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and 3 showed decidual vasculopathy char-
acterized by acute atherosis and thrombosis 
with luminal occlusion of decidual blood 
vessels. The vessels with acute atherosis 
showed fibrinoid necrosis of the vessel wall 
and deposition of foamy histiocytes in the 
intima (Figure 2).

 

Fig 1. Distal villous hypoplasia (H& EX10)    

Introduction

Systemic Lupus Erythematosus (SLE) is a 
multisystem autoimmune disease that can 
compromise pregnancy, its outcome and is 
the connective tissue disease that is most 
frequently associated with pregnancy (1). 
we report the findings in a series of patients
The presence of lupus anticoagulant, found 
in up to a third of patients, has been 
reported to be a positive predictor of 
increased foetal loss after 20 weeks' gesta-
tion in women with lupus nephritis (2). 
Pathological changes in the placenta have 
been detected as early as the first trimester 
of pregnancy (3). There are no reports of 
the placental pathological findings of SLE 
patients in Sri Lanka, and    diagnosed clini-
cally with SLE.

Case reports

The placentae of six patients with SLE 
were examined grossly and tissue sections 
were taken from abnormal areas, represen-
tative normal placental parenchyma, 
umbilical cord and membranes.  The micro-
scopic findings were assessed. 

Pathological findings

Placentae of case number 1, 2, 3 and 4 were 
small and showed distal villous hypoplasia 
characterized by small, sparse villi with 
large syncytial knots over the surface. 
(Figure 1). The placentas of case number 2   
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Fig 2. Decidual arteriopathy in case 2 
(H&EX10) X- Fibrinoid necrosis of the 
vessel wall V- Thrombosis with luminal 
occlusion (Arrow – Acute atherosis of the
intima)



Journal of Diagnostic Pathology 2012 (7); 1: 65-67

Both placentas showed multiple infarctions 
and areas with increased inter villous and 
peri villous fibrin deposition affecting a 
significant proportion of the placental 
volume. Placentas of case showed evidence 
of ascending infection as a second pathol-
ogy. Case number 6 had a good volume 
placenta with no abnormalities. 

Discussion

The pathological findings in this case series 
is similar to larger series of studies (4,5). 
Both hypertension and vasculopathies 
related to lupus anticoagulant will result in 
maternal vascular supply abnormalities in 
the placenta. Early abnormalities in placen-
tal development is in the process of placen-
tal implantation where trophoblastic infil-
tration of the endometrium and myome-
trium and remodelling of the uterine spiral 
arteries occurs. Superficial implantation 
will lead to decidual arteriopathy, initially 
manifesting as mural hypertrophy of the 
muscular walls and persistence of muscu-
larized arteries in the basal plate and later 
as fibrinoid necrosis of the vessel wall with 
collection of foamy histiocytes in the 
intima (acute atherosis).  Severe reduction 
in uterine blood flow can lead to under-
growth of the placental villous tree mani-
festing as distal villous hypoplasia, 
increased syncytial knots on distal villi, 
deposition of intervillous fibrin on proxi-
mal and distal villi, villous agglutination 
and decreased placenta l number 4 and 5 
showed similar lesions involving <10% of 
the placental volume. An inter villous 
thrombus and bleeding into desidua were 
seen in case number 4. Case number 1 
weight. Total occlusion of one or more 
maternal arteries leads to infarction of a 

portion of the villous tree (6,7). Studies 
have shown that placental pathological 
findings correlate well with the clinical 
outcome (8).  Pathological examination of 
the placenta is often neglected. Histological 
examination gives valuable information to 
identify the underlying pathology of cases 
with adverse fetal outcome. 
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