It is difficult to make a diagnosis from curettage because 

the lesion is often deep seated in the myometrium and inaccessible for sampling
14

. 

   GESTATIONAL CHORIOCARCINOMA
111,88,22,21

:  

               It is a carcinoma arising from trophoblastic epithelium that shows both 

syncytiotrophoblastic and cytotrophoblastic elements, without villous structures. 

Choriocarcinoma arises following mole (50%),    abortion (30%),  normal pregnancy (20%) 

and    very    few after   ectopic pregnancy. Gestational  choriocarcinoma   develops 

approximately 1 in 30,000 non molar pregnancies. Choriocarcinoma following  term 

pregnancies  have poor prognosis
35

. 



 The interval between the antecedent pregnancy  and choriocarcinoma is variable  ranging 

from few months  to nearly 15 years. Choriocarcinomas  develop as a result  of malignant 

transformation of the  trophoblastic stem cells presumably  cytotrophoblastic  cells. The 

neoplastic cytotrophoblastic cells  continue  differentiating into either syncytiotrophoblast or 

intermediate trophoblast . 

 

MACROSCOPY : 

              Choriocarcinoma presents as a markedly hemorrhagic nodular mass or appear as 

fleshy  tan gray masss with necrosis.The size of the lesion varies  from tiny microscopic  

foci to huge  necrotic tumor . Metastasis  outside uterus appear well circumscribed and 

hemorrhagic.  

Light microscopy  shows a bilaminar , dimorphic  or biphasic pattern  with  

distinctive arrangement  of mononucleated cytotrophoblast, intermediate trophoblastic cells 

and  syncytiotrophoblastic cells   with wide areas of hemorrhage and necrosis
111

 .  The cells 

are arranged in sheets, columns or alveolar pattern , infiltrating the myometrium  and 

destroying it.  Spontaneous  regression   has been reported  where the tumor disappear  from 

the uterus  but  there may be  evidence of metastatic lesion  elsewhere in the body
71,129,

. 

             Gestational  choriocarcinoma  also occur as primary  event in the fallopian tube  as a 

sequelae to  ectopic pregnancy . This  is  estimated to be  about  1 tubal  choriocarcinoma  

for every  1.6 million  intrauterine pregnancies.    Symptoms suggest an ectopic pregnancy  

or appear as an  adnexal mass that mimics an ovarian  tumor. Seetha panicker
103

  reported a  

case of  choriocarcinoma  in adnexal region.Yogesh Chadha 
132

 reported a case of  primary 

tubal choriocarcinoma . 



Immunohistochemistry: 

 Immunohistochemistry  of choriocarcinoma shows  100 % HCG positivity
71

 .  

 

Metastasis:  

             The sites of metastasis include lung (80%), brain (10%), liver(10%) , vagina (32%),  

pelvis (20%),  intestine , kidney , skin, spleen , retroperitoneum 
75,8,92

 and virtually to every 

organ.   The overall survival for choriocarcinoma at the present time approaches 100%, 

death from choriocarcinoma arises due to hemorrhage or pulmonary insufficiency
48

. 

          Intraplacental  choriocarcinoma ,the tumor arising from  the surface of normal  

appearing  chorionic villi  that do not  show  hydropic change presents post partum  after an 

interval of weeks to months  or  after years.  Grossly presents as  solitary or  multiple 

widely dispersed nodules . Microscopy reveals  atypical , biphasic , solid trophoblastic  

proliferation in the maternal villous surface  appear to originate from stem villi. Mederios 

et
61

 al reported  a case of Intraplacental  choriocarcinoma  in a 2
nd

 trimester  placenta  with 

partial mole changes.  

Placental site trophoblastic tumor(PSTT)
111,14,84

:  

       Placental site trophoblastic tumor is a distinctive rare trophoblastic  neoplasia  develop 

as a result of   neoplastic transformation of  the  cytotrophoblastic cells  and the 

transformed cells assume the differentiation  toward implantation  site intermediate  

trophoblast .  



          Kurman et al (1976) proposed the term   trophoblastic pseudo tumor. Scully and 

Young  (1981)  proposed the  term Placental Site Trophoblastic Tumor .  In (1992)   The 

International society of gynecological pathologist adopted the term Placental site 

trophoblastic tumor
69,37

.   

Clinical features: 

           Placental site trophoblastic tumor  is generally benign  but behaves in an aggressive  

fashion in approximately 15% of cases.   Usually presents in the  age group  (20 - 62years), 

complaints of amenorrhea or abnormal bleeding accompanied   by uterine enlargement in a 

parous women .  It follows most commonly a  normal pregnancy or non molar abortions ,       

5-8 % of cases follow complete mole. Serum β HCG levels are low.  

Gross : 

Most of the tumours are well circumscribed presenting  as polypoid mass projecting 

into the uterine cavity or predominantly involving the myometrium. The neoplasm  is soft, 

tan and contains  areas of haemorrhage and necrosis. Some may invade  through the entire 

thickness of the  myometrium , extending to the serosa
84

.   

Microscopy: 

 It is composed of  implantation site  intermediate trophoblast  cells .  Cells are single 

and large nests  of  intermediate  trophoblasts   which are polyhedral ,  mononuclead cells   

with abundant  cytoplasm. The  cells infiltrate  between  smooth muscle  cells   of 

myometrium splaying  them apart not  destroying  them . PSTT also show  invasion of the 



blood vessels  with  replacement of  vessel wall  with fibrinoid  material  with a central 

lumen . 

         PSTT is occasionally  associated  with glomerular disease and the patients develop 

proteinuria . Renal  biopsy show  eosinophilic deposits in capillary lumen  immunoreactive  

for fibrinogen & Ig M. Rarely PSTT is associated with virilization .  

Immunohistochemistry for PSTT   strongly express   Human Placental Lactogen (hpl)  and  

CD146, mucin 4 is  expressed diffuse throughout the neoplasm. Ki 67 labelling index is 

>10%
63

. 

Metastasis  usually occurs in  lung , liver  and vagina. 

Oldt  et al  demonstrated  molecular  evidence   that PSTT  are of fetal origin.  Regional 

gains have been found at  21 q 11 – q21
88

.  

Epitheloid Trophoblastic Tumor  (ETT):  

   Epitheloid Trophoblastic Tumor is a recently described   distinct pathological entity  

related to the  intermediate trophoblast of   the chorionic levae  (chorionic type of 

intermediate trophoblast). 

Clinical feature :  

  Usually presents  between (15 -48 years)  of age.  Antecedent  gestational 

events  include  full term  deliveries (67%) , spontaneous abortion  (16%),  & hydatidiform 

mole (16%). The interval beween  the preceeding  gestation  & diagnosis  of epitheloid  

trophoblastic tumor  has ranged from  1 to 18 years
111,37,84

.  



           Abnormal uterine bleeding  is the most common  presenting symptom, serum β  

HCG levels  are always increased  but the levels do  not exceed  2,500miu/ml  . 30%  of the 

lesions  are located in the uterine corpus, 50% in lower uterine segment  or endocervix & 

remaining  20% in the extrauterine  sites  including  small bowel  and lungs
126,14

.  



 

Gross :  

 Tumor size measured 0.5  to 4.0cm and  present as solitary , discrete  expansile 

nodules in the endomyometrium or in  the  cervix . Cut section  reveals  solid  and cystic 

areas , tan  to brown  with varying  amounts of hemorrhage and necrosis
14

.  

Microscopy: 

 Tumor is composed of atypical   mononucleated   chorionic type of intermediate  

trophoblast containing  round uniform nuclei, dispersed chromatin, inconspicuous        

nucleoli, eosinophilic cytoplasm ,well defined cell membrane. Trophoblastic cells  are 

typically arranged in discrete epitheloid  nests, cords & masses  of cells  that are  intimately  

associated  with an  eosinophilic,  fibrillar, hyaline  like material &  extensive necrosis  

which  surround islands of  viable tumor  cells  create a geographic pattern. A thin rim of 

lymphocytic infiltrate  is occasionally found  at the periphery of the expansile masses. 

Blood vessels within the tumor show amorphous fibrinoid material in the wall. Focal 

calcification  are seen. Lymphocytic infiltrate   often surrounds the tumor. ETT   replace 

and reepithelize   the endocervix and endometrial surface epithelium
54,88,111,37

.  

IHC :  Positive for cytokeratin , epithelial membrane antigen and Inhibin. Ki67 labelling 

index show 10% - 25% . P63 is positive in most of   epitheliod trophoblastic tumor 
126,39

.  

Exaggerated placental site reaction: 



        Elston in (1991) preferred the term  Exaggerated  Placental Site Trophoblastic   

reaction formerly known as syncytial endometritis.  . The lesion  shows  an exuberant 

infiltration of the myometrium by implantation site intermediate trophoblast
50

. 

Clinical features. It can follow  normal pregnancy  or an abortion . Incidence   is found to 

be 1.6%  of spontaneous & elective abortions.  

Microscopy:  

       Extensive  infiltration  of the  endometrium & myometrium  by  implantation site 

intermediate  trophoblastic  cells . Over  all architecture  of placental site  is not  disturbed , 

endometrial  glands  & spiral  arterioles  may be completely  surrounded  by  trophoblastic 

cells but not destroyed.  Smooth  muscle  cells of the myometrium  are separated by cords , 

nests and  individual  trophoblastic  cells that  diffusely infiltrate  the myometrium  without 

necrosis.  Mitotic activity is absent
111,88

.  IHC  shows a strong positivity for   Melcam 

antibodiy (CD146) and Ki67 labelling index is  zero
24

.  

Placental Site Nodule: 

                   Placental site nodule are small, well circumscribed nodular aggregates of 

chorionic type intermediate trophoblastic cells embedded in a hyalinized stroma.  It 

represents a portion of  non  involuted placental site   from a remote gestation  in  uterus . 

Constituent cells are related to intermediate trophoblast of chorion levae of fetal membrane.  

(chorionic type  intermediate trophoblast)
111,88

.  

Clinical features :  



               40% of cases occur in endocervix , 56% in  endometrium ,4% in fallopian tube 

with a prior  history of  therapeutic abortion , caesarean section  , antecedent pregnancy  has 

been  reported to have  been  2 months  to  108  months before diagnosis. 

Gross :   

          Placental site nodule  are small ranging from 1 to 14 mm yellow ,tan  nodule  or 

plaque  in endometrium   and superficial myometrium. 

Microscopy : 

          Nodule is  composed of  chorionic type of  intermediate trophoblast. Cells occupy  the  

central portion  of the nodule  &  surrounded by hyalinized  extracellular matrix  form  the  

outer border of the  lesion. Cells are arranged  in a haphazard  pattern , dispersed  singly  in 

small clusters  and cords  throughout  the nodule which  vary in size, many  have a  

relatively  small uniform  nuclei but others are large with mononucleated  with  irregular   

hyperchromatic nuclei . Multinucleated   cells are occasionally present.  Cytoplasm  is 

abundant and eosinophilic   to amphophilic.  . Mitotic activity are absent or rare
111

.  

IHC :  Cytokeratin , EMA , SP1 PLAP, Inhibin  are positive
24

.  

 Ki 67 – 5%   similar to intermediate  trophoblast  of chorionic levae. 

DIAGNOSIS: 

           While the Histopathology  remains the Gold  standard  for the  diagnosis of  

Gestational Trophoblastic Diseases
51

. 

The initial work up of a molar pregnancy includes
46

:  



1) Complete clinical history  

2) Physical examination  

 

3) Radiological  investigation 
60

 

      Ultrasonography of   abdomen and pelvis  

      Chest X- ray – cannon ball nodules, miliary nodules. 

      CT scan of  abdomen , pelvis , chest . 

      MRI - Brain, pelvis to evaluate the  extent  of invasion  

      Radioisotope Brain scan  

4) Laboratory   investigations 
46,44

 

a. Complete blood count  

b. Blood grouping ,typing  

c. Coagulation studies. 

d. Electrolytes 

e. Renal function studies   

f. Liver function studies  

g.  Thyroid function studies 



  

5) Biopsy - histopathological examination of uterine curetting and 

hysterectomy specimen is essential for confirming   the diagnosis. 

6) Measurement of serum β  HCG total & free HCG levels and 

urine  HCG
56

. 

7) Immunohistochemistry – p57
kip2

  the product of  cyclin 

dependent  kinase inhibitor CDKN1C show high level of expression in  normal 

human placenta but completely absent in the  cytotrophoblast of  complete  mole  

8) Ploidy analysis 
72

:  

a. InSitu  Hybridization  

b. Flow cytometry - to distinguish diploid complete mole from 

triploid partial mole
34

. 

c. FISH 
57

 

d. DNA polymorphism : microsatellite  polymorphism  are highly  

informative  genetic markers that provide  information regarding  

parental  origin of a sample.  

e. PCR along with  microsatellite polymorphism. 

9) For Central Nervous System  metastasis : 

a. CT Scan   



b. MRI 

c. Radio Isotope Brain Scan  

d. CSF analysis for HCG . 

e. Serum : CSF HCG ratio of less than 60:1 is a sensitive indicator 

of brain metastasis
15,52,3

.  

      10) For occult metastasis-radio immunoscintigraphy with p131 labelled with anti HCG   

antibodies. 

      11) PET  for occult choriocarcinoma
89

. 

