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: Introduction

INTRODUCTION

Hepatitis C is a form of slowly progressive, silent and often
asymptomatic hepatocellular damage. Transaminases are useful markers
for measuring such damage in most cases, but not in mild cases as their
activities lag bghind changes in hepatocellular inlegrity because of their
relatively ioag half life. {Law er af 1993)

Moreover transaminases are located in periportal hepatocytes s0
their activities do not increase in mild liver damage, Thus was the need
to get a better and more accurate markerthan transaminases, alsa due to
the wide fluciuation of their actlwty and the presence of significant
histological changes in patlants with normal concentration of

hJ_ j‘ﬂ*'.'-h '
transaminases. { Tiainen ef-;zzf 1994)

Glutathione S-transferases (GST, EC 2.5.1.18) are a family of
enzymes that catalyze the conjugation of glutathione with toxic
hydrophobic molecules . o plutathione $-transferasc {ov GST} the basic
human class of the enzyme also referred to as ligandin has a molecular
weight of 50 KD, short half life of < 90 min. and present in high
concentration in the cytosol of both periportal and centrilobular

hepatocytes. {Hiley ef al 1938}

o Glutathione™ S-transferase is uniformly distributed in hepatic
tissue |, thus elevated in both centrilobular and periportal liver damage |
while ALT is elevated mainly with periportal damage. In addition -
o glutathione S-transferase has a shorter half life, low M.W, and high

cytosolic concentration, so it is rapidly detected following hepatocellular
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damage. Due to these properties o glutathione S-transferasel will
previde more accurate and early measure of hepatocellular damage.
{Nelson et al 1995}

AN enzyme imnmunoassay has becn recently developed, and

« GST has been proposed as a better and more sensitive ndex of

hepatocellular injury thau rransaminases. { Hay et of 1995)

—_—

The importance of o GST was proved in several clinieal settings
such as halothane hepatotoxicity | birth asphyxia, autoimmune chronic
hepatitis and paracetamol poisoning. Further more it was reported that
@ GS5T in combination with ALT may improve the biochemical
assessment of hepatocellular damage in chronic hepatitis C patients.

{ Vauhourdolle et af 1995
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3 Introduction

AIM OF THE WORK

The aim of our study is to evaluate Alpha glutathione S-tranferase
(«—GST) as a marker of hepatocellular damage in chronic hepatitis C
patients and compare it 10 )the healthy-eontrol-group-to-assess-theclinical .

lmpertance- of e-G5Tin-monitoring-the-disease-activity-in -these patients.

o dher Ly, lenchram bewls nam &4?
ALTZ pAST



