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INTRODUCTION 

Anticardiolipin :mtihodies (A CAs) are circulating auto­
antibodies dit·ectcd against negatively charged phospholipid 
component of cell membrane . So ACAs are especially 
important antiphospholipid antibodies ( Peaceman et at., 
1992). ACAs have been reported in habitual abortions of 
unknown etiology and unexplained intrauterine fetal deaths 
(Tdplett, 1989). 

It has been proposed that the functions of ACAs are to 
decrease the production of prostacyclin and fibrinolysis , to 
prevent protein C activation and to enhance platelet aggre­
gation which might cause abnormal coagulation and platelet 
agglutination ( Tdplett,1989 ) . By histological examination 
of the placentas obtained from preeclampsia, infarction and 
fibrinoid necrosis have been detected ( Robertson et al., 
1986). These changes seem to be similar to findings 
concel'lling placentas taken from ACAs positive pregnancies 
(De Wolf et al., 1982 and Uranch et al., 1990 ). 

ACAs have the ability to hind to villous trophohlasts 
and might cause placental dysfunction . In preeclampsia . the 
high incidence of placental dysfunctions and intrauterine 
growth retardation have been reported ( Sibai et al., 1984 ). 

The possible involvenwnt ol' the in111111ne system itt the 
pathophysiology of at least some hypertensive disorders of 
pregnancy has attracted increasing attention ( Redman ,1980) 
as abnormal levels of autoantibodies have recently been 
demonstated with hypertensive disorders of pregnancy (EI 
Hoeiy et al., 1991 ) . 

Antiphosphnlipid antibodies al'e tlw 
recorded abnormalities 111 pregnancies 
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prn·clampsia and intrauterine growth retardation ( Hnml'h et 
al., 1989 ). 

Lyd~:n ct al., (1992) demonstrated that monoclonal 
antiphosolipid antibody binds to the human placental 
trophohlasts using an iiHilllltJOhistological technique. Those 
antibodies reacted with the syncytiotrophoblastic layer, Cyt­
otrophoblastic cells and subtrophoblastic stromal region. 

Using the placenta eluates taken from ACAs positive 
patients, Chamley et al., (1993h),alsn reported that ACAs 
were bound to antigenic sites within the placenta . Also it has 
been suggested by Yamamoto et al., (1996), the possibility 
that ACAs may decrease the placental functions in 
preeclnmpsia . 1l1e functional changes induced by ACAs has 
also been reported .Gieicher et al., (1992) demonstrated that 
HCG production by placental culture with A CAs containing 
sera was inhibited under phospholipase A 2 and phospholipase 
-C stimulation. 

2 



AIM OF WORJ( ·' . i' 

~ l 

.· . ::' , .. ' 

•: . 

.... 

. 'I •, 

:. f.;, 

'. 
'' ~ ,' 

• 

.. .. . , 

. ., 

' .. 

. 
' ·'' ': 





i 
! 
! 
I 
l 

AIM OF TilE WORK 

I. To estitnate the incidence of anticardiolipin antibodies 
(;\C;\s) in precclatnpsia . 

U. The relationship between the fll"esence of ACAs in the 
serutn or preeclamptic women and the ueveloptnent of 
intrauterine gr·owth retardation ( lUG U ) in their offsprings . 
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