HUMAN CHORIONIC GONADOTROPIN (HCG)
73,109,124

 

           Human chorionic gonadotropin (HCG)  is a disease specific  tumor marker  

produced  by hydatidiform mole  and  gestational trophoblastic diseases , easily measured  

quantitatively  in both  urine  & blood.  

          HCG is  a glycoprotein  containing a protein core with  branched  carbohydrate  side 

chain that usually teminate  with sialic  acid .  Human chorionic gonadotropin (HCG)  is 

synthesized  in the  syncytiotrophoblast  cells of the placenta . A single gene  located  on 

chromosome 6  encode  α subunit  of all   four glycoprotein  hormones (TSH,  LH, FSH ,  

CG )  . Chromosome 19  contain a family of  seven gene that encode the  β subunit  of 

chorionic gonadotropin.  

            HCG is composed of  2 non covalently  bound α and β subunits .HCG  α subunit  

contain 92 amino acid , 2 carbohydrate  side chain & 5 sulfide  bridges . The molecular 



weight of αsubunit  is estimated to 14,900. HCG β subunit is composed of 145 aminoacid 

which   distinguishes  HCG from  the other glycoproteins
56,123

. 

            Blood contain   intact HCG, free HCG α subunit , free HCG β subunit  and HCG 

βunit core fragment .In normal pregnancy , concentration of  β HCG  double  approximately  

every 2 days  to reach  a peak  at 8  to 10  weeks of gestation .  From 10  to 20   the 

concentration  decline  and from 20 weeks  remain constantly  low 
101

. 

HCG α subunit concentration  in blood increases steadily  until the  end of pregnancy .  

If  serum HCG level continuosly  increases  beyond  10 weeks  trophoblastic tumor is 

considered.  

Quantitative test to measure  HCG 
56

: 

1. Bioassay  

2. Receptor assay  

3. Agglutination inhibition assay  

4. Immune radiometric assay  

5. Immuno enzymometric assay 

6. Enzyme linked immunoassay  

7. Fluroimmunoassay  

8. Radioimmuno assay   radiolabelled with I
125

 



 

          Most  of serum assay  measure  both free β subunit  and intact HCG (α+β)  .These 

assay  can quantify  HCG  as low as 1-2  mIU/ml. 

 Complete  hydatidiform moles have a  markedly  elevated HCG levels above  those of  

normal pregnancy.  Approximately  50% of  patient  with complete mole  have  pre-

evacuation HCG  levels   >100,000mIU/ ml. Partial hydatidiform mole  are most often not 

distinguished by  such  elevated HCG  levels 
42

. 

             A clinical diagnosis of post molar gestational trophoblastic  neoplasia  is often made 

by  the persistently elevated or pleateauing  HCG levels  following  evacuation  of a 

hydatidiform mole. Invading trophoblasts  from hydatidiform mole and  choriocarcinoma  

secrete increased  HCG  compared with the trophoblasts  in a normal pregnancy
101

 . 

           The single choriocarcinoma  cell in  tissue culture  produces about 10
5
  IU of HCG   

in 24 hours. At   this rate  10
5
 tumor cells are required  to produce 1.0mIU/ml   which is  the 

limit   to detect HCG by the most sensitive  radioimmunoassay
46,122

. 

Phantom choriocarcinoma  syndrome
48

. 
 

           Persistent mild elevations  of serum HCG  in patients with no  history of  

trophoblastic  diseases.  Absence of  HCG  in urine  & no dilutional parallelism.  

Quiescent   gestational  trophoblastic disease:    Term  applied to   an inactive  form of 

gestational Trophoblastic neoplasia   that is  characterized by  persistent unchanging  low 

levels (<200 mIU/ml)  of real HCG  for atleast  3 months  associated  with a history of 



gestational trophoblastic  disease  or spontaneous  abortion  but  without  clinically 

detectable  diseases.  

HCG levels  do not change with  chemotherapy or surgery . Follow up of quiescent 

gestational trophoblastic  disease  reveals  the  development of active  GTN  in about  one 

quarter    of the patients. Choriocarcinoma  can  also follow  a low β HCG
80,46

.   

  P57
KIP2 

 

P57
KIP2 

  or IPL /PHLDA2  

PHLDA2 (Pleckstrin  homology – like domain  family A ,member 2)
14,24,22, 

P57 is a gene product of paternally imprinted ( Paternally inherited allele is methylated and 

transcriptionally repressed ) and maternally expressed gene CDKN1C , a cyclin dependent  

kinase inhibitor located on chromosome 11p15.5, a cell cycle inhibitor and tumor 

suppressor gene
40

. Lack of maternal genetic contribution in complete hydatidiform mole 

lead to lack of expression of P57 in villous stromal cells and cytotrophoblasts. Partial mole, 

normal pregnancy and hydropic abortus all contain  a maternal chromosome  complement 

thus characterized by the  diffuse expression of P57 in villous stromal cells , 

cytotrophoblast . Extravillous trophoblasts  and decidua  show positivity for P57 kip2 

expression in all cases of partial mole, complete hydatidifrom mole , hydropic 

abortus
39,57,74,77,91,94,120

.  

               Diploid and tetraploid complete mole  show a scattered  nuclear positivity or 

limited expression  (<10%)  of the villous stromal cells and cytotrophoblasts is compatabile 

with diagnosis of complete hydatidiform mole.  



 

       Staining patterns were semi quantitatively assessed in villous stromal cells and 

cytotrophoblasts 
120 

No staining- negative  

Staining <10% of these cells –  limited  

Staining >10% but <50% of these cells – focally positive  

Staining in >50% of these cells –  diffuse positive.  

The p57 immunostain  results were interpreted as positive when the extent of staining was 

diffuse positive in villous stromal cells and cytotrophoblasts  immunostaining was 

interpreted as negative and satisfactory  in complete  hydatidiform mole  when the maternal 

decidual  tissue  or the intermediate trophoblast cells exhibited  nuclear  expression of P57 

serving as internal control.  

         Thomas G Mc.Connel et al 
121

 report a case of morphologically  typical and 

androgenetic  diploid complete hydatidiform mole with  trisomies 6 &11  (retained 

maternal genetic material from chromosome 11 )  and aberrant p57 expression .  

         Chilosi  et al
77

  reported  lack of P57  kip 2 expression in  complete hydatidifrom 

mole not only in cytotrophoblast and villous stromal  cells but also in extravillous 

(intervillous  trophoblastic islands ) and implantation site intermediate trophoblast.  

        Shakil H. Merchant   et al
106

  reported that microsatellite DNA  genotyping analysis  

agreed  with the  results of P57 kip2. Gestational Choriocarcinoma following complete 



hydatidiform mole  did not express  any detectable P57 kip2. Dysregulation of genomic 

imprinting, loss of cell cycle inhibitor (P57 kip2) is involved in abnormal  androgenetic  

trophoblastic proliferation . 

 

CYTOGENETICS
41,42,91

:  

               The genetics  of hydatidiform mole is important  because of their  potential to  

progress  to persistent trophoblastic diseases  and choriocarcinoma. Genetic  analysis is 

useful in identification  of causative pregnancy   and gestational origin of the tumor. 

Molecular genetics have provided insight into the  mechanism  which results in malignant 

transformation of  trophoblasts. 

               Vassilakos et al  , Szulman  & Surti , Kajii and Lawler  have clearly demonstrated 

that complete hydatidiform mole & partial mole are  separate clinical syndromes  with 

different  genetic background
66,80

. The Karyotypic   patterns of the 2 types of moles are 

different. Most of complete moles (98%) have a normal DNA  content . 46XX  is the most  

common karyotype. Both the X chromosomes are  androgenetic , that is  paternal origin, 

results  from endoreduplication  of a  haploid sperm (23 chromosomes)  pronucleus  in an 

empty ovum that lacks functional maternal DNA.  Although the nuclear DNA is paternal, 

mitochondrial DNA remains maternal in origin.    Kajii  et al (1977)   demonstrated the 

androgenetic origin of complete moles.            

 Ohama et al (1981)  demonstrated   complete hydatidiform moles with 46 XY  karyotype.  

3% -13% of complete moles have a 46 XY  chromosome  complement   and androgenetic. 



46XY complete moles results from dispermy ,  that is fertilization of an empty ovum by a 

sperm pronuclei one with an X and other   with Y chromosome.  

              Paternally derived complete moles   constitute a total allograft  in  the mother.  

 Bewtra et al  1997  revealed 57% of tetraploid  complete moles  which are also 

androgenetic and 43 %  diploid moles  occur  at older patients  & lower gestational age.  

              The Karyotype of a partial mole is nearly always   triploid  69 XXY or 69 XXX    

with a maternal chromosome complement
9
. These abnormal conceptuses results from 

failure of the    1
st 

and 2
nd 

  meiotic division during gametogenesis to produce a diploid 

sperm or ovum or fertilization of an ovum by 2 sperms .  Carlo Bifulco 
16 

 demonstrated 

that the presence of triploid  karyotype  is consistent with partial mole by flow cytometry.  

              

             Invasive moles have diploid or high proportion of  tetraploid range . Wake et al  

found  46 XX , 46XY  diploid invasive moles reflect their origin from complete 

hydatidiform mole.  

Choriocarcinomas are diploid and androgenetic origin  following complete mole.  

              Recurrent molar pregnancies can be biparental. Genetic analysis  reveals NLRP7 

mutations  at chromosome 19q13.3. Mutations of this gene results in dysregulation  of 

imprinting  in female  germline with abnormal development of embryonic and 

extraembryonic tissue
128,64

.      

STAGING : 



 The FIGO staging system is as follows 
92,76,116,7 

Stage Description  

 

I.Disease confined to the uterus  

 

A: Disease confined to the uterus with no risk factors.  

 

B: Disease confined to the uterus with one risk factor. 

  

C: Disease confined to the uterus with two risk factors.  

 

II.GTT extends outside  uterus but is limited to the genital structures (ovary, tube, 

vagina broad ligament)  

 

A: GTT involving genital structures without risk factors. 

  

B: GTT extends outside of the uterus but limited to genital structures with one risk 

factor.  

 

C: GTT extends outside of the uterus but limited to the genital structure with two risk 

factors.  

 

III.GTT extends to the lungs with or without genital treat involvement.  

A:  GTT extends to the lung with or without genital tract involvement and with no 

risk factors. 

B:  GTT  extends into the lung with or without genital tract involvement and with 

one risk factor. 

C: GTT  extends into  the lung with or without genital tract involvement and with 

two  risk factor. 



IV:  All other metastatic sites  

  A. All  other metastatic sites  without risk factor  

B.All other metastatic sites  with  one  risk factor 

C.All other metastatic sites  with  two risk factor  

 

 

 

WHO SCORING SYSTEM FOR GESTATIONAL TROPHOBLASTIC 

NEOPLASIA
23,52,27,18

 

RISK FACTOR  SCORE     

 O 1 2 4 

AGE ≤39 >39 - - 

ANTECEDENT PREGNANCY Mole Abortion  Term  - 

PREGNANCY EVENT TO 

TREATMENT INTERVAL , MONTHS  

<4 4-6 7-12 >12 

PRETREATMENT HCG ,mIU/mL <10
3 

10
3
 -10

4 
10

4
 -10

5 
>10

5 

LARGEST TUMOR MASS  <3  3-4 ≥5 - 

SITE OF METASTASES - Spleen,kidney GItract Brain, 

Liver 

NO OF METASTASES  - 1-4 5-8 >8 

PREVIOUS FAILED 

CHEMOTHERAPY 

- - Single 

drug 

≥2drugs 



Total score  for patient is obtained  by adding individual scores for each prognostic factor, 

low risk <7  , high risk ≥7 

TREATMENT
45,47,64,114

: 

The basic principles of treatment of Gestational Trophoblastic Diseases include  

1. Identifying the type of gestational trophoblastic disease by histopathological 

examination 

2. Monitoring serum βHCG  titre 

3. Institution of chemotherapy when appropriate. 

Treatment of molar pregnancy 
 

 Suction evacuation  and curettage, hysterectomy  if fertility not preserved , weakly serum 

HCG assay  after evacuation, base line chest X ray   before and after  evacuation. 

15% to 20% of complete mole and 1% - 5% of partial mole progress to persistent 

Trophoblastic Disease so follow up is essential  to detect Invasive mole and 

Choriocarcinoma. 15% of invasive mole progress to choriocarcinoma
45,46

. 

Sequential quantitative measurements of HCG
94,44

.  

After 48 hours of evacuation  

One weekly until 3 normal values 

Every 2 weeks  for 3 months 



Monthly for 6 -12 months.  

HCG <200mIU/ml on 4
th 

week after evacuation and <100mIU/ml  on 6
th 

has a 9% risk of 

persistent trophoblastic diseases
1
.  

Criteria for  diagnosis of post molar diseases
68,48,116

: 

1)HCG pleateau for 4 consecutive  values >3 weeks . 

2 )HCG rise >10%  for  3 values   for > 2 weeks  

3)HCG  persistence  for 6 months  after molar evacuation . 

4)HPE diagnosis of choriocarcinoma. 

5)Presence of metastatic diseases. 

Complete and partial moles  develop  persistent trophoblastic  disease  even after  the HCG 

levels  have returned to normal 
64

. 

Outcome of subsequent pregnancies : 

 Azam Sadak
12

  reported 15.12% of pregnancies following a  hydatidiform 

moles are  repeat moles , 60.6% were of  term live births , 9.09% were of premature  

deliveries , 3% were of still birth   and 12.1%  were of abortion   which are consistent  with 

overall  average rates.  

