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INTRODUCTION 

udd-Chiari syndrome (BCS) is a rare disorder defined as 

hepatic venous outflow obstruction at any level between 

the hepatic veins and the right atrium but generally implies 

thrombosis of the hepatic veins and/or the intrahepatic or 

suprahepatic inferior vena cava (IVC) (Zahn et al., 2010). 

 According to the etiology, BCS can be classified as 

primary (due to intrinsic intraluminal thrombosis or webs) or 

secondary (due to intraluminal invasion by a parasite or 

malignant tumor or extraluminal compression by an abscess, 

cyst or solid tumor) (Aydinli and Bayraktar, 2007). 

 Thrombosis is the major cause of hepatic vein 

obstruction. The combination of one or more thrombogenic 

disorders and a triggering factor is necessary for venous 

thrombosis, particularly hepatic vein thrombosis. Most patients 

with BCS have an underlying condition that predisposes to 

blood clotting. Obstruction is mainly caused by primary 

intravascular thrombosis. At least one hereditary or acquired 

hypercoagulable state could be identified in 75% of patients; 

more than one etiologic factor may play a role in 25% of 

patients (Denninger et al., 2000). 

 Disorders associated with BCS include the following: 

hematological disorders including polycythemia rubra vera, 

paroxysmal nocturnal hemoglobinuria, unspecified myelopro-

B 
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liferative disorder, antiphospholipid antibody syndrome, essential 

thrombocytosis, Inherited thrombotic condition (protein C 

deficiency, protein S deficiency, antithrombin III deficiency, 

factor V Leiden mutation), pregnancy, membranous webs, oral 

contraceptives, chronic infections, chronic inflammatory 

diseases, tumors, trauma,  in addition to the idiopathic cases  

(Murad et al., 2009). 

The clinical presentation is highly variable but may be 

categorized as acute and perhaps fulminant hepatic failure, 

subacute without evidence of cirrhosis or as chronic with 

evidence of portal hypertension and cirrhosis (Zahn et al., 

2010).  

Treatment strategy of BCS consists of the following 

graded approach; (1) anticoagulation, treatment of underlying 

condition, and symptomatic treatment for complications of 

portal hypertension in all patients with primary BCS; (2) active 

search for short-length venous stenoses amenable to 

angioplasty/stenting; (3) in patients not suited for, or unresponsive 

to angioplasty/stenting, insertion of a transjugular intrahepatic 

portosystemic stent shunt (TIPSS) should be considered; (4) 

and in patients unresponsive to TIPSS, liver transplantation 

should be considered (DeLeve et al., 2009). 

Despite the increasing use of TIPSS and the promising 

results with regard to technical success, the long-term efficacy 
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of TIPSS is limited by shunt stenosis or occlusion (Pomier-

Layrargues et al., 2012). 

 D-dimer is a fibrin degradation product, present as a 

small protein fragment in the blood after a blood clot is 

degraded by fibrinolysis. It is so named because it contains two 

cross-linked D fragments of the fibrinogen protein (Adam et 

al., 2009).  

Quantitative D-dimer assays have a comparably high 

sensitivity, but a lower specificity, resulting in a more confident 

exclusion of acute VTE, at the expense of more additional 

imaging testing (Legnani et al., 2010). 

The use of a quantitative D-dimer as a first-line test in 

the evaluation of patients with intermediate or low clinical 

probability of having PE is recommended. Appropriate use of 

the quantitative immunoturbidimetric D-dimer assay can have a 

substantial influence in reducing health care costs and, more 

important, reducing unnecessary radiation dose during imaging 

to patients (Gupta et al., 2009). 

When interpreted in conjunction with clinical risk 

assessment, measurement of D-dimer predicts risk of 

recurrence of VTE and a positive D-dimer, as well as a 

negative result, may influence management decisions regarding 

duration of anticoagulant therapy (Baglin et al., 2008). 
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AIM OF THE WORK 
 

o assess the level of quantitative D-dimer in patients 

with BCS having confirmed well established 

intravascular thrombosis and to identify the possibility of using 

it as a non invasive method in diagnosis of new thrombotic 

events (HVs, IVC, PV, DVT, PE or reocclusion of stents). 
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