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Introduction

Introduction

Anticardiolipin  autoantibodies are strongly associated
with recurrent spontaneous abortions, thrombocytopenia, and
thrombotic events including deep venous thrombosis with or
without pulmonary embolism, portal or hepatic vein thrombosis,
and large vessel artenial occlusions (Mackwerth - Young et al;
1989).

The combination of persistantly positive antiphospholipid
test results with any of these clinical manifestations is known as
the antiphospholipid antibody syndrome. This syndrome which
can be part of the clinical spectrum of systemic lupus
ervthematosus, can also occur in patients with connective tissue
diseases. and for these cases the term primary antiphospholipid
syndrome has been suggested (Harris et al; 1987).

Anticardiolipin autoantibodies have been detected ina
variety of infectious diseases, particularly of viral origin, such
as human 1mmuno-deficiency virus infection, mumps and
hepatitis A. However there is only few data concerning the
prevalence. of anticardiolipin autoantibodies in hepatitis C virus
infection, which is a process associated with the presence of
serum autoantibodies, such as, antinuclear, antimitochondrial,
anti-smooth muscle, and liver- kidnev microsomal antibodies
(McNeil et al; 1991and Prieto et al; 1996).

Although thrombosis is rare in liver cirrhosis, portal vein
thrombosis may occur in up to fifth of patients with liver
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Introduction

cirthosis and the pathogenesis of it is not known (Viela et al;
1994).

Aim Of The Work

Evaluation of the prevalence of anticardiolipin
autoantibodies in chronic HCV infection and its relation to
portal vein thrombosis.
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~ Hepatitis Viruses

So far. the hepattis A B.C.D and E viruses and. most
recently. the hepatiis GB viruses A.B. and C. The latter also
termed hepatitis G (HGV), have been identified. and there will
be others. Heparitis F has been tentatively raserved for a non- A
o E wvirus  associated with fulminant hepatitis (Dusheiko,
1996},

one way o group the hepatitis viruses 15 by their route of
ransnussion. An enteral. i e foeco-oral route of transmission 13
charactenstic for the. non-emveloped. hepatts A and E viruses.
The hepatitis A virus (HAV) 15 a picorna virus of 27 nm and
hepatitis E virus (HEV). an RNA virus of similar size (27-30
nm). which 1s closely related to the caleivirus familv. Both of
these viruses can cause acute hepatitis. m the case of HEV
mfection of praymant women even fatal hepautis. but are never
associated  with o chromie  hepauntis and  bver  cirrhosis

{Krawczynske: 1993).

Parenteral transmirred viruses are the hepantis B.C and D
viruses and the group  of recently identified GB viruses. They
are enveloped viruses and thetr lipid envelop. preciude the
passage of viable virus from the liver through the biliary svstem
te the mtestinal tract which prevent foeco-cral transmission
(Lemon and Thomas, 1997). With the exception of hepatitis D
virus  (HDV), which depends on the envelop proteins of the
hepatitis B virus (HBV to maintain its life cvele. this group
consists of the mamn agents responsible for blood transfusion-
associated hepanutis. Although thev are all capable of inducing
acute as well as chronic hepatitis. and hepatecellular
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carcimoma, their molecular and biological characterisitcs differ
considerably.

HBYV is classified as a hepadnavirus, it is 42 nmn double
shelled DNA virus.

HDV is a very small 36 nm RNA particles, it is not able
to replicate on its own, but is capable of infection when
activated by the presence of HBV.

HCV is a single stranded RNA virus, 50-60 nm size and
is related to the group of together and flavivindae (Choo, et al;
1989).

The newly identified hepatitis GB viruses A,B,and C
(HGBV-A , HGBV-B, and HGBV-C) are RNA viruses, placed
in the flaviviridae family, as they show less than 25% sequence
homology with HCV and other members of this family. HGBV-
A and HGBV -B are probably tamarin viruses and HGBV-A
and HGBV-B are probably tamarin viruses and HGBV-Cisa
human one (Leary et al; 1996). Another recently identified
agent, hepatitis G virus (HGV), was cloned from a patient with
community acquired chronic hepatitis whose plasma had
transmitted hepatitis to tamarin monkeys. Sequence of HGBV-
C and HGV are more than 95% homologus, that is why they
are considered to be closely related isolates of the same virus
(Linnen et al; 1996)
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