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There are several kinds of antiphospholipid antibodies. The 

two most commonly measured kinds are lupus anticoagulant (LA) 

and anticardiolipin antibody (ACL).Lupus anticoagulant and 

anticardiolipin antibody are closely related, but are not the same 

antibody. This means that a person can have one and not the other 

(Gharavi et al., 1990). 

For example, in various studies, 8% to 65 % of people with 

lupus have the lupus anticoagulant, and 25% to 61 % have 

anticardiolipin antibody. These antibodies can also be found in 

people who do not have lupus (Gharavi et al., 1990).  

There are other antiphospholipid antibodies, but they are not 

routinely measured. These include anti-beta 2 glycoprotein I, anti-

prothrombin, the "false-positive" test for syphilis (Gharavi et al., 

1990). 

The World Health Organization has declared hepatitis C a 

global health problem, with approximately 3% of the world’s 

population (roughly 170-200 million people) infected with HCV. In 

the US, approximately 3 million people are chronically infected, 

many of whom are still undiagnosed. In Egypt the situation is quite 

worse, as The national prevalence rate of HCV antibody positivity 

has been estimated to be between 10-13% in 2002 and contains the 

highest prevalence of HCV in the world (Mohamed , 2004). 



Introduction      
 

 
3 

 

Recently, the estimated prevalence rate in Egypt is about 15% 

(EMH, 2007) 

The mechanisms whereby HCV circumvents immune response 

and establishes persistent infection are currently undefined. It is well 

known that the specific immune response to any viral infection is 

primed by macrophages and dendritic cells that present viral proteins 

to B cells, helper T cells, and cytotoxic T cells. Progression to 

persistent infection and the immunologic mechanisms of liver injury 

are the consequence of complicated interactions between the virus 

and host. Identification of immunologic correlates of viral clearance 

may contribute to the development of an effective vaccine and better 

therapy for HCV infection. (Guidotti, 1999). 
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Aim of the Work: 

In the present study we aim to investigate the prevalence and 

clinical significance of antiphospholipid antibodies in chronic 

hepatitis C infection and their relationship with the disease 

progression. 
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