                      Twin pregnancy  consist  of a hydatidiform mole  and a coexisting  normal 

fetus  occur in every 22,000 – 100,000  pregnancies
45

.  



                    Matsui et al
100

  reported a 50%  increased risk of   persistent  trophoblastic   

diseases in twin gestations  with coexisting  complete mole.   

 

 

 

 

TABLE 2.Estimated frequency of trophoblastic disease in relation to the number of 

gestations
37

 

Frequency 

 Author Year Country 

Hydatidiform mole Choriocarcinoma 

King 1956 Honking 1:530 Pregnancies 1:496 Deliveries 

Reddy and Rao 1969 India 1:463 Pregnancies  

Poer and 

Djojoproanoto 

1965 Indonesia  1:85   -do- (a) 1:570 Pregnancies (a) 

   1:373 –do- (b) 1:18000 Pregnancies 

(b) 

Ishizoka 1976 Japan 1:522 –do-  

Liewellyn Jones  1965 Malaysia  1:760 –do- 1:800 Pregnancies 

Acostasison 1967 1967 Philipines 1:200 –do- 1:1382 –do- 

Tan et al 1962 Singapore 1:868 Deliveries  

Arrica     

Agboola  1979  Nigeria 1:379 Deliveries  

Leighton 1973  Uganda 1:971 Deliveries  

Australia     

Duff 1989 New Zealand 1:1497 Pregnancies  

Olesnicky et al  1985 Australia 1:1357 Deliveries  

Europe     

Franke et al  1983 Netherlands  1580 Pregnancies  

Kolstad & Hogested 1965 Norway  1:1300 Deliveries  1:20,000 Deliveries 



Ringertz  1970 Sweden 1:1560 Pregnancies 1:41,000 –do- 

Vejerster et al  1984 Denmark 1:3158 Pregnancies   

Womack 1985 U.K. 1:1400 Deliveries  

Middle East     

Ghana 1969 Iraq 1:276 Deliveries  

Granam et al  1990 U.A.E. 1:491 Deliveries  

Maraton and Madan 1972 Israel 1:1300 Deliveries  

Latin America     

Aguero 1973 Venezuela 1:1088 Pregnancies  

Marquez 1963 Mexico 1:220 Pregnancies  

Monter et al      

North America     

Hayasu et al  1982 U.S.A. 1:923 Pregnancies  

Yen & MacMohan 1968 U.S.A. 1:1450 Deliveries  

     

 

 
 

OBSERVATION 

AND 

RESULTS 



 

OBSERVATION AND RESULTS. 

   The present study consisted of 63 cases of Gestational trophoblastic disease 

diagnosed in the Department of Pathology, Thanjavur Medical College, Thanjavur during 

the period from October 2008 to September 2011. The statistical analysis of these biopsies 

and hysterectomy specimens revealed 55 cases of hydatidiform mole, 1  case  of  invasive 

mole, 6 cases of choriocarcinoma and  1 case of   persistent trophoblastic disease.  A 

clinicopathological analysis of these cases was carried out.  

A total of 13,593 biopsies were received in the department of pathology, Thanjavur 

medical college during the period of 3 years. Among these, 326 were gynecological 

neoplasms, of which gestational trophoblastic diseases constituted 19.32% (Table-4).  The 

spectrum of gestational trophoblastic disease included in this study were hydatidiform mole 

55(87.3%), invasive mole 1 (1.58%), choriocarcinoma 6 (9.5%). (Table- 3). (CHART 1) 

The total number of pregnancies encountered in the three years period was 34,649. 

The gestational trophoblastic diseases form 0.18% of pregnancies (1 in 550) (Table - 7)       

the hydatidiform mole form 0.15% (1 in 630), invasive mole 0.028 % ( 1 in 35714 ), 

choriocarcinoma tumor 0.173% (1 in 5780) (Table -8). 

Since the incidence of Gestational Trophoblastic Diseases is generally expressed in 

relation to total number of pregnancies rather than total population,  incidence of gestational 

trophoblastic diseases  is calculated according to it. 

 



 

 

 

 

 

CHART -1   SPECTRUM OF GESTATIONAL TROPHOBLASTIC DISEASES. 

 

 

 



Table :- 3. Spectrum of Gestational Trophoblastic Diseases 

 NO OF CASES  PERCENTAGE 

HYDATIDIFORM 

MOLE 

55 87.3% 

INVASIVE MOLE 1 1.58% 

CHORIOCARCINOMA 6 9.5% 

PERSISTENT 

TROPHOBLASTIC 

DISEASE 

1 1.58% 

TOTAL 63  

Out of the 63 cases of gestational trophoblastic diseases  , 55 cases were histologically  

identified as  hydatidiform mole ,  1 case was found to be invasive mole, 6 cases  were of 

choriocarcinoma and one case of persistent trophoblastic disease.   

Table :-4 Incidence  of  GTD  with respect  to Total  Gynecological tumors 

Year Total no of 

Gynecological 

tumors 

Total no of 

Gestational 

Trophoblastic 

Tumors 

 Percentage 

Oct2008-Sep2009 90 20 22.22% 

Oct2009-Sep2010 120 25 20.83% 

Oct2010-Sep2011 116 18 15.51% 

Total  326 63 19.32% 

 In this 3 year study  20 cases of gestational  trophoblastic diseases were received 

during   the period  between October 2008 to September 2009 which constituted about 

22.22% of total gynecological tumors .From October 2009  to September 2010, 25 cases of 

gestational trophoblastic diseases were received which constituted about 20.83% of total  



 

 

 

 

CHART 2.  INCIDENCE OF GESTATIONAL TROPHOBLASTIC DISEASE  IN 

RELATION TO GYNECOLOGICAL TUMORS 

 



 

gynecological tumors and during October 2010 to September 2011, 18 cases of 

gestational trophoblastic diseases were received which constituted  about 15.51 % of  the 

total gynecological tumors received during that study period. (CHART 2) 

Table: - 5. Incidence of Hydatidiform mole (H.mole), Invasive Mole, 

Choriocarcinoma and Persistent Trophoblastic Diseases (PTD) in relation to Total 

gynecological tumors 

Year Gynecol

ogical 

tumors 

H.mole No % Invasive 

Mole No % 

Chorio 

carcinoma % 

Persistent 

Trophoblastic 

Diseases  % 

Oct08-

Sep09 

90 19 21.11

% 

  1 1.1%   

Oct09-

Sep10 

120 21 17.5% 1 0.83

% 

2 1.6% 1 0.83% 

Oct10-

Sep11 

116 15 12.93

% 

  3 2.58%   

Total 326 55 16.87

% 

1 0.30

% 

6 1.84% 1 0.32% 

 

Out of the 20 cases of gestational trophoblastic diseases received in October 2008 to 

September 2009, 19 cases were found to be  hydatidiform mole which constituted 21.11%  

and 1 case of choriocarcinoma  which constituted 1.1% of the  gynecological tumors.  

25 cases of gestational trophoblastic diseases  were received  during October 2009 to 

September 2010 out of which 21 cases were  hydatidiform mole which constituted 17.5% 

and 1 case of invasive mole  which constituted 0.83% and 2 cases of choriocarcinoma    



CHART 3 : INCIDENCE OF CHORIOCARCINOMA IN RELATION TO TOTAL 

GYNECOLOGICAL TUMORS 

 

 

 



 

which constituted 1.6% and 1 case of persistent trophoblastic diseases which constituted 

about 0.83% of the gynecological tumors .  

 18 cases of gestational trophoblastic diseases received during October 2010 to September 

2011 out of which 15 case were hydatidiform mole which constituted about 12.93% and 3 

cases were of choriocarcinoma which constituted about 2.58% of the gynecological tumors. 

(Chart 3) 

Table :-6 Percentage of Gestational Trophoblastic Diseases (GTD) with respect to 

Total No of  pregnancies 

Year Total No of  

pregnancies  

Total No. of 

Gestational 

Trophoblastic 

Disease 

Percentage 

Oct.2008 to Sept.2009 11730 20 1.70% 

Oct.2009 to Sept.2010 12363 25 2.02% 

Oct.2010 to Sept.2011 10557 18 1.70% 

Total: 34649 63 1.81% 

    

11730 pregnacies occurred in the study period between  October 2008 to September 2009 

during which  20  cases of gestational trophoblastic diseases  have been reported , 

constituting 1.70% of the total  pregnancies.. 



12363 pregnacies  occurred in the study period October 2009 to September 2010 during 

which 25 cases of gestational trophoblastic diseases have been reported, constituting  2.02 % 

of the total pregnancies. 

 

CHART :4 OCCURANCE OF GESTATIONAL TROPHOBLASTIC DISEASES 

OVER A THREE YEAR PERIOD 

 

 

 

 

 

 



 

 



 

10557  pregnancies occurred in the study period  between  October 2010 to September 2011 

during which 18 cases of gestational trophoblastic diseases have been reported , constitute 

1.81% of the total pregnancies.(chart  4) 

Table :-7.  Incidence of GTD in Relation to Total No. of pregnancies. 

 

Year No. of Pregnancies. Total No. of 

GTD  

Incidence  

Oct.2008 to Sept.2009 11730 20 1 in 586 

Oct.2009 to Sept.2010 12363 25 1in 495 

Oct.2010 to Sept.2011 10557 18 1 in 586 

            Total 34649 63 1 in 550 

 

The incidence of gestational trophoblastic diseases with relation to  total no of 

pregnancies  was  found  to be 1 in 550  for the 3 year study period.  

From October 2008  to September 2009,  the incidence of gestational trophoblastic 

diseases with relation to total no of pregnancies was found to be 1 in 586 . During  the study 

period  from October 2009 to September 2010 the incidence of gestational trophoblastic 

diseases with relation to  total number  of  pregnancies  was  found to be 1 in 495. From  

October 2010 to September 2011  the incidence of gestational trophoblastic diseases with 

relation to  total no of pregnancies  was found to be 1 in 586. 

 

 



 

CHART 5 : AGE INCIDENCE OF GESTATIONAL TROPHOBLASTIC DISEASES 

 

 

 



 

Table: - 8. Incidence of Hydatidiform mole, Invasive Mole, Choriocarcinoma, 

Persistent Trophoblastic Disease in relation to Total Number of  pregnancies. 

Type of GTD No Incidence 

Hydatidiform mole 55 1:630 

Invasive Mole 1 1:35714 

Choriocarcinoma 6 1:5780 

PTD 1 1:35714 

TOTAL 63  

The incidence of hydatidiform mole was found to be 1 in 630 with relation to the total 

number of pregnancies, the incidence of invasive mole was found to be 1 in 35,714, the 

incidence of choriocarcinoma was found to be 1 in 5,780 and the incidence of persistent 

trophoblastic disease was found to be 1 in 35,714 pregnancies.  

Age incidence:  

The youngest case encountered in this study was 19 years old and oldest was 40 years.          

69.8% of cases of gestational trophoblastic diseases occurred in the age group of 21 – 30 

years , followed by 15.8% of cases  which occurred in ≤20 years  age group   and 14.2%  of 

cases   occurred in the age group of 31 -40  years. (Chart 5) 

The maximum incidence of gestational trophoblastic diseases was observed in the third 

decade. 

 

 



 

Table:- 9.Age Incidence of Gestational Trophoblastic Disease 

H. mole  Invasive 

Mole 

Choriocarcinoma 

 

Persistent 

Trophoblastic 

disease 

Total Age 

Years 

No. % No. % No.  % No. % No. % 

<20 

years 

 10 18.18% - - - - - - 10 15.8% 

21-30 

years 

39 70.9% 1 100% 3 50% 1 100

% 

44 69.8% 

31-40 

years 

   6 10.9% - - 3 50% - - 9 14.2% 

total 55  1  6    63  

Hydatidiform   mole was  found to be highest in the age group of 21 – 30 years (70.9%), 

whereas choriocarcinoma was widely distributed in the age group of 21 – 40 years.  

Incidence was found to be equal in 3
rd

 and 4
th
 decade of   life  in choriocarcinoma.  

  Table :-10. Parity in Relation to GTD 

Hydatidiform mole Invasive Mole Choriocarcinoma  PTD 

Parity 

No. % No. % No. % No. % 

Primi 24 43.63%     1 100% 

Para 2 11 20%   2 33.33%   

Para 3 14 25.45%   2 33.33%   

Para 4 5 9.09% 1 100% 2 33.33%   

Para 5 1 1.818%       



 

 

CHART  6  PARITY IN RELATION TO GESTATIONAL 

TROPHOBLASTIC DISEASE 

 

 

 

 



 

CHART 7 :  RELATION BETWEEN BLOOD GROUP AND 

GESTATIONAL TROPHOBLASTIC DISEASES. 

 

 



 

Parity:  

Among the gestational trophoblastic diseases , hydatidiform mole were  more common in 

the primi gravida   followed by para  3 and para 2.  

