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ABBREVIATIONS

: Hepatic Encephalopathy.

: Portal — Systemic Encephalopothy.
: Central Nervous System.

: Gamma - amine butyric acid.
: Cerebrospinal fluid.

: Electroencephalogram.

: Visually evoked potentials.

: Computed tomography.

: Magnitic resonance imagiﬁg.
: Zinc,

: Copper.

: Hon

: Manganese.

: Magnesium.

: Manual Dexterity test.

: Number Connection test.

: Line tracing test.
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INTRODUCTION

Egypt is considered a region with high rate of morbidity of

chronic liver diseases in which hepatic encephalopathy is

considered one of it’s significant complications (El-Zayadi et al.,
1992).

In schistosomal hepatic infestation 70% of cases develop
periportal fibrosis and 30% develope genuine hepatic cirrhosis
(Kock 1990). From the whole of these cases, neuropsychiatric
manifestations were found to be present in as many as 70% of

them, which is a very high incidence (Eisenburg, 1996).

A relationship between hepatic disorder and neuropsychiatric
symptoms has long been speculated, in which a reduétion in
function‘ing liver cell mass and/or diversion of portal blood passing
the liver via portal-systemic collaterals, are the two important
ingredients which predispose to the disturbance in cerebral

function, but the precise mechanisins involved are not known
(Eddliston 1994),

Liver detoxication makes the ekogenOus substances harmless
for the body. With such an important role, the liver protects all the
organs of the body. When liver is malfunctioning, toxic metabolites
injurious to the brain may be produced like ammonia and
manganese, two substances that are normally removed by the
hepatobiliary route and that in liver failure accumulate in the brain

producing symptoms (Ananth et al., 1994 and Hazell 1999).

Hepatic encephalopathy represents a group of neuro-
psychological signs and symptoms accompanying advanced,

decompensated liver disease (Scharschmidt.1996).
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Disorders of cerebral function, such ds lack of concentration,
impaired ability to think logically, loss of comprehension,
impairment of space perception and recognition of numbers and
letters cén be very reliably detected by simple psychometric tests
(Eisenburg 1996). Other psychiatric symptoms such as irritability
and low threshold to anger, depression, deteriorating academic and
work performance, cognitive impairment, psychosis and /or anxiety
were encountered in clinical hepatic encephalopathy (HE) (R.Al-
Jamal et al., 1998).

Trace elements such as zinc, copper, iron, manganese and
_ magnesium can have profound biological effects in liver diseases,
\/ there functions are catalytic in nature i.e. that they act as direct
activators of certain enzymes, or indirectly as essential components

of vitamins or hormones. (Loomba et al 1995)

Neuropsychiatric signs of zinc deficiency including irritability,

emotional disorder, tremors and occasional cerébellar ataxia occur

—- in patients with (HE) can be improved with the disease by

correcting the zinc deficiency that compromises conversion of
ammonia to urea (Elewa, 1990).

Patients with Wilson’s disease have an impaired ability of the
liver to excrete copper into the bile and this condition is
characterized clinically by progressive cerebral damage involving
particularly basal ganglia (Loomba. et. at 1995).

The severity of multi-organ failure in fulminant hepatic failure
involves free radical damage caused by the presence of circulating

iron, catalytic for free radical reactions (Evans et al 1994)..
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There are many symptoms that are conmimon with manganese

deficiency e.g. skeletal abnