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Introduction 

The antiphospholipid syndrome (APS) is characterized 

by antibodies directed against either phospholipids or plasma 

proteins bound to anionic phospholipids. Patients with the APS 

may display a constellation of clinical features including 

venous and arterial thrombosis, recurrent fetal losses, and 

thrombocytopenia (Kumar and Roubey, 2010).  

Antiphospholipid antibodies associated with vaso-

occlusive events without any underlying disease process is 

termed the primary antiphospholipid antibody syndrome 

(PAPS). The presence of antiphospholipid antibodies and a 

vaso-occlusive event superimposed on an underlying disease, 

such as SLE or malignancy, and drugs, is a secondary 

antiphospholipid antibody syndrome (Erkan and Lockshin, 

2009).  

Four types of antiphospholipid antibodies have been 

characterized:  

 Antibodies causing a false positive VDRL, 

 Lupus anticoagulants, 

 Anticardiolipin antibodies, 

 And Antibodies to beta2-glycoprotein I (Kumar and 

Roubey, 2010).  

Catastrophic antiphospholipid antibody syndrome is a 

serious, often fatal form of the disease; it is associated with 
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multiple organ infarctions. Death may occur within days or 

weeks (Bucciarelli et al., 2009). 

The kidney is one of the organs that can be compromised 

in patients with antiphospholipid antibodies (aPA). APSN 

(antiphospholipid  antibody syndrome nephropathy) is an early 

clinical marker of APS. Renal complications directly resulting 

from thrombotic events associated with these antibodies include 

glomerular disease, large vessel renal involvement, and 

coagulation problems relating to dialysis and renal transplants. 

The most prominent symptoms and signs are edema, foaming 

urine, hypertension, or a combination.. The earliest symptom 

being inhibition of glomerular filtration. Clinical combinations 

of the symptoms allow to distinguish variant of APSN 

suggesting the existence of acute and chronic APSN (Shilov et 

al., 2003).  

In patients with end-stage renal disease, antiphospholipid 

antibodies are prevalent and may increase in frequency with 

time on dialysis, possibly as a result of oxidative stress incurred 

during dialysis (Erkan and Lockshin, 2009). 

In primary and secondary APS combination of 

antiphospholipid antibody syndrome nephropathy (APSN) with 

impairment of the CNS, heart and skin, correlation of its basic 

clinical manifestations with arterial thrombosis allow us to 

single out a special clinical variant of APS manifesting with 

generalized ischemic lesions of the organs as a result of 

arterial/arteriolar thrombosis. Irrespective of its nature, APSN 

has common characteristic features combination of arterial 

hypertension, persistent renal dysfunction and transitory 

hypercreatininemia, correlating with development of arterial 
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thrombosis; therefore, this pathology can be considered as a 

variant of thrombotic vascular lesion of the kidneys 

(Kozlovskaia et al., 2007).  

The thrombotic process in the intra renal vessels in PAPS 

dictates the necessity to develop novel approaches to treatment 

of such patients. In addition to immunodepressants the 

treatment should include indirect anticoagulants and 

antiaggregants (Ioannou et al., 2008). 
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Aim of the Study 

Is to review the most recent literatures and researches 

concerning the renal affection in antiphospholipid antibody 

syndrome to help to improve the patient outcome. 