Choriocarcinoma was found to have an  equal occurrence in 2
nd

, 3
rd 

and  4
th   

parity (Chart 6) 

 Table :-11. Relation  between  Blood Group  and  GTD 

H. mole  Invasive 

Mole 

   

Chorio 

carinoma 

Persistent  

Trophoblastic 

Diseases 

Total 

Blood 

Group 

No. % No. % No.   % No. % No. % 

A 21 33.33

% 

1 1.58

% 

1 1.58%

% 

- - 23 36.5% 

B 7 11.1%   1 1.58% 1 1.58

% 

9 14.2% 

AB 5 7.9% - -   - - 5 7.9% 

O 22 34.9% - - 4 6.3% - - 26 41.2% 

Blood group:   

 Group A  was found in 23cases  (36.5%) and group  O    was found in 26  cases (41.2%),  

group B  in 9 cases (14.2%)  and    group AB in  5 cases  (7.9%) cases . (Chart 7) 

 

 

 

 



 

 

CHART 8 : AGE INCIDENCE OF COMPLETE AND PARTIAL MOLE 

 

 

 

 

 

 

 

 



 

Table: 12. Percentage of complete and partial mole in relation to various  age groups 

Complete mole  Partial mole  Age  in years 

No. % No. % 

 <20 Years 9 16.36% 2 3.6% 

21-30 Years 25 45.45% 13 23.6% 

31-40 Years 4 7.2% 2 3.6% 

 38 69.08 % 17 30.9% 

Complete mole constituted about 69.08% of cases and partial mole constituted   about 30.9 

% cases of total  hydatidiform mole. (Chart 8) 

Table :- 13 Antecedent pregnancy in Choriocarcinoma and the  Interval between their 

occurrence 

Hydatidiform Mole Term Pregnancy 

No of 

cases 

 

Age Years 

 

Obstretic   

history 
No. Interval No. Interval 

1 24 G3 P1 L1A1 1 4months   

2 25  P2 L2   1 8months 

3 39 G5P3L3A2 1 21 months   

4 38 G4L3P3A0     1 16months   

5 35 P3L3   1 9ys 

6 22 P2L2   1 18 months 

Of the 6 cases of choriocarcinoma , 3 were preceded by   hydatidiform mole and 3 

cases were preceded by term pregnancy, thus  showing an equal incidence. 



 

CHART 9 : INCIDENCE OF COMPLETE MOLE AND PARTIAL 

MOLE OVER 3 YEAR PERIOD 

 

 



 

Table :- 14 Incidence of complete and partial mole over the  three year  study 

period 

COMPLETEMOLE PARTIAL MOLE  

Age in years  NO % NO % 

OCT08-

SEP09 

14 36.8% 5 29% 

OCT09-

SEP10 

15 39.4% 6 35.2% 

OCT10-

SEP11 

9 23.6% 6 35.2% 

Total 38        17  

 

During the study period  between October 2008 – September 2009,  the percentage of 

complete   mole was  found to be 36.8% and partial mole was  found to be 29% .           

From October 2009 - September 2010 the percentage of complete mole was found to be 

39.4%  and  partial mole was  found to be 35.2 %.  From October 2010 to September 2011 

the  percentage of complete mole was found to be 23.6%  and  partial mole was found to be 

35.2%. (Chart 9) 

 

 

 

 



 

Table:   15 Incidence of Gestational Trophoblastic diseases   with respect to live births. 

 

YEAR No of live births No of GTD Incidence per live 

births 

 

OCT08-SEP09 

11954 20 1 in 597 

OCT09-SEP10 11497 25 1 in 460 

OCT10-SEP11 10343 18 1 in 574 

Total 33794 63 1 in 536 

 

 From October 2008 to September 2009  total no of  live births reported was 11954,  the 

incidence  of gestational trophoblastic diseases was found to 1 in 597 live births ,  from 

October 2009 to September 2010  the total no of live births reported was 11497 , the 

incidence was found to be 1 in 460 , from  October 2010 to September 2011   the total 

number of live births reported was 10343  and the incidence was found to be 1 in 574 .  

HISTOPATHOLOGICAL EXAMINATION  

The biopsy specimens in all the cases of molar pregnancy consisted of suction evacuation 

and curettage material with  volume ranging from  2cc to 5cc  mixed with blood clot , 

decidual tissue  and multiple  grape like vesicles  of varying size. Vesicles had a thin 

transparent wall and clear fluid.(Fig 1 ) Patients who had presented  with <12 weeks of 

gestation age  had the following histopathological   features of  early complete hydatidiform 

mole . 

• Numerous club shaped  secondary villous sprouts from a larger  villus (Fig 2 ). 



• Non hydropic myxoid or mucoid hypercellular   stroma .(Fig 4) 

 

 

FIGURE :  1 COMPLETE HYDATIDIFORM MOLE   SHOWING  ENLARGED 

VILLI OF VARYING SIZE 

 

Fig  2 :  H& E SECTION SHOWS A  BULBOUS POLYPOID PROJECTIONS OF 

VILLI IN A EARLY COMPLETE MOLE(H&E10X) 
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Fig 3a. 

 

FIG  3a   &b:   COMPLETE  MOLAR VILLI SHOW  A CIRCUMFERENTIAL 

TROPHOBLASTIC PROLIFERATION.  ( H & E  10X) 



 

FIG 5  COMPLETE MOLAR VILLI SHOWING  CENTRAL CISTERN  

 
FIG  6 : VILLOUS STROMA SHOW  KARYORRHETIC  DEBRIS  (H&E40X) 



 

 

Fig 4a. 

 
FIG 4a&  4b :  MYXOID STROMA OF A  EARLY COMPLETE 

HYDATIDIFORM  MOLE . (H&E 40X) 



 

 

 

 

 

FIGURE 7: GROSS APPEARANCE OF PARTIAL MOLE. PLACENTA WITH 

HYDROPIC VILLI OF VARYING SIZE, LARGEST MEASURING ABOUT 4CM 

G2198/11 
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170295 



 

• Poorly demarcated central cisterns and  focal hyperplasia of cytotrophoblasts and 

syncytiotrophoblasts  on both  villi . 

• Increased karyorrhexis and apoptosis  in early complete mole
54 

.(Fig 6) 

• Atypical  trophoblasts  line the villi. 

Patients who had presented after  12 weeks of gestational age had the following 

histopathological characters  

• Markedly distened chorionic villi with central cistern.(Fig5) 

• Multifocal  to circumferential proliferation of  both syncytiotrophoblast and 

cytotrophoblast. 

•  Stromal blood vessels are completely absent.(Fig  3 ) 

PARTIAL MOLE : 

 Gross appearance of the partial mole varied  from few villous structures with larger villi 

measuring about 3x2 cm to tissue with blood clot  and some placental tissue measuring  

2x1x1 cm( FIG  7  ). 

 Histopathology of partial mole  

• Two population of   enlarged hydropic  villi and  normal  villi . (Fig- 8 ). 

• Villi with irregular scalloped outlines .(Fig -9) 

• Central cistern are  not well formed  



• Trophoblastic inclusions (Fig -  10) with few rudimentary blood vessels with 

nucleated  red blood cells (Fig -11 ) 

 

 

FIG8  :   H & E  SHOWING   VARYING  SIZES OF VILLI  IN A PARTIAL MOLE .     

(H &E 10X) 

 

FIG 9  :    PARTIAL MOLAR VILLI SHOWING A  IRREGULAR OUTLINE AND 

MINIMAL TROPHOBLSTIC PROLIOFERATION .(H &E 10X) 



  



 

 

FIG  10  PARTIAL MOLAR VILLI SHOW A PSEUDOINCLUSIONS  WITHIN THE 

STROMA.(H &E 40X) 

 

FIG  11: PARTIAL MOLAR VILLI SHOWING VASCULAR LUMEN FILLED 

WITH RED BLOOD CELLS . (H& E 40X)  



 

 

FIG  12  :  EARLY   COMPLETE MOLAR VILLI   SHOWING A  MYXOID 

STROMA (H & E 40X) 

 

FIG  13 :MYXOID STROMA OF EARLY COMPLETE MOLE SHOW  PAS 

POSITIVITY(H&E 40X) 



 

 

FIGURE 14:GROSS APPEARANCE OF INVASIVE MOLE.  HEMORRHAGIC , 

NECROTIC MASS INVOLVING THE LOWER UTERINE SEGMENT  

 

FIG 15 :   INVASIVE MOLE SHOW  THE PRESENCE OF VILLI (ARROW) WITH 

TROPHOBLASTIC HYPERPLASIA   WITHIN THE MYOMETRIUM.( H&E 10X) 



 

 

FIGURE16.:GROSS APPEARANCE OF CHORIOCARCINOMA  SHOW A 

NECROTIC, HEMORRHAGIC  NODULAR MASS INVADING THE  

MYOMETRIUM 

FIG 17  :  CHORIOCARCINOMA SHOWING  BIPHASIC TROPHOBLASTIC 

CELLS  IN SHEETS INFILTRATING THE MYOMETRIUM (H & E 10X) 

 



 

 

FIGURE 18.: GROSS APPEARANCE OF CHORIOCARCINOMA  WITH  

NECROTIC AND  HEMORRHAGIC MASS  DISTORTING THE UTERUS, 

CERVIX (ARROW) APPEAR TO BE NORMAL 

FIG 19 :   CHORIOCARCINOMA SHOWING    PLEOMORPHIC  



TROPHOBLASTIC CELLS  INFILTRATING INTO THE MYOMETRIUM  ( H &E 

40X ) 

 

FIG  20a. 

 

 



FIG 20a & b CHORIOCARCINOMA . TROPHOBLASTIC INFILTRATION AND 

AREAS OF NECROSIS  WITHIN THE MYOMETRIUM. (H &E 10X) 

 

INVASIVE MOLE : 

Gross  examination of the specimen revealed soft friable necrotic ulceroproliferative growth  

arising from the lower end of the endometrial cavity invading into the  myometrium and 

serosa measuring about 5x4cm . (Fig  14  ) 

Histopathology revealed an extensive atypical trophoblastic cell  proliferation  with enlarged 

villi  invading into myometrium and adjacent areas of hemorrhage and  necrosis.    The 

histopathological  diagnosis was invasive mole .(FIG 15  )  

CHORIOCARCINOMA :  

Hysterectomy  specimens were  received in  4 cases  of choriocarcinoma  and 2 cases were  

of suctional curettage  material . Hysterectomy specimens consisted of uterus and cervix 

with adnexa  measuring from 8x5x3 cm  to 12x7x5cm.  Gross examination of the 

hysterectomy  specimen revealed an infiltrative growth within the endometrium measuring 

5x4 cm invading into the myometrium with areas of hemorrhage and necrosis(Fig.16). 

Examination of the ovaries revealed theca lutein cyst.  Another  specimens revealed 

extensive hemorrhagic and  necrotic mass  distorting the uterus . (Fig  18 ) 

Histopathology revealed a dimorphic population of mononucleated cytotrophoblasts, 

intermediate trophoblasts  and multinucleated syncytiotrophoblast (Fig 17) showing  nuclear 

pleomorphism  and hyperchromasia (Fig 19)  with adjacent areas showed necrosis and 

hemorrhage (Fig  20).   



 



 

 

 

FIG 21:   IHC  .P57 CONTROL  SHOWING NUCLEAR POSITIVITY IN 

CYTOTROPHOBLAST AND STROMAL CELLS IN  NORMAL PLACENTA .(40X) 

 

 



 

 

                                                               Fig 22a. 

 

FIG 22a &b: COMPLETE MOLE.IHC FOR  P57  SHOW NEGATIVITY IN THE 

CYTOTROPHOBLAST AND STROMAL CELLS  AND POSITIVE NUCLEAR   

STAINING FOR P57  IN THE DECIDUAL CELLS  ACT AS INTERNAL 

CONTROL (40X) 

 



 

HISTOCHEMISTRY OF PAS STAIN IN EARLY  COMPLETE HYDATIDIFORM 

MOLE: 

PAS  was  applied as  a special histochemical stain for 5 cases of early complete 

hydatidiform mole . The protocol was  followed according to appendix II. The myxoid / 

mucoid stroma of early complete hydatidiform mole showed PAS positivity  

 (Fig 12  & 13  ) 

IMMUNOHISTOCHEMISTRY  EXPRESSION OF P57. 

 A  total number  of 12 cases comprising 6 complete mole  and 6 partial mole were  

selected for  immunohistochemical expression of P57. Formalin  fixed  paraffin embedded 

4µ tissue sections  were stained with an antibody  directed against  the P57 antigen using an 

advanced  staining system (Leica  USA). The staining was performed according to the 

immunohistochemistry staining protocol (Appendix III). 

  Presence of brown precipitate  at the site of target antigen ( nucleus)  was indicative  

of positive  immunoreactivity .  Tissue section of a normal   term placental  villi was taken 

as positive control in our study (Fig 21 ) 

The  P57   positive staining was observed in villous cytotrophoblast , villous stromal 

cells  and mesenchymal cells. Intermediate trophoblast and the decidual cells  which gives a 

positive nuclear stain  for P57 was  used as an internal control . (Fig 22) 

 

 



Quantification of P 57 results. 

       Staining patterns were  assessed in villous stromal cells and cytotrophoblasts  

No staining- negative  

Staining <10% of these cells –  limited  

Staining >10% but <50% of these cells – focally positive  

Staining in >50% of these cells – diffuse positive. . 

