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Introduction 1.

NTRoDuCTION

Viral hepatitis

Virus hepatitis is a common and serious infectious disease
caused by several viral agents and marked by necrosis, fatty
changes and lympho?ytic infiltration of the portal zone. The
spectrum of chronic inflammatory disease of the liver extends from
acute hepatitis to chronic hepatitis and finally to cirrhosis. The
same basic underlying liver histology is seen whatever the etiology

(Sbabid et al., 1995).

Viral hepatitis may result from the following viruses:
A. Hepatotropic viruses:
Liver is mainly affected but other organs may be involved; these

include hepatitis viruses A,B,C,D,E,F and G.

B. Non-hepatotropic viruses:

The liver is involved as a part of the disease. These include:
Epstein-Barr virus (EBV), Cytomegalovirus (CMV}), herpes simplex type
1, varicella zoster virus, measles, coxsackie-B viruses (Sbabid et al.,

1995).
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C. Exotic viruses:

These very dangerous newly identified and unusual viruses
have the liver as the primary target. They include Marburg, Lassa
and Ebola viruses. They are becoming increasingly important as man
encroaches into underdeveloped areas, as ecology changes and as a
source of infection to medical or laboratory staff dealing with patients
or their blood (Howard 1984). While these agents can cause
diagnostic confusion by producing sohic degree of liver inflammation
and dysfunction, they are not considered to be a primary cause of

acute or chronic hepatitis (Mc-Cormick et al., 19886).
A. Hepatotropic virus

I. Hepatitis A virus:

It accounts for 20-25% of clinical hepatitis in the developed
world, it is due to a small 27 nm cubically symmetrical RNA of
Picorna viridae family. It is single-stranded, transmitted faecally, self-
limited with no chronicity or liver cirrhosis (Feinstone, 1973). A
serum antibody (Anti-HAV) appears, as the stool becomes negative
for virus, reaches a maximum in several months and is detectable for
many years. IgG anti-HAV probably gives immunity from further
infection with hepatitis A (Glickson et al., 1992). The appearance of
serum 1gM anti-HAV is more helpful diagnostically and implies a

recent infection.
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This antibody persists for only 2-6 months (Mishu et al., 1990).
.The virus is not directly cytopathic and liver cell damage is not
caused by viral replication but by T-cell mediated immune

responses to infection (Batteguy et al., 1995).

li. Hepatitis B Virus:

This is one of the commonest and most widespread infections
of the human beings. It is classified as a DNA viruses of the family
Hepadna viridae (Lau and Wright, 1973). The virion of hepatitis B
consists of a surface and core. The core is formed ,g% hepatocyte
nucleus and contains a DNA polymerase. The surface particles are
made in the cytoplasm. The core contains a core antigen and
another antigen called e’ which is a protein subunit of the core. It
is parenterally trahsmitted disease that often becomes chronic

(Miller and Robinson 1986).

a. Serological diagnosis:

HBs Ag appears in the blood about six weeks after infection
and disappears by three months. Persistence for more than six
months implies a carrier state. Anti-HiBs appears late, some three
months after the onset and persists. Anti-HBs levels are rarely high
and 10-15% of patients with acute type B hepatitis never develop
the antibody. Anti-HBs accounts for recovery and immunity.

(Kaneko et al., 1990).
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b. Clinical course

The course may be anicteric. Tﬁe non-icteric case is more
liable to become chronic than the icteric one. Jaundice rarely
exceeds four weeks. Occasionally, a prolonged benign course is
marked by increased serum transaminase value for more than 100
days. Relapses are rare. Cholestatic hepatitis with prolonged deep

Jjaundice is unusual (Brechot et al., 1984).

c. Prevention

Hepatitis B imunoglobulin (HBIG) is a special hyperimmune
serum globulin with a high antibody titre. It is effective for passive
immunization against hepatitis B if given prophylactically or within
hours of infection. Hepatitis vaccine should always be given with
HBIG, particularly if the subject is at risk of re-infection (Seeff and

Koff 1984).

Ill. Hepatitis D virus:

This is a very small RNA virus of viroid family. It is
parenterally spread and affects only those with hepatitis B
infection. It is coated with HBsAg and is unable to replicate on its
own but is capable of infection when activated by the presence of

HBV. (Aragona et al., 1987).




