
Malaysian J Path01 1998; 20(2): 113 - 114 , 

Incidence of acute atherosis in complete molar pregnancy 
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Abstract 

A clinicohistological study of acute atherosis in molar pregnancy was undertaken. Maternal decidual 
vessels in currettage samples of 38 histologically confirmed complete hydatidiform moles were 
examined histologically for acute atherosis, recognised as fibrinoid necrosis of the smooth muscle 
wall with a perivascular mononuclear cell infiltrate, with or without lipophages. Acute atherosis was 
detected in eight of 38 cases, an incidence of 18.4%. All the patients were normotensive. The 
significance of acute atherosis in molar pregnancy remains to be clarified. 
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INTRODUCTION 

The occurrance of acute atherosis in preeclampsia 
is well a~cepted'".~ and it has also been described 
in various pregnancy  disorder^.^.^ Since 
hydatidiform mole is a common and important 
complication of pregnancy, the incidence in 
Malaysia being 1: 669,' we endeavoured to 
study the coexistence of acute atherosis in this 
pregnancy disorder. To the best of our 
knowledge, this study is the first to examine this 
association. 

MATERIALS AND METHODS 

Sixty cases of molar pregnancy diagnosed 
histologically at the Department of Pathology, 
Hospital Kuala Lumpur over a 2-year period 
were retrieved from the files. All histological 
sections from these cases were reviewed. Patient 
data were analysed to exclude patients with 
preexisting diabetes mellitus, essential 
hypertension and systemic lupus erythematosus. 
Thirty-eight cases were included in this study 
after histologically reconfirming the diagnosis 
of complete hydatidiform mole and the presence 
of maternal decidual vessels in the hematoxylin 
and eosin sections. This study was focused on 
the absence or presence of acute athcrosis in the 
maternal decidual vessels. Acute atherosis was 
defined as fibrinoid necrosis of the arterial 
smooth muscle wall accompanied by lipid-laden 
macrophages and a perivascular round cell 
infiltrate.2.6 

RESULTS 

Acute atherosis .was seen in eight out of the 38 
cases, an incidence of 18.4%. In established 
acute atherosis, a perivascular monuclear cell 
infiltrate and lipophages within the vessel wall 
that had been destroyed by fibrinoid necrosis 
were seen (Fig. 1). In others, there were no 
lipophages present. All the eight cases with 
acute atherosis were normotensive women. 

DISCUSSION 

Acute atherosis is not seen in normal 
pregnan~ies.~ Several investigators have 
described acute atherosis in pregnancies 
complicated by pre-eclampsia, small-for- 
gestational-age, diabetes mellitus and systemic 
lupus e ry thematosu~ .~ .~ .~~~~~ Differences in the 
definition of the lesion has led to the controversy 
regarding the presence or absence of acute 
atherosis in the various pregnancy disorders. In 
this present study, the maternal decidual vessels 
show fibrinoid necrosis, which is the earliest 
lesion that can be confidently identified on light 
microscopical e~amination,~.'~ and perivascular 
mononuclear cell infiltrate with or without 
lipophages. Since there are no prior studies on 
acute atherosis in molar pregnancies, a 
comparison of our findings with those of others 
cannot be made. The incidence of acute atherosis 
in this study is comparable to a 22% incidence 
of acute atherosis in mild pre-eclampsia observed 
by Moque et a1.l' However the cause of acute 
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FIG. 1: Photomicrograph of matemal decidual vessels exhibiting fibrinoid necrosis of the 
smooth muscle, lipid-laden macrophages and a perivascular round vessel infiltrate. 
H&E X 100. 

atherosis in our 8 cases cannot be attributed to 
pre-eclampsia as all were normotensive. 
Furthermore, hypertension alone does not cause 
acute ather~sis.~." It may be that an inappropriate 
immunological foetomaternal reaction may be 
the major determinant of acute a t h e r ~ s i s ~ ~ ~ . ' ~  or it 
may be an unusual response to placentation 
expressed by a particular HLA type. However 
further detailed studies are required, including 
HLA typing of the father or mother before the 
pathophysiology of acute atherosis can be 
understood. 
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