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INTRODUCTION

Although the liver is particularly exposed to drugs and their
metabolites, hepatic side-effects of antibiotics are far less
frequent than other adverse effects such as gastrointestinal
disorders or cutaneous reactions. However, the potential severity
of hepatic side-effects for some drugs is stressed.

Antibiotic related liver injuries cover most of the clinical and
pathological expressions of hepatic dysfunction including :
cytotoxic  hepatitis (isoniazid), intrahepatic  cholestasis
(macrolides, penicillins, clavulanic acid), mixed hepatitis
(sulphonamides), chronic active hepatitis (nitrofurantoin), or
microvesicular steatosis (tetracycline) (Yin et al.,2006).

In most cases, toxicity is idiosyncratic (i.e. reactions
occurring only in some susceptible individuals). The mechanisms
underlying toxicity may be primarily metabolite-dependent
(isoniazid), hypersensitivity-mediated ([3-lactams) or result from
both processes (sulphonamides, erythromycin derivatives)
(Koklu et al .,2004).

In some cases, the liver is not the primary target organ for
toxicity but appears to mediate the clinical expression of some
adverse effects induced by antibiotics. The most significant
examples of this are:

1. Hypoprothrombinaemia due to the inhibition of hepatic y-
carboxylation of vitamin K-dependent clotting factors by
sulphydryl group-containing cephalosporins.

2. Inhibition of bilirubin conjugation or transport by
rifampicin or fusidic acid may also be viewed as hepatic
side-effects of antibiotics (Lee., 1995).

Ascertaining the causal relationship of a given drug to a
hepatic adverse effect may prove to be particularly difficult,
because of the potential contribution of host status and



concurrent medications. Diagnosis is based mainly on
circumstantial evidence, i.e. the temporal relationship between
drug administration (or withdrawal) and the time-course of liver
dysfunction.

THE AIM OF THIS STUDY

Due to high prevalence of liver disease in Egypt & the
associated infectious problems frequently encountered in liver
disease patients requiring the usage of different groups of
antibiotics, we aimed in this study to discuss the adverse effects
of antibiotics, their specific effects on liver, the proper choice of
antibiotics & their restrictions in patients with chronic liver
disease. In our study ,we will compare between three groups of
antibiotics  commonly in  use (namely penicillins,
cephalosporins, quinolones) and their different short term
impact upon chronic liver disease.



PATIENTS AND METHODS

Our study will include 60 patients both attending Ain Shams
university hospitals outpatient clinics and inpatients.
Our patients will be divided into four groups:

First Group: includes 15 patients with chronic liver disease
receiving penicillins.

Second Group: includes 15 patients with chronic liver disease
receiving cephalosporins.

Third Group: includes 15 patients with chronic liver disease
receiving quinolones.

Fourth group: include 15 patients with chronic liver disease
receiving no antibiotics.

All patients in our study will be subjected to:

1. Full history taking
2. Complete physical examination
3. Lab investigations including:

a. Liver function tests (total and direct bilirubin,serum
albumin, ALT,AST,ALP,GGT,PT) before antibiotics
intake and one week after starting antibiotics

b. Kidney function tests (BUN, creatinine, sodium,
potassium)

c. Complete blood count
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