The p57 immunostain  results were interpreted as positive when the extent of staining was 

diffuse positive in villous stromal cells and cytotrophoblasts.  (Fig 25 ) 



 

 

FIG  23:  COMPLETE MOLE  . IHC  FOR P57   NEGATIVITY   IN THE   

CYTOTROPHOBLAST AND  VILLOUS STROMAL CELLS ( 10 X ) 

 
FIG 24 : COMPLETE MOLE IHC FOR P57  SHOW A NEGATIVE STAINING  IN  

THE CYTOTROPHOBLAST AND STROMAL CELLS.(40X) 



 

 

FIG 25 :  PARTIAL MOLE.   IHC  FOR  P57 POSITVITY  SHOW NUCLEAR 

POSITIVITY IN THE CYTOTROPHOBLAST  AND STROMAL CELLS ( 40 X)   

 

 

FIG  26 : PARTIAL MOLE  IHC FOR P57 SHOW NUCLEAR POSITIVITY FOR  

CYTOTROPHOBLASTS  AND  STROMAL CELLS  . (40X) 



 

Table: 16  Immunohistochemical expression of P 57  in complete and partial mole . 

S.No HPE No HPE diagnosis P57 positivity Final diagnosis 

1 2557/10 Early Complete mole Negative Early complete mole 

2 2802/11 Early Complete mole Negative Early complete mole 

3 3703/10 Early Complete mole Negative Early complete mole 

4 G641/11 Partial mole Positive Partial mole 

5 2212/10 Partial mole Positive Partial mole 

6 916/10 Early Complete mole Negative Early complete mole 

7 2444/11 Partial mole Negative Early complete mole 

8 1867/10 Partial mole Positive Partial mole 

9 1409/10 Partial mole Positive Partial mole 

10 2999/10 Early complete mole Negative Early complete mole 

11 98/10 Partial mole Positive Partial mole 

12 2415/10 Complete mole Negative Complete mole 

 

P57 immunohistochemistry is done in 5 cases of early complete mole, 1 case of 

complete mole  and 6 cases of partial mole  diagnosed  by  histopathology.6  cases of 

complete mole was  found to be p57 negative  (Fig  23 - 24  ) .  

Out of the 6 cases diagnosed as partial mole, 5 cases showed diffuse  positive 

staining      ( staining in >50% ) of  villous stromal cells and cytotrophoblast   and positive 

nuclear staining in the decidual cells and  intermediate trophoblastic islands  . (Fig 25 - 26 ) 

 



 

 

 

 

DISCUSSION 



 

DISCUSSION 

 Gestational Trophoblastic diseases constitute a spectrum of tumors and tumor like 

conditions characterized by proliferation of pregnancy associated trophoblastic tissue of 

progressive malignant potential. The lesions include complete and partial  hydatidiform 

mole, invasive mole and  choriocarcinoma
82

. 

In the present study, 13,593 surgical pathology specimens were analyzed over a 

period of 3 years. Out of these 326 were gynecological   tumors. Gestational trophoblastic 

diseases were 63 cases constitute 19.32% of gynecological tumors.  

 The spectrum of Gestational trophoblastic diseases included in this study was 

hydatidiform mole (87.3%), invasive mole (1.58 %), choriocarcinoma (9.5 %), persistent 

trophoblastic disease (1.58%) 

Saleem Sadiq 
98

(2006) from Pakistan   reported an incidence of hydatidiform mole 

(94.5%),   invasive mole (3.5%), choriocarcinoma (1.95%). Dereje Negussie
31

(2008) from 

Ethiopia reported 72% of hydatidiform mole and 15% of choriocarcinoma. Khairunisha 

Nizam
53

 (2009)  reported   an incidence of 70% of hydatidiform mole , 23.3 % of invasive 

mole  and 6.6%  of choriocarcinoma .   Sakunthala et al
97

reported  88.88% of hydatidiform 

mole,  8.08 % of invasive mole  and    3.03 % of choriocarcinoma.  

Incidence  

The incidence of gestational trophoblastic diseases varied in different parts of the 

world. Various denominators like pregnancies, live births, abortions and population based 

studies could be attributed to the varying figures. 



          The incidence in the present study was  reported with respect to total number of 

pregnancies and live births. The incidence of gestational trophoblastic diseases were  found 

to be 1 in 550 pregnancies and 1 in 536 live births. 

Table :-17. The comparative analysis of Gestational Trophoblastic disease  with respect 

to total number of pregnancies. 

 

STUDY PLACE &YEAR INCIDENCE 

Smith
97 

New mexico(2003) 1 in 836 

Shahla Karim
105 

Iraq(2010) 1 in 318  

Present study Thanjavur(2012) 1 in 550 

 

The incidence of gestational trophoblastic disease which includes hydatidiform mole, 

invasive mole, choriocarcinoma were found to be 1 in 550 pregnancies .  Shahla karim & 

Ibrahim et al 
105  

 from Iraq (2010) reported an incidence of 1 in 314 pregnancies  and 

Smith
97

 from New Mexico (2003) reported an incidence of 1 in 836 pregnancies. The 

prevalence of gestational trophoblastic diseases is found  to be  high in our  study compared 

with others.  

Table :- 18 The comparative analysis of Hydatidiform mole  with respect to total 

number of  pregnancies.  

Author Year & Place Hydatidiform mole  

Ben Tamime 
13 

Tunisia(2009) 1 in 1124 

Tariq 
119 

Saudi Arabia (2003) 1 in 1098 

Chattopadhyay
19 

Saudi(1988) 1in   448 

Deebika Mukergee
30 

Calcutta(2001) 1 in 460 

Present study Thanjavur(2012)   1in 630 



The incidence of hydatidiform mole in the present study was  reported to be 1 in 630 

pregnancies  while   Deebika   Mukergee
30

  from Calcutta (2001)  reported  1 in 460 

pregnacies   and  Ben Tamime
13

 from Tunisia(2009) reported an incidence of 1 in 1124 

pregnacies.  

 

Table :-19 The comparative analysis of   incidence of  hydatidiform mole  per 1000 

pregnancies. 

Author            Year & Place Hydatidiform mole  

Chattopadhyay
19 

Saudi(1988) 2.23 per 1000 

Tariq Y.khashoggi
119 

Saudi Arabia (2003) 0.94  per   1000 

Charlottee  lybol
20 

Netherlands (2011) 1.34  per1000 

Moodley
68 

South Africa(2003)  1.2 per 1000 

Egwuatu
35 

Nigeria (1989) 0.82 per 1000 

Present study Thanjavur (2012) 1.58 per 1000 

 

 

The incidence of  hydatidiform mole in  the present study was  1.58 per 1000 pregnancies 

which correlates with that of  Charlottee lybol 
20

 from Netherlands  reported an incidence of 

1.34 per 1000 and Moodley 
68

 from South Africa reported an incidence of  1.2 per 1000  

pregnancies. 



Table :20 The comparative analysis of Gestational Trophoblastic Diseases  per 1000 

pregnancies. 

STUDY PLACE & YEAR INCIDENCE PER 1000 

Seckl et al 
97 

     UK    (2004) 1 in 1000 

Gondor
31 

Ethiopia (1994) 1.9per  1000 

Present study Thanjavur (2012) 1.81 per   1000 

The incidence of gestational trophoblastic diseases in the present study  was  1.81 per 

1000pregnancies  which correlates with  Gondor 
31

(1994) who  reported an  incidence of 1.9 

per 1000 pregnancies 

Table :-21 . The comparative analysis of the incidence of choriocarcinoma  per   

pregnancies 

STUDY PLACE & YEAR INCIDENCE PER 

PREGNANCIES 

Tariq
119 

Saudiarabia(2003) 1 IN 6620 

Deebika  Mukergee
30 

Calcutta (2001) 1 in 3225 

Chattopadhyay
19 

Saudi (1988) 1 in 6130 

Present study Thanjavur (2012) 1 in 5780 

The incidence of choriocarcinoma per pregnancies in this study  was found to be 1 in 5780 

pregnancies which correlates with that of Chattopadhyay 
19

(1988) from Saudi Arabia who 

reported an incidence of 1 an 6130 where as Deebika Murkegee
30

 from Calcutta (2001) 

reported an incidence of 1 in 3225 pregnancies. 

      

 

 



Chart:   10 COMPARATIVE ANALYSIS OF THE  AGE GROUP OF THE 

PATIENTS IN GESTATIONAL TROPHOBLASTIC DISEASES 

 

 

 

 

 

 



 

 Table :-  22 .Comparative analysis of the  age group of the patients in gestational 

trophoblastic diseases. 

AGE IN YEARS DEEBIKA 

MUKERGEE(2001) 

VAIDYA 

(2008) 

PRESENT STUDY 

(2012) 

≤20 YEARS 23.8% 16.2% 15.8% 

21-30 YEARS 42.9% 60.4% 69.8% 

31 -40 YEARS 14.3% 16.2% 14.2% 

41- 50 YEARS 19% 6.9% _ 

AGE INCIDENCE  

In the present study the age group of the patients   ranged from 19 years to 40 years . The 

peak incidence  was  found to be  in the age group of 21 – 30 years(69.8%) . This correlates 

with that of Saleem sadiq
98

  from Karachi (2006) who reported an increased incidence in the  

age  group of 21 -30 years, Vaidya
127

 from Katmandu  reported  (60%)  in the age group of 

21-30 years and Deebika Mukergee
30

 from Calcutta (2001) reported (42.9%) in the age 

group of 21-30 years.(Chart 10) 

TABLE :-  23. Comparative analysis of percentage of Complete mole  and Partial mole  

STUDY MONGOKOL(2000) MAYUN( 2010) PRESENT 

STUDY (2012) 

Complete mole 83.4% 60.7% 69.09% 

Partial mole 16.6% 35.7% 30.9% 



In the present study out of the total  molar pregnancies 69.09%  were complete mole and     

30.9 % were  partial mole  which correlated with that of Mongokol
67

  who reported 83.4% of  

CHART : 11   COMPARATIVE ANALYSIS OF  COMPLETE AND PARTIAL 

MOLE 

 

 

 

 



 

complete hydatidiform mole and 16.6% of partial mole. Mayun
60

 (2010)       reported 60.7% 

of complete mole and 35.7% of partial mole.(Chart 11 ) 

The ratio of complete to partial Hydatidiform mole  in this study was found to be 2:1 

Which correlated with that of  Deebika Mukergee
30

 (2001) from Calcutta   to be 2.8:1  and  

Masakaru Fukunga
59

  reported a ratio of 3:1. 

 Table :- 24 .Comparative analysis of the blood groups in gestational trophoblastic 

diseases. 

BLOOD GROUP BENTAMIME 
13 

(2009) 

VAIDYA
127 

(2008) 

PRESENT 

STUDY(2012) 

O 57.77% 43.02% 41.26% 

A 20% 41.86% 36.50% 

B 14.46% 10.4% 14.2% 

AB 7.77% 4.6% 7.9% 

In the present study of gestational trophoblastic diseases 41.26% of cases occurred in blood 

group ‘O’ and 36.5% occurred in blood group ‘A’ which correlated with that of Vaidya
127 

from Katmandu who reported that  43.02%  of cases occurred in blood group ‘O’ and 

41.86% occurred in blood group ‘A’.   

Table: 25. Comparative analysis of parity distribution in Gestational Trophoblastic 

Diseases 

Parity  Vaidya 
127

(2008) Present study (2012) 

Primi 37.2% 38.09% 

Para 1 – 2 40.6% 44.44% 

Para  3 – 4 13.9% 14.28% 

Para ≥5 8.1% 3.17% 



 

In the present study gestational trophoblastic diseases were more common in the 1
st  

& 2
nd

 

gravida (44.44%) whereas  38.09% in the primi gravid  which correlated with that of  

Vaidya
127

  from  Katmandu reported 40.6% occurred in para 1-2 and 37.2% occurred in 

primipara where as  Mongkol Benjapibal
67

  reported 47% of cases  in primi gravida, 46.4% 

in 1-2 gravida . 

Table: 26 .Percentage of complete mole, early complete mole, partial mole in this study  

 NUMBER  OF CASES PERCENTAGE 

COMPLETE MOLE 23 41.8% 

EARLYCOMPLETE MOLE 15 27.2% 

PARTIAL MOLE 17 30.9% 

TOTAL 55  

 

In the present study 27.2% of cases occurred in ≤ 12 weeks of gestation  were found to be  

early complete mole and 30.9% of cases were found to be partial mole and 41.8% of cases 

were found to be complete mole with  the histopathological features. 

 Table :27. The comparative analysis of incidence of GTD   with respect to 1000 live 

births . 

Author   Year  Incidence per 1000 

Rezavand 
85 

2011 3.1  per 1000 

Hideo Matusi 
38 

2003 1.65 per 1000 

Present study  2012 1.86 per 1000 



In the present study the incidence of gestational trophoblastic diseases with respect to live 

births constitute about 1.86 per 1000 which correlates   with that of Hideo Matusi 
38  

  

reported an incidence of 1.65 per 1000 live births. 

Table : 28. Comparative analysis of  molar pregnancies  with respect to  total  no of 

Live births 

Author Year & Place Incidence to total live births 

Savage P
102 

England 2010 1 in 591  

Tham A.
85 

Singapore 2003 1 in714 

Vaidya 
127 

Katmandu 2005 1in 291 

Present study  Thanjavur 2012 1in 536 

             The incidence of molar pregnancies with respect to total no of live births is found to 

be 1 in 536 which correlates with that of Savage .P
102

 from England (2010) reported 1 in 591 

live births. 

 In the present study 55 cases of molar pregnancy were reported out of which 38 

were  complete mole and 17 were partial mole .The age group of the patients for molar 

pregnancy  ranges from 19 – 40 years. These patients presented in the gestational age of 8 

weeks to 32 weeks of gestation.  2  patients had a history of toxemia of pregnancy having 

excess uterine size presented before 20 weeks of gestation, raised blood pressure, bilateral 

pedal edema. This accounts for 3.6% of molar pregnancy and 3.17% of   gestational 

trophoblastic diseases.  

According to Mi Jung Kim
65

 classical clinical features of a mole like passage of 

molar vesicles , excessive uterine enlargement , preeclampsia , hyperemesis and 



hyperthyroidism has decreased recently. In this study patients presented with bleeding per 

vagina , lower abdominal pain, passing vesicles in few cases, incomplete abortion  and 

missed abortion which  correlated with that  of Khairunisha Nizam’s 
53

observation  that 

bleeding per vagina is the most  common  clinical presentation followed by lower abdominal 

pain, passage of moles and hyperemesis. Kirk
57

  reported that many patients are 

asymptomatic and detected only by routine USG. 

Serum β HCG  levels were measured in most of the cases and  ranged from      200 

IU/ml  to 60,000 IU /ml in molar pregnany whereas the serum β HCG  levels in  

choriocarcinoma ranged from 150 to 2,00,000 IU/ml. Benson et al
79

 reported that first 

trimester  complete mole  show  a  complex echogenic intrauterine mass consist of small 

cystic spaces on sonographic appearance. 

In this study  patients who had presented  after 12 weeks of gestational age had the classical  

histopathological features of complete hydatidiform mole  which include  distended 

chorionic villi with central cisterns and  circumferential trophoblastic proliferation  as 

described  by Szulman and surti.
58 

David Keep
29

 studied the histopathological features of very early complete hydatidiform 

mole  with  gestational age  range between 6.5  to 11 weeks  which showed the following 

features. 

1. Redundant bulbous  villous growth pattern . 

2. Cellular  primitive  villous mesenchymal stroma. 

3.  Focal labrynthine network  of villous capillary like spaces. 



4. Focal syncytiotrophoblastic hyperplasia around villi. 

5.  Enlarged  hyperchromatic  intermediate  trophoblast  in implantation site. 

6. Focal myxoid / mucoid stroma   

In this study   15 cases of molar pregnancy evacuated between 8 weeks and 12 weeks of 

gestational age were analysed  histopathologically   which correlated with that of   the 

histopathological features described by David keep
29

.   

Early complete hydatidiform moles had a mucoid /myxoid stroma which show 

positivity for PAS stain . PAS   stain was done according to  appendix II. Edematous villous 

stroma reveals PAS positive material
72

. Kyu Rae Kim
54 

reported that early complete mole  

have a chondromyxoid  stroma which is PAS  positive .  The histopathological features  of 

the very early complete hydatidiform mole were  described in the table below(. TABLE 30) 

 PARTIAL MOLE : 

Rex C  Benteley
84

 reported that  two distinct population of villi  are characteristic of 

partial mole .Large edematous villi and small villi with some degree  of fibrosis . 

Trophoblastic pseudoinclusions are not pathognomonic  but highly suggestive of partial  

mole  and evidence of  fetal development is seen as nucleated red blood cells within the 

villous stroma  which  was also observed in our cases.  
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NRBC 

1. 916/10 12wk Variable  Minimal,myxoid Bulbous, Present  Multifocal Present + - 

2. 2999/10 12wk  Variable  Variable,myxoid  Bulbous, Present, few 

Mesenchymal 

Stroma  

Multifocal present + - 

3. 2557/10 12wk Variable  Variable  Bulbous, 

Cisterns+ 

Present  Multifocal present + + 

4. 4091/10 10wk Variable  Minimal,myxoid Bulbous, 

Cisterns+ 

Present  Multifocal present + - 

5. 3703/10 8wk Variable  Minimal Bulbous, Present  Multifocal present + - 

6. 671/10 10wk Variable  Minimal Regular Mesenchymal 

Stroma 

Circumferential present + - 

7. G2802/11 14wk Variable  Minimal,myxoid Bulbous, Present  Multifocal present + - 

8. 1111/10 12wk Variable  Minimal,myxoid Bulbous, Present  Multifocal present + - 

9. 2590/11 12wk Variable  Minimal Bulbous, Present  Multifocal present + - 

10. 1378/11 12wk Variable  Minimal Bulbous, Mesenchymal 
stroma 

Multifocal present - - 

11. G04/11 11wk Variable  Minimal,myxoid Bulbous, 

Cisterns+ 

Present Multifocal present + - 

12. G201/09 11wk Variable  Minimal Bulbous, Present 

Mesenchymal 

stroma 

Multifocal present - + 

13. 453/09 8wk Variable  Minimal Bulbous, Present 

Mesenchymal 

stroma  

Multifocal present - - 

14  2444/10 10wk Variable  Minimal  bulbous Mesenchymal 

stroma  

Multifocal  Present  - - 

15 3621/10 11wk Variable  Minimal , focal 

myxoid 

Bulbous  Mesenchymal 

stroma  

Multifocal  Present  - - 



 

INVASIVE MOLE : 

  There was one case of invasive mole in the present study that occurred in a 29 years 

women with gravid 4, para 2, live 1, abortion 1 which  was preceded by a hydatidiform 

mole.  The presenting features were  amenorrhea followed by bleeding per vaginum  serum 

β HCG   level was 2,06,613 IU/ml. According to Saleem sadiq
98

 invasive mole  was the 

second commonest gestational tropoblastic disease  constituted about 3.5% of gestational 

trophoblastic diseases and commonest in the age group of 31 -40 years . In the present study 

invasive mole constituted about 1.58%  of gestational trophoblastic disease and age  was 

lesser than that reported by Saleem sadiq
98

. Shahla Karim 
105 

reported that  extensive  

trophoblastic overgrowth and penetration  of the trophoblastic cells and whole villi  into the 

myometrium is characteristic of invasive mole. 

Choriocarcinoma  

 In this present study we encountered 6 cases of choriocarcinoma of which 3 had past 

history of hydatidiform mole and 3 cases has previous history of term pregnancy. The 

interval between the antecedent pregnancy and choriocarcinoma was 8 months, 9 years and 

18 months   respectively . Out of 6 cases of choriocarcinoma 3 were in third decade and 3 

cases were in the fourth decade . Parity ranged from 3 to 5. All the six patients presented 

with bleeding per vagina. One case had a metastasis to lung and showed cannon ball 

opacities in chest x-ray.  One case of choriocarcinoma  presented with uterine perforation 

and hemoperitoneum   which correlated with that  of Seema Mehtha
104 

 who reported a 



similar case. One case  of choriocarcinoma followed by a term pregnancy died of the  

disease post operatively. All the cases had a raised serum β HCG.  

Smith 
108

 reported that choriocarcinoma  were higher between 20 -39 years  which 

correlates with our study.  

 Joseph Miller
49

 reported that post – term gestational choriocarcinomas have a more 

extensive metastatic   spread, less responsive to conventional chemotherapy and  increased 

mortality,  thus present as a specific risk factor.  

Powles et al
125

 reported  that a time interval of >2 – 8 years   between antecedent pregnancy 

and diagnosis of gestational trophoblastic disease is of prognostic significance that they have 

poor  outcome and need aggressive treatment . 

PERSISTENT TROPHOBLASTIC DISEASE  : 

 In this present  study  one  case of 23 year women  was diagnosed as persistent 

trophoblastic disease with  a previous history of  vesicular mole  evacuated at 28 weeks of 

gestation  presented clinically  with history of bleeding per vagina  for 6 weeks,  serum β 

HCG  measured was 2,00,000IU/ml,  ovaries showed bilateral theca lutein cyst 

radiographically  . Suction evacuation was done  and histopathology revealed a trophoblastic 

proliferation  of cytotrophoblast and syncytiotrophoblast  with features of atypia . No villi 

was identified . 

Recurrence: 

Out of the 63 cases of gestatational trophoblastic diseases  , 7 cases of hydatidiform mole  

and one case of invasive mole and one case of persistent trophoblastic disease and 3 cases of 



choriocarcinoma had a  previous history of molar pregnancy .The recurrence rate of 

gestational trophoblastic diseases constituted about 19.04% and  the recurrence rate  for 

molar pregnancies constituted about 12.72%  which is comparable with that of Mousavi et al 

11 
who observed  that repeat mole of  15.12 %. 

  Ross  S. Berkowitz
94 

 reported the incidence of  recurrent molar pregnancy  is 1 :50 

to 1 in 66 patients. After 2 episodes of gestational trophoblastic disease the risk of repeat 

trophoblastic  tumor  rises to 28% in a latter pregnancy.  

The incidence of post molar  choriocarcinoma is 5.4% in our study  compared with that of 

Egwuatu
127

  reported 7%.  Al Sakka
6 

 reported postpartum  choriocarcinoma  in 1 : 19,000 

live births whereas in the present study  it is found to be 1 in 11,363. In the present study  

recurrent molar pregnancy constitute about 12.7% which is comparable with that of Dan K. 

Kaye
25

   reported   recurrence in 10.7%. 

Kai Lee Yap  et al 
50

suggest  that majority  of gestational trophoblastic disease  are preceded 

by antecedent   complete mole which are missed  early complete  mole  lack the 

characteristic  histopathological features. 

P57 IMMUNOEXPRESSION 

In the past , molar pregnancies were diagnosed as complete  and partial mole on  the 

basis of  hematoxylin  and eosin stain . P57 , a paternally imprinted  and  maternally 

expressed gene protein shows  reduced  or absent expression in cytotrophoblast and villous 

mesenchymal cells of complete mole and  strongly expressed in cytotrophoblast and villous 

mesenchymal cells of  partial mole .  



 The distinction between complete mole and partial mole is important because  15%   

to  20%  of complete mole progress to choriocarcinoma whereas 0.5 to 0.6% of partial mole  

progress to  persistent  trophoblastic disease 

 At present immunohistochemistry   remains a potential and useful adjuvant to 

morphological diagnosis in molar pregnancies. Osterheld et al
77

 suggest a combination of 

histology and immunohistochemistry   remains a reliable protocol for correct diagnosis in 

gestational pathology   P57 immunohistochemistry is done in 5 cases of early complete 

mole, 1 case of complete mole  and 6 cases of partial mole  diagnosed  by  histopathology. 6  

cases of complete mole found to be p57 negative . Absence of P57 expresssion in the villous 

stromal cells and cytotrophoblast  also positive staining in the decidual  stroma and  

intermediate trophoblastic  cell islands  serve as an  internal control. Lee et al ,chilosi et al , 

castrillon 2001
77

 reported that P57 
kip2

  a cell cycle inhibitor  and tumor suppressor protein  

is a diagnostic  marker in hydatidiform mole  which is encoded by paternally imprinted gene 

. 
 

 Out of the 6 cases diagnosed as partial mole, 5 cases show diffuse  positive staining 

in    ( staining in >50% ) of  villous stromal cells and cytotrophoblast   and positive nuclear 

staining in the decidual cells and  intermediate trophoblastic islands . 

Dorota A. Popiolek
33

 assessed the accuracy of P57 
kip2

 immunohistochemistry with  

molecular diagnosis by nuclear DNA  microsatellite polymorphism and identified P57  is a 

reliable marker in differentiating complete mole and partial mole
.  

 

 



 

Table:- 30 Expression of p57 in complete mole and partial mole. 

S.No HPE No HPE diagnosis P57 positivity Final diagnosis 

1 2557/10 Early Complete mole Negative Early complete mole 

2 2802/11  Early Complete mole Negative Early complete mole 

3 3703/10 Early Complete mole Negative Early complete mole 

4 G641/11 Partial mole Positive Partial mole 

5 2212/10 Partial mole Positive Partial mole 

6 916/10 Early Complete mole Negative Early complete mole 

7 2444/11 Partial  mole  Negative  Early complete mole 

8 1867/10 Partial mole Positive Partial mole 

9 1409/10 Partial mole Positive Partial mole 

10 2999/10  Early Complete mole Negative Early complete mole 

11 98/10 Partial mole Positive Partial mole 

12 2415/10 Complete mole  Negative  Complete mole 

DNA  genotyping confirmed  that P57 
kip2

  as a highly sensitive and specific marker 

for diagnosis of early complete mole.   In the present study  one case diagnosed as partial 

mole on histopathology   with varying villous structures  with focal  cytotrophoblastic 

proliferation  reviewed  later   show features of early complete mole and P57 negativity thus 

confirmed as  early complete mole. 

 This emphasizes the importance of P57   immunohistochemistry  in differentiating 

early complete mole and partial mole there by assessing the prognosis.  



 

 

 

 

CONCLUSION 

 

 



 

CONCLUSION 

From this prospective  and retrospective study of gestational trophoblastic diseases we 

conclude that  

1) Incidence of Gestational Trophobalstic Disease (1 : 550 deliveries) is comparable 

with that of South East Asian countries and higher than that of western countries.  

2) Hydatidiform mole (87.3%) forms the most common type of gestational 

trophoblastic disease  

3) Incidence of complete mole (69.08%)  are more than the partial moles(30.9%).  

4) Reproductive age group (21 - 30 years) is the  most common age group for  

Gestational Trophoblastic Disease. 

5) Incidence of  choriocarcinoma is  1: 5780 deliveries  in this study.  

6) Choriocarcinoma following an antecedent molar pregnancy and term pregnancy have 

an equal incidence. 

7) Choriocarcinoma following a molar pregnancy were all of complete mole type. 

8)  Histopathological differentiation of an early complete mole and partial mole is 

important due to increased risk of developing trophoblastic neoplasm following a 

complete mole.   

9) PAS  - special stains are of some help in identifying  mucoid stroma in early 

complete  hydatidiform mole.  



10) Immunohistochemistry  for P 57 
kip2

  is used as an adjuvant  marker in differentiating  

early complete mole ,  complete mole and partial mole  in difficult cases  and also for 

confirmation.  

The incidence of gestational trophoblastic diseases is higher in India and this  study 

highlights the necessity  and importance of identifying  these cases to prevent the 

catastrophes. 

Gestational trophoblastic disease are pregnancy related  tumors and patients are 

unaware of  the condition .They  are clinically diagnosed as missed abortions and undergo 

evacuation and curettage only. So the chances of missing molar pregnancy is higher. Serum 

β  HCG  is a useful adjuvant marker for the follow  up of the  patients with trophoblastic 

diseases , all the patients with trophoblastic diseases  are  advised to follow up   with serum 

β  HCG  until   the values are  undetectable . 

 This study emphasizes  the importance of routine  histopathological examination  of 

products of conception  to rule out microscopic  molar changes , since there is an higher 

incidence of molar pregnancies  progressing to choriocarcinoma , a highly  metastasizing 

neoplasm. 

 Every patient with complaints of bleeding per vagina following a molar pregnancy 

evacuation  or a term pregnancy should be evaluated  for choriocarcinoma. Early 

identification and treatment of choriocarcinoma  with chemotherapy results in 100% cure.  

  This study also emphasizes the importance of maintaining  a Trophoblastic Diseases 

Registry  for the follow up of these patients and  their  reproductive outcome.  
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APPENDIX  I 

HEMATOXYLIN AND EOSIN STAIN 

Preparation of the solution :  

HARRIS  HAEMATOXYLIN  

Distilled water – 1000ml 

Ammonium alum-100g  

Haematoxylin -5g 

Absolute ethyl alcohol- 50 ml 

Mercuric chloride -2.5g 

100g of ammonium alum dissolved in 1000ml of distilled water by heating  and shaking at 

60
o
 C. Add solution of 5g of haematoxylin in 50 ml of ethylalcohol and bring rapidly to boil. 

When it begins to boil, remove from flame  and add 2.5g of Mercuric oxide . Mix by 

swirling gently. 

EOSIN STAIN   

Eosin Y -1g 

Distilled water -20ml 

95% ethanol -80ml 

Glacial acetic acid -0.2ml 

Dissole 1g eosin Y in 20 ml of water add 80 ml of 95% ethanol and 0.2ml glacial acetic 

acid. 

Procedure 

1) Bring section to water  

2) Harris hematoxylin for 15 minutes  

3) Rinse in tap water  

4) Differentiate in1% acid alcohol-3 to 4 quick dips 

5) Wash in tap water briefly 

6) Dip in ammonia water or saturated lithium carbonate until                                            

sections are bright blue 

7) Wash in running tap water for 10 -20 minutes 

8) Stain with eosin for 15 seconds to 2 minutes depending on the age of the                         



       eosin and the depth of counter stain  

9) Rinse in tap water . 

10)  95% alcohol 

11)  Absolute alcohol -3 changes 

12)  Xylene  - 2 changes  

13)  Mount in  DPX mountant .  

14) APPENDIX II 

PERIODIC ACID SCHIFF TECHNIQUE 

Solution required  

a) 0.5% periodic acid  

Periodic acid             2.5 gm 

Distilled water          500ml 

b) Mayers haemalum  

c) Sulphours acid  

           Sodium metabisulfate 10%             6 ml 

           N/1 hydrochloric acid 10%            5 ml 

           Distilled water                              100ml 

 

     d)Schiffs reagent  

          Basic fuchsin                                  1 gm  

         Sodium metabisulfate , anhydrous  1 gm 

         Distilled water                                 200ml 

         N/1 Hydrochloric acid                      20ml 

Boil the distilled water ; add basic  fuchsin and stir , cool to 50
o
 Celsius.The filter and add 

hydrochloric acid , cool to 25
o
 C and add sodium metabisulfate .This solution  is ready  for 

use  when it becomes nearly colourless, which  may take up to two days in the dark.( 

Alternatively activated charcoal may be added to the solution , shaken and  filtered ) The 

solution  becomes recoloured it should  be discarded.  

Technique  

1) Bring section to water . 



2) Periodic acid 0.5% - 5minutes  

3) Rinse in distilled water  

4) Schiffs reagesnt  -15 minutes  

5) Rinse in three fresh changes of sulphurous acid for                                                             

2 minutes in each changes 6 minutes  

6) Wash in running tap water until pink colour develops  

7) Counter stain in Mayers haemalum 30 seconds  

8) Wash in running tap water 5 minutes  

9) Dehydrate , clear and mount  

Results  

Positive material – reddish purple , Nucleus : faint grey 

                                                            

 

 

 

 

 

 



APPENDIX III 

IMMUNOHISTOCHEMISTRY 

Preparation of gelatin coated slides  

Chrome alum – 0.05 gm 

Gelatin –0.3gm  

Distilled water -100ml 

First chrome alum is added to distilled water and then  heated to  60
o
C. Gelatin is added 

slowly to the heated distilled water . Glass slides are then  dipped in this  solution  and 

dried  over night . 

Preparation of Tris  buffer  saline (TBS) :0.005 M  TBS 

Distilled water – 10 litres  

Sodium  Chloride – 80 gm 

Tris (Hydroxymethylamine ) – 6.05 g 

1 M Hcl -44 ml 

Final pH is adjusted to 7.6  with either 1 M Hcl  or 0.2 M Tris solution  

Preparation of CITRATE buffer  solution ( antigen retrieval method ): 

Trisodium citrate – 2.94 gm  

1 N Hcl – 5ml 



Distilled water – 1000 ml 

Final pH is adjusted to 6.0 with 1 N Hcl 

Antigen retrieval : 

The slides are placed in citrate buffer in the coplin jar and capped . The jar is then 

heated in a 750 W domestic microwave oven  for 15 minutes . 

( 5 minutes in low power (40) , 5 minutes in medium power (60) and 5 minutes in full 

power (80) pausing only  to top up the  fluid ) 

Procedure adopted for IHC 

1) Dewax the sections in xylene (1/2 hour, two changes) and bring sections to 

distilled water . 

2) Antigen  retrieval using TBS  by microwave oven heating  

3) Cool to room temperature in running tap water  for 20 minutes  

4) Bring the section to TBS  for 5 minutes  

5) Drain and wipe off excess TBS around sections  

6) Incubate in endogenous peroxidase blocking  reagent for 15 -20 minutes.  

7) Gently wash the slide in TBS  for 5 minutes . 

8) Wipe off the excess  fliud and incubate in power block for 15 – 20 minutes . 

9) Blot and dry excess power block  



10) Incubate in Primary Antibody for 60 minutes.  

11) Repeat steps 4 and 5  

12) Incubate in super enhancer  for 30 minutes.  

13) Repeat steps 4 and 5 

14) Incubate in secondary antibody for 30 minutes. 

15) Repeat steps 4 and 5 

16) Incubate in DAB (Diamino Benzidine) substrate buffer for 2 – 10 minutes                  

(To prepare DAB substrate , add 1 ml of substrate buffer, 1 drop  of liquid DAB 

and one drop  of Substrate DAB)  

17) Wash in distilled water, counter stain with haematoxylin , clear in xylene and 

mount with DPX .  

 

 

 

 

 

 

 



APPENDIX IV 

REQUISITOPN FORM  FOR MOLAR PREGNANCY SPECIMENS  FOR HPE 

NAME :                                                             AGE : 

IP NO :                                                              DATE OF EVACUATION : 

ADDRESS :                                                       PARITY INDEX  G   P    L     A 

CLINICAL H/O 

 

L.M.P.                                                   (or)         …………. WEEKS IN GESTATION  

PREGNANCY CONFIRMED BY :  Preg card /  USG  

PREVIOUS H/O  MOLAR PREGNANY/ABORTION :  Y/N (If yes  details ): 

P/A:                                                                            P/V: 

USG  FINDINGS :                                                   BLOOD GROUP: 

Serum β  HCG  (if done ) 

CLINICAL DIAGNOSIS :                                      PROCEDURE DONE : 

 

 

                                                                                SIGNATURE OF MEDICAL OFFICER 

                                                                                                           & SEAL .  
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MASTER CHART 



 

Sl. 

No. 

HPE No. Age Obstretic 

history 

Clinical  H/o  & Diagnosis USG Serum β 

HCG  

Blood 

group 

Past  H/o HPE Report 

1. 2415/10 20 G3P2L2 Ao 3mth amenorhoea Bleed Pv-15day P/A 

ut – 24 wks UPt +ve   

 

Vesicular  Mole. ovaries 

–(N) 

1200IU/ml A+ve G1, G2 FTND Complete 

mole  

2. 2557/10 19 Primi C/o 3 mth amenorhoea spotting pv– 3 

days gestational age-12 wk size UPT 

+ve Incomplete Abortion 

Vesicular Mole  ovaries- 

N  

4000 IU/ml A+ve            

           - 

Early 

Complete 

Mole 

3. 2631/10 33 G2P1 Lo H/o 5mth Amenohoea c/o spotting pv. 

12-14wks uterus  

CXR – N 

Vesicular mole Ovaries 

– Theca  Luteal Cystic 

Both side 

19000IU/ml A+ve G1- death  baby 

 8/12 mths 

 Complete 

Mole 

4. 3541/10 40 G4P3L3Ao C/o Lower Abd pain,  3 months 

amenorhoea Bleeding pv-15days P/A 

uters  16 wks 

Multiple cystic spaces 

.Ovaries-N 

3400 

IU/ml 

O-ve G1G2G3 full term Complete 

mole  

5. 2999/10 28 G5P3L3A1 C/o Bleeding Pv-3days gestational age 

8 wks 

Multiple tiny cystic 

spaces .ovaries-N 

4200 

IU/ml 

A+ve G1 FIND          G2 

Abortion   G3 4 yr 

,G4 2 yr. 

 Early 

Complete 

mole  

6. 2212/10 23 G2P1L1 C/o 3 mth amenorhoea Bleeding pv – 

5days pain abdomen P/A ut-16 wk size 

Multiple cystic spaces.   8000 

IU/ml 

O+ve G1 FIND 

  

Partial mole  

7. 1944/10 22 G2PoLoA1 C/O Lower Abd 3 days pain  P/A ut 

erus 14 wks 4 months amenorhoea 

Vesicular mole  ovaries 

– theca lutem cystic 

49679IU/ml O+ve G1-Molar  

Pregnancy   

 

Complete 

mole  

8. 1867/10 

 

29 G2P1L1Ao C/o Bleeding Pv on & off – 1 wk H/o 

6mth  amenorhoea   C/D – vesicular 

mole 

Vesicular mole  2894 

IU/ml 

B+ve G1 FTND 

9 yrs 

 Partial 

mole  

9. 760/08 22 G2P1L1 C/o Bleeding PV-1day  

 G/A 24 wks C/D  incomplete abortion  

Snow storm 

appearance  

4058 

IU/ml 

O+ve G1 FTND Complete 

mole   



 

Sl. 

No. 

HPE No. Age Obstretic 

history 

Clinical  H/o  & Diagnosis USG Serum  βhcg Blood 

group 

Past   H /o HPE Report 

10. 1653/10 

 

29 G4 P2L1 

A1 

C/D Mixed abor tion partial 

mole Ut 8wk size .Necrotic 

mass invading lower uterine 

segment 

Single Gestational sac,  tiny 

cystic spaces. ovaries- Bilateral  

theca cystic 

26,613IU/ml  A+ve G1 Abortus 

G3Hydatidifo

rm  mole 

 Invasive mole. 

11. 1590/10 31 G2P1L1  C/o 6mth amenorhoea 

Bleading Pv P/A 20-24 wks 

C/D vesicles mole 

Vesicular mole  overies Normal. 

No fetal pole 

2200 IU/ml O+ve G1-10mths Complete mole  

12. 1409/10 26 G3P2L2 C/o Passing vesicles.  H/o 

Abd pain 4days P/A uterus  

10 wks. 

Heterogenous hyperechoic 

masses. ovary – N 

- O+ve  LCB –  

1 ½ yr 

Partial mole  

13. 1315/10 24 G3P1L1 

A1 

C/o Bleeding pv-5days 

Amenorhe – 2mth    P/A ut-

8wks. 

Multiple hemorrhagic cystic 

spaces  

1,25, 

Lakhs IU/ml  

A+ve G1  FTND  

G2-Vesicular 

mole  

Chorio carcinoma  

14. 1274/10 25 Primi C/o 3mt Amenorhoea No  

H/o Blead PV P/A ut 14 wks  

Vesicular mole  8142 IU/ml O+ve - Complete mole  

15. 1108/10 20 Primi H/o 6mth amenorhoea H/o 

Bleeding pv-1day P/A ut 

28wks 

Snow storm appearance,ovary-

B/L theca  cystic 

11,375 

IU/ml 

O+ve - Complete mole  

16 778/10 28 G3P2L2 H/o 7 mth amenorhoea 

Bleed ing pv C/D Partial 

mole  

Multiple cystic spaces in 

endometrium  

6078IU/ml  B+ve G1- 7 yr,G2- 

2yr, G3 - pp 

Partial mole  

17 671/10 23 Primi H/o painless spotting 2 C/D 

Vesicular mole  

Vesicular mole Ovaries normal  39573 

IU/ml 

O-ve             - Early Complete mole  

18 505/10 20 Primi H/o 4mth amenorhea C/D 

Threatened abortion  C/o 

spotting pv-10days  P/A 18-

wks 

Snowstorm appearance ovary – 

B/L  theca luteal  cystic  

- A+ve               - Complete mole  



 

Sl. 

No. 

HPE No. Age Obstretic 

history 

Clinical  H/o  & Diagnosis USG Serum β 

hcg 

Blood 

group 

Past   H /o HPE Report 

19. 410/10 25 G3P2L2 C/o Bleeding pv H/o Lower abd pain 

– 5days UPT +ve P/A -12wks H/o 

amenorhea 3mths 

Molar pregnancy  800 IU/ml  O+ve G1  - FTND ,G2 - 

FTND 

Complete mole  

20. 372/10 20 Primi H/0 5mth amenorhoea  P/A 20 wk 

size BP 134/76Toxemia  

Ut enlarge filled  

vesicles ovaries-(N) 

6456IU/m

l  

A+ve          - Partial mole  

21. 3703/10  23 G4P3L3Ao G/o 50 days  amenorhea H/o Bleed 

pv-5 C/D Incomplete abortion 

gestational age uterus 8 weeks  

Molar Pregnancy 

Ovaries Normal  

5000IU/m

l 

AB+ve G1,2,3 FTND Early Complete 

mole  

22. G 233/09 25 P2L2Ao  Hemoperitoneum Tenderness in 

lower Abd C/D uterine perforation  

Degenerated fibroid  

Sarcoma. 

11825IU/

ml 

O+ve G1 FTND,G2 FTND  Chorio 

carcinoma 

23. G 165/09 30 G3P2L1Ao C/o lower Abd pain Bleeding PV, BP 

170/110 P/A 32-34 wks B/L pitting 

edema, Toxemia + 

Vesicular mole 

ovaries (N) 

  

9845Iu/ml  

O+ve G1- FTND,G2-FTND 

,G3-PP 

Partial mole  

24. G 112/09 22 Primi C/o lower Abd pain Bleeding PV C/D 

Incomplete Abortion  

Snow Storm 

Appearance  

600IU/ml  AB-ve - Complete Mole  

 

25. G 722/09 35 G3P1L1A1 C/o 3mth amenorrhea  C/o Bleeding 

PV.P/A 18 wks  C/D. vesicular mole  

Snow Storm 

appearance  

8765IU/m

l  

A+ve G1- FTND,G2-

Abortion , G3- PP  

Complete mole  

26. G 667/09 23 G3P2L2 C/o Abd pain -7days H/o  vomiting -

6days,P/A 10wk side 

Enlarged uterus with 

cystic spaces.ovaries  

- O+ve G1 -4yrs,G2 -2 

yr,G3 -PP. 

Complete mole   

27. G886/09 21 primi H/o 4mth amenorhea C/o BleedPV-

3days Uterus 10-12 wks size 

 Multiple cystic 

spaces. No fetal parts 

seen ovary (N) 

980IU/ml  A+ve - Complete mole   



 

 

 

Sl. 

No. 

HPE No. Age Obstretic 

history 

Clinical  H/o  & Diagnosis USG Serum β hcg Blood 

group 

Past    H/o HPE Report 

28. G 

1016/0

9 

27 G3P1L1Ao H/O 5mth amenorhea H/o 

Bleeding PV P/A 22 wksIncomplete 

abortion 

EM filled with cystic spaces - O+ve G1- 2 yrs, G2- 

PP 

Partial mole 

29. G 42/09 20 Primi C/o spotting PV – 3mths,H/o 

3mths amenorhea P/A ut 20 –wks 

Snow storm appearance 687 IU/ml A+ve - Complete 

mole 

30. G 

650/09 

37 G4P1L1A2 H/o 3mth Amenorhea C/o Bleed 

PV-3days P/A 16 wk 

Ut enlarged Endometrium  

filled with  multiple cystic 

spaces 

4356 IU/ml AB+ve G1 –FTND,G2-

abortion,G3  

abortion,G4-PP 

Partial mole 

31. G 

602/09 

21 G2PoLoA1 C/o Lower Abd pain -5days C/o 

2mth amenorhea P/A ut-16wks 

multiple hyperecohic cystic 

spaces 

6214 

IU/ml 

A+ve G1 – Vesicular 

mole 

Partial mole 

32. G 

453/09 

19 Primi C/o 2mth Amenorhea lover abd 

pain -1mth passing vesicles -3days 

gestational age  8 wks CXR-(N) 

- 9076IU/ml B+ve - Early 

Complete 

mole 

33. G 

400/09 

25 G2P1L1Ao C/o Bleed Pv-1mth C/o Abd pain  

C/D threatered Abortion  P/A 

18wks size 

multiple  cystic spaces . 

ovaries –B/L Luteal cystic 

467 

IU/ml 

A+ve G1 –FTND 

 

Complete    

mole 

34. G 

237/09 

21 Primi C/O pain abdomenP/A ut 12 

wksC/D missed abotion 

Snow storm appearance 8590IU/ml O+ve - Partial mole 

35. G 

201/09 

22 Primi C/O 3mth amennorhea H/O 

vomiting CXR-(N) H/o vomiting 

gestational age -11 wks 

Multiple Cystic Spaces 

ovary-(N) 

5496IU/ml O+ve - Early 

Complete 

mole 

36. G 

150/09 

29 G3P2L1 C/o 3 months amenorrhoea P/A 

uterus 16 weeks  C/D  incomplete 

abortion 

Snow  storm appearance 

.ovaries normal 

600IU/ml A+ve G1 FTND,        

G2 FTND 

Partial mole 



 

 

 

Sl. 

No. 

HPE No. Age Obstre

tic 

history 

Clinical  H/o  & Diagnosis USG Serum β 

hcg 

Blood 

group 

Past    H/o HPE Report 

37. G 

979/09 

20 Primi 4mth amenorhea H/o spotting on/off -2days 

P/A ut 14 wks size   

Tiny vesicles in 

endometrium ovaries(N) 

2000 

IU/ml 

O+ve - Complete 

mole 

38. G 

943/09 

27 Primi H/o 8mths amenorhea Bleeding PV.P/A 14-

16wks 

Ut cavity filled with 

multiple vesicles 

3084 IU/ml 

 

AB+ve - Completemole 

39 G 

919/08 

23 G3P1L

1A1 

H/o amenorhea -3mth  H/o passing vesicles -

2days P/A ut 26 wk size 

Fluid filled cystic 

spaces(+) 

400IU/ml O+ve G1-3yr ,G2-

abort,G3-PP 

Partial mole 

40. G 

862/08 

39 G5P3L

3A2 

 C/D Incomplete Abortion C/o Bleeding PV. H/o 

passing clots P/A ut Bulky 12 wks size CXR- 

cannon ball opacities both Lungs  

Ovaries-(N) 1,11,000IU

/ml 

O+ve G1-abort ,G2-  

17 yr,G3 – 15 

yr, G4 – 10 

yr,G5- mole  

Chorio 

carcinoma  

41. 1747/1

0 

23 Primi  C/o Bleed PV 1 mth Lover Abd pain 1 ½ mth 

following evacuation of molar pregnancy  

Homogenous  echogenic 

mass B/L  theca luteal  

cystic 

>2,00,000 

IU/ml 

B+ve - Persistent 

Trophoblastic 

Disease 

42. G 

4091/1

0 

20 Primi Spotting Pv-3mth gestational age -10 weeks, Molar pregnancy 900IU/ml B+ve - Early 

Complete 

mole   

43. 1111/1

0 

30 G2P1L

o 

H/o 4mth amenorchea spotting 4days 

gestational age 12wks C/D  molar pregnancy  

Multiple cystic spaces 

ovaries- B/L  Luteal 

cystic 

1245 IU/ml A+ve G1-Vesicular 

mole  

Early complete 

mole 

44. 916/10 24 G2P1L

1 

H/o-2mth ane Bleed PV-1 day gestational age  – 

12wksC/D  molar pregnancy  

Snow Strom appearance  19050 

IU/ml 

O-ve  G1 FTND Early 

Complete 

mole 

45. 98/10 28 G3P2L

2 

C/o 7mth amenorhea C/D ? partial mole P/A 12 

wks size 

Large heterogenous 

cystic spaces  ovary(N) 

600 IU/ml B+ve  G1  -7 yrs,G2  - 

2 ½ yr,G3  - PP 

Partial mole 



 

Sl. 

No. 

HPE No. Age Obstretic 

history 

Clinical  H/o  & Diagnosis USG Serum β 

hcg 

Blood 

group 

Past     H/o HPE Report 

46. G 4/11 25 G3P2L1A1 C/o 3mth amenorhoea  c/o bleed pv  – 

2days Gestational age  – 11wks 

multiple tiny vesicles in uterine 

cavity  

12000 IU/ml A+ve   G1FTND,G2-

mole  G3-PP 

Early 

Complete 

mole 

47. G 78/11 24 Primi C/o 6mth  amenorhoea P/A ut 28wks 

C/o Bleeding pv BP:150/110 toxemia + 

Vesicular mole  ovary -theca 

lutein cyst  

8921 IU/ml O+ve - Complete 

mole 

48. G 

641/11 

35 G3P2L2 H/o Bleeding PV-2days ut size 13 wks 

C/D threatened  abortion  

Multiple cystic spaces  876IU/ml A+ve G1 FTND ,G2 

FTND  

Partial mole 

49 G 

3311/1

1 

20 Primi  H/O Bleed pv -2weeks on & off P/A 

uterus  18 weeks C/D  Missed abortion  

Multiple cystic spaces  - A+ve  - Partial mole  

50. G 

526/11 

22 Primi C/o Bleeding PV-2day 5mth amenorhea 

19 wks size-P/A ut-16 wk size 

Vesicular mole ovary theca 

lutein cyst  

1800 IU/ml  O+ve - Complete 

mole 

51. G 

757/11 

23 Primi H/o  vomiting -1wkc/o Bleeding PV-1 

day ut size-18wks 

Snow storm appearance 12745 IU/ml A+ve - Complete 

mole 

52. G 

1378/1

1  

25 G2P1L1Ao C/o 3mth amenorhea C/o Bleeding pv. 

Gestational age -12wks size 

Vesicular mole ovaries normal  11875IU/ml AB+ve G1  FT ND Early 

Complete 

mole 

53. G 

1754/1

1 

22 Primi H/o 2mth amenorhea Bleeding Pv ut 

size -12wks 

Snow  storm appearance  

ovaries normal  

7542 IU/ml O+ve - Complete 

mole 

54 G3609/

11 

22 P2L2  C/o  Bleeding  Pv on & Off  5 months  

H/o polymennorhoea Abdominal Pain  

? Invasive mole / 

Choriocarcinoma 

   Patient 

died  

B+ve G1 FTND 

,G2FTND   

Chorio 

carcinoma  



 

Sl. 

No. 

HPE No. Age Obstretic 

history 

Clinical  H/o  & Diagnosis USG Serum β 

Hcg 

Blood group Past   H/o HPE Report 

55. G 

2198/11 

19 Primi C/o Lower Abd pain spotting on/off  

pedal edema BP150/100 

Multiple cystic 

spaces ovaries(N) 

5780IU/ml B+ve - Complete 

mole 

56. G 

2271/11 

24 Primi C/o 2 mth amenorhea Bled pv-1day P/A-

ut-10wks. 

? molar pregnancy  

? Abortion 

 400IU/ml  O+ve - Partial mole 

57. G 

2444/11 

23 G4P3L3 C/o-4mth amenorhea gestational age  

10wks         Bleed Pv. - 5days 

?Partial mole  

? Abortion 

 1980IU/ml A+ve G 1,2,3 –FTND,  

G4 pp 

Early complete 

mole 

58. G 

2590/11 

25 Primi C/o Bld PV-3days  Abd pain, gestational 

age  12 wks 

Ut carity filled with  

vesicles ovary(N) 

5438IU/ml A+ve  - Early 

Complete 

mole 

59. G 

2704/11 

24 G3P2L2Ao H/o 3mth amenorhea Bleeding PV-

15days  ut-18 wks C/o Incomplete 

Abortion 

- - A+ve G1  4 yrs,G2 2 ½ 

yrs,FTND ,G3 PP. 

Partial mole 

60 G 

2753/11 

38 G4P3L3A0 C/o 2mth amenorhea and Bleeding PV-

1wk USG:- vesicles in myometrium.  

Vesicular mole 2,00,000 

IU/ml 

B+ve  Chorio 

carcinoma  

61 G 

3621/11 

25 Primi C/o bleed pv 1 wk . Abd pain 2 days 

gestational age 11 weeks  

Vesicular mole  600IU/ml A+ve  Early 

Complete 

mole 

62. G 

2802/11 

24 G2P1L1 C/o Bleeding PV-1 days G/A-14wks Multiple Irregular 

cystic spaces       

7986IU/ml O+ve  G1   FTND  Early 

Complete 

mole 

63. G 

2990/11 

35 G4P3L3 H/o Bleeding PV-15days abd pain 1 week 

C/D  missed abortion  

?Invasive mole  150IU/ml O                                                                    

+ve 

LCB  9  years  Chorio 

carcinoma  


