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INTRODUCTION 
 

Molar pregnancies are the premalignant forms of 
gestational trophoblastic neoplasia, a group of illnesses that 
also includes the rare but aggressive malignancies of 
choriocarcinoma and placental site trophoblastic tumor 
(Savage, 2008). 

The genetic events occurring in normal conception and in 
complete and partial molar pregnancies, in a normal 
conception, 23 chromosomes are derived from the mother 
and 23 from the father, but in complete molar pregnancies 
the genetic material of the trophoblast cells is entirely of 
male origin following the loss of the maternal 
chromosomes from the oocyte (Savage, 2008). 

Molar pregnancies are rare, occurring at a rate of 
approximately 1 for every 700 live births (Savage, 2008). 

Whilst the diagnosis of molar pregnancy is rare, there are 
two groups of women who have significantly elevated risks 
of developing a molar pregnancy. At the extremes of the 
reproductive age, girls under the age of 15 years have a risk 
approximately 20 times higher than women aged 20–40, 
whilst women aged over 45 have a several hundred-fold 
higher risk than those aged 20–40 (Sebire et al., 2002). 

The increased risk for these groups is mainly for complete 
molar pregnancy, with the incidence of partial molar 
pregnancy changing less across the age groups. 

The second group of women with an increased risk of 
molar pregnancy is those who have had a molar pregnancy 
previously. In this group, the risk appears to be 
approximately 1 in 55 for those with one previous molar 
pregnancy and 1 in 10 for those with two (Sebire et al., 
2003). 

During the past decades, the expansion of molecular 



biology has had a pivotal role in understanding the basis of 
cancer development and progression. Recently, real 
advances have been made in the application of DNA 
recombinant. There are various kinds of alternation in 
oncogens and tumor suppressor genes may play a role in 
carcinogenesis of gynecological cancers.  

Recent researches including some dominant oncogens and 
tumor suppressor gene mutations common to these 
malignancies are providing bases to elucidate the 
mechanisms underlying these cancers. The most important 
basis of endometrial cancer is that K-ras and P53 mutations 
are also frequently observed (Whang &Lee, 1997). 

Abnormalities of the p53 tumor suppressor gene are the 
single most common molecular abnormality seen in human 
cancer. 

Much attention has focused upon p53 with the recognition 
that abnormalities of the p53 gene are the most common 
molecular change seen in human and rodent neoplasia 
(Bray, Schorl & Hall, 1998). 

Some reports suggest that p53 expression in hydatidiform 
moles that progressed to gestational trophoblastic tumor 
was significantly higher than in hydatidiform moles that 
obtained spontaneous remission. This was also the case 
when comparing complete moles and choriocarcinomas to 
partial moles and normal placentas, and also to abortion. 
Other studies, however, did not confirm these results. 
Furthermore, some authors did not detect the p53 gene 
mutation in gestational trophoblastic disease (Yazaki-Sun 
et al., 2005). 

Currently, molecular pathology plays a limited role in 
improving patient outcome in gynecologic oncology. 
However, molecular investigation is providing important 
insights into the epidemiology, pathogenesis, and 
progression of female genital cancers. Future roles should 



include prediction of poor outcome in low-risk cases, more 
accurate staging of multifocal tumors, identification of new 
precursor lesions, and prediction of response to specific 
therapeutic regimens. Gene therapy of some malignant 
tumors may become important in the near future. 
(Silverberg, 1999). 



 
AIM OF THE WORK 

 
The aim of this work is to study the relationship between 
the tumor suppressor gene p53 over-expression and the 
course of molar pregnancy. 
 



Material and Methods 

Setting:- 

                This is retrospective study and will be conducted 

in Ain Shams maternity hospital, early cancer detection 

unit and  gynecologic oncology unit. 

Study design:- 

The paraffin blocks of patients with molar pregnancy 

between year 2006 through year 2009 will be retrieved 

from the early cancer detection unit.Sections will be 

obtained for immunohistochemical staining for P53. 

Archival follow up data including the course of the 

disease,the level of B subunit of HCG, the need for 

chemotherapy and development of persistant disease will 

be retrived from the gynecologic  oncology unit and will be 

correlated with the results of immunohistochemical staining 

for P53. 
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