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INTRODUCTION & AIM OF THE WORK

Viral hepatitis is a major public health problem in all parts of
the world specially m tropical “and subtropical arveas{Gusf and Crowe,

1986).

Viral hepatitis is caused by infection by one of several viruses
whiéh produce varying degrees of hepatic inflammation and necrosis
(Weisiger, 1989). At least five different types of hepatic viruses can cause
hepatitis = A, B.CD, and E m addition to less COMMON VITUSES
cytomegalovirus, Ebstien Barr virus and  herpes simplex virus (Knauer

and Cichael, 1993)

Hepatitis B 1sa parenterally fransmitted disease that often becomes
chronic . Hepatitis D 1s parenterally spread and affects only those with
hepatitis B infection | . Hepatitis Cisa parenterally sps;oad disease with a
high chronicity rate . There will undoubtedly be otllér members of the

hepatitis alphabet ( Sherlock and Dooley, 1993).

The parenterally transmitted B,C.D and G viruses can progress nto
chronic infection, cirrhosts or hepatoceliular carcinoma “HCC” (Kabil et

al., 1991).

~

Chronic viral hepatitis «is defined as chronic inflammatory reaction
in . the liver continuing without improvement for at least six months
. i .

(Scheuer, 1933).

Chronic hepatitis B is not usuatlly preceded by recognizable acute

o ) ~o . .
attack of hepatitis B, howeverin some, the acute episode progress directly



"

into chronicity , in others. although apparent as an acute illness chronic

hepatitis already exist ( Sherlock and Dooley, 1993).

Nowadays hepatitis C 1s_much more important problem in Egypt
than hepatitis 3. Hepatitis B 1s on ‘the  way out with better hygiene ,
vaceines , all B 1s ’gomg but C is coming . Tile carrier rate of HCV n
Egypt is increasing.’ The patients has about é 60% chance to develop

chronic disease ( Sherlock and Dooley, 1993) .

Cytokines are polypeptides that possess a wide spectrum of
inflammatory , metabolic , haematopoietic and immunologic regulatory

properties ( Arai et al., 1990) .

Interleukin-8 (IL-8) and  granulocyte- macrophage colony
stimulating factor ( GM -CSF) are important mediators of inflammation

and immune response in human disease ( Al - Wabil et al,, 1995).

Our aim in this study is to"d&termine whether 11.-8 and GM-CSF are
elevated in patients with chronic hepatitis B and C viral infection and

their importance in pathophysiological processes in these patients .






VIR AL HEPATITIS

ealth significance all over the

It is a disease of major public h
world not only in ferms of.over all morbidity but also in terms of

eCONOIMIC CONSEqUences (Mc Quil(m ,etal. . 1989)

Viral hepatitis caused by a wide range of hepatotropic viruses
ng hey natms A virus (HAV), hepatitis B virus { (HBV), hepatitis C

includi
ta) virus (HDV), hepatitis E virus (HEV),

~ virus (HCV), hepatitis D (del
(Chopra et al., 1994 )l

A virus (HAV) : Spread by the faccal -oral route

Hepatitis
ity and no progression

causing <elf limiting acute disease with low mortal

to chronic disease (Forbes and Williams 1990)
Heipatitis B virus (HBV): Transmitted parenterally and by other
ic hepatitis,, cirrhosis and

1987 )

non-faecal-oral routes, associated with chron

eventually hepatocellular carcinoma ( Papaevangeloa

Hepatitis C virus (HCV): Traﬁsmitted parenterally and by other

also associated with chronic liver disease and

non-faecal-oral - routes
hton et aL,‘ 1991 ) .

hepatocellular carcinoma ( Houg

Hepatitis D ( Delta) Vlrus(HDV) Supermfects patients with
HBV infection since it requires HBV for its own replication . It may
fead to ‘exaferbation of Thepatitis . A patient 1S rarely infected with
HBV and HDV at the same time ( Co- infection ) ( Monjardino and

1

saldarho , 1990) .



