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Introduction

INTRODUCTION

Hepatitis C is the most common cause of chronic viral liver
disease in haemodialysis patients (Hinrichsen et al.,2002)
Hemodialysis (HD) patients have an increased risk of exposure
to hepatitis C virus (HCV). The relevance of HCV infection in HD
patients is due to the documented increased risk of death due to
chronic liver disease in these patients, particularly after kidney
transplantation (Nemati et al., 2009).

The natural course of hepatitis C in haemodialysis patients is
not well understood. It seems to differ from that in other HCV
patients (Simon et al., 1994). Liver function tests are close to or
near normal in many case (Guh et al.,1995) But the mortality of
HCV infected haemodialysis patients seems to be enhanced
compared with HCV negative haemodialysis patients in
preliminary studies (Stehman-Breen et al.,1998). Thus patients
with HCV on chronic haemodialysis are at increased risk of death,
which suggests that the focus should be directed more to
identification and prevention of hepatitis C infection in
haemodialysis patients.

The prevalence of HCV infection among HD patients varies
from country to country and from one center to another. The
reported prevalence of HCV infection among dialysis patients in

developed countries ranges from 3.6 to 20%; (Jadoul et al.,
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2004). it is much higher in developing countries (jaiswal et al.,
2002). The prevalence of anti-HCV among dialysis patients was
0.4% in the in the United Kingdom (2004), 8.4% in the United
States (2000), 43.9% in Saudi Arabia (2001), 30% in India (2002),
and 41% in Turkey (2001) (Tokars et al., 2002). In Egypt
according to the Egyptian renal registry the prevalence is 52.1 %
(Afifi 2009).

Several risk factors are suggested to be related to HCV
dissemination in HD centers. Repeated blood transfusions, shared
dialysis machines, surgery, nosocomial route and multi-dose drug
vials are the major suggested routes for spread of HCV infection
in HD unit (Nobakht Haghighi et al., 2001). Partial immu-
nosuppression found in HD patients, resulting in a poor antibody
response, may play a role in sensitizing them to acquire the
infection through uncommon ways.

The extensive use of recombinant erythropoietin to correct
renal anemia in haemodialysis patients resulted in a significant
reduction in blood transfusions. However, previous studies have
shown that de novo infections in single haemodialysis units may
still occur in the absence of other parenteral risk factors (Fabrizi
et al., 1998).

In recent years, HCV viraemia (HCV-RNA) has been
routinely detected by polymerase chain reaction (PCR) (Gretch
et al.,1995). In 1993, Bukh and colleagues were the first to
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describe the fact that HCV viraemia can occur without detection
of HCV antibodies. This has been confirmed by several authors in
small patient populations (Seeling et al.,1994). Most
epidemiological studies in haemodialysis patients have been
performed using serological testing of hepatitis C antibodies
only(Fabrizi et al., 1993). Several prevalence studies of hepatitis
C have been undertaken. There is a wide range in HCV antibody
positivity and HCV viraemia within the studies, ranging from 1%
up to 91%.
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AIM OF THE WORK

This work aims to study the prevalence of HCV antibodies among
haemodialysis patients in some dialysis hospitals in south cairo

(sector E) .

Also this work aims to predict the factors that share in increasing
the prevalence of this problem and to give the recommendations

for preventing transmission of HCV infection.
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Chapter1

Hepatitis C virus infection

Epidemiology of hepatitis C virus

The first demonstration that most cases of transfusion-associated
hepatitis were caused by neither hepatitis A virus (HAV) nor
hepatitis B virus (HBV) came in 1975.This new form of disease

was called non-A non-B hepatitis (Purcell., 1994 ).

In 1989 this virus was identified, cloned and named hepatitis C
virus (Houghton.,1996).

HCV is a major public health problem and a leading cause of
chronic liver disease (William., 2006). The mortality related to
HCV infection (death from liver failure or hepatocellular
carcinoma) will continue to increase over the next two decades
(Deuffic-Burban et al., 2007).

It has been estimated that there are over 170 million with HCV
infection worldwide , with an increasing incidence of new
infections  (3-4  million every year) (WHO.,2007).
In the U.S., the prevalence of HCV infection between the years
1999 and 2002 was 1.6%, equating to about 4.1 million persons
positive for antibody to hepatitis C, 80% of whom are estimated to

be viremic (Armstrong et al., 2006).
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Genetic structure of HCV

The viral genome is a single stranded RNA of approximately
9,600 nucleotides which has been classified as a separate genus,
designated hepacivirus, belonging to the Flaviviridae family.
There is a single open reading frame -containing two non coding
regions at the 5° and 3" ends- which encodes for a polyprotein
precursor of about 3000 amino acids, which is processed by viral
and cellular proteins to generate structural (core, E1, E2, p7) and
non structural (NS2, NS3, NS4 A+ B, NS5 A+B) polypeptides
(Mondell.i, 2003).
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Figure (1): Genetic structure of HCV (Lauer & Walker 2001).
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