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Introduction 

ntiphospholipid syndrome (APS) is an immune-

mediated, acquired thrombophilia characterized by 

arterial or venous thrombosis, in association with persistently 

elevated levels of antiphospholipid (APA) antibodies (Sikara  

et al., 2010). 

The most common type of venous thrombosis associated 

with APS is lower extremity deep venous thrombosis (DVT) 

(Farmer-Boat Wright and Roubey, 2009). 

Antiphospholipid antibodies such as lupus anticoagulant 

(LA) and anticardiolipin antibody (ACL) are associated with a 

hypercoagulable state manifested by arterial/venous 

thrombosis, which may cause cerebral infarction, central retinal 

arterial/venous occlusion, myocardial infarction, pulmonary 

infarction, mesenteric arterial/venous occlusion, habitual 

abortion, and arterial/venous occlusion and ulceration in four 

limbs (Kinuya et al., 2001). 

Lupus anticoagulant antibodies are members of the 

heterogenous family of antiphospholipid antibodies, whose 

specificity, initially believed to be directed towards negatively 

charged phospholipids (De Groot and Derksen, 2004), other 

antiphospholipid antibodies are annexin V, high and low 

molecular weight kininogens and factor XI (Triplett, 2000). 

A 
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β2GPI is a highly glycosylated single-chain protein that 

is present in plasma without known physiological function. The 

protein avidly binds to negatively charged phospholipids such 

as cardiolipin (CL), phosphatidyl serine (PS) or phosphatidyl 

inositol (PI). Upon phospholipid binding, β2GPI changes 

conformation and exposes a cryptic epitope to which high 

affinity antibodies can bind (De Laat et al., 2006). 

Multiple screening tests are recommended (e.g., 

APTT, dilute PT and dilute Russell viper venom time 

(dRVVT). dRVVT is one of the most important screening 

procedures. In many instances, commercially available 

dRVVT systems include a screening reagent with low 

phospholipid concentration (PL) and a confirmatory product 

with high PL concentration (Triplett, 2000). 
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Aim of the Work 

he aim of this study is to determine the frequency of 

positive antiphospholipid antibody syndrome detected 

by laboratory investigations with unexplained DVT. 

 

 

T 



Review of Literature  Definition and Epidemiology  

 
4 

Antiphospholipid Syndrome 

ntiphospholipid syndrome (APS) is a systemic 

autoimmune disorder characterized by arterial and/or 

venous thrombosis, fetal death, recurrent miscarriages, and 

thrombocytopenia, along with elevated titers of anti-

phospholipid antibody (APA): lupus anticoagulant (LA) and/or 

cardiolipin (CL) (Gu et al., 2014). 

Epidemiology of APS: 

Antiphospholipid syndrome (APS) is an important 

thrombophilic condition because it is of high prevalence and 

is associated with considerable morbidity and mortality 

(Gómez-Puerta and Cervera, 2014).  

Antiphospholipid antibodies (APL) accounts for a 

significant proportion of thrombosis in the general population 

up to 20% of idiopathic deep venous thrombosis (DVT) 

patients are APL positive. Anticardiolipin (ACL) is 

predictive of DVT and pulmonary embolism in the general 

population (Nalli et al., 2014). 

Anticardiolipin antibodies (ACL) are seen in the general 

population. Prevalencies 2 to 4% and they are usually low in titer 

and more common in the elderly. The strength of the association 

between aPL and thrombosis varies, depending on both the aPL 

tested and the populations studied. Titer and isotype are 

important: immunoglobulin Ig G ACL is more strongly 

associated with clinical events than IgM ACL, and the risk of 

thrombosis increases with higher titers. IgA ACL and low titers 

of IgG and IgM ACL are less frequently associated with 

complications (Godfrey and D’Cruze, 2000). 

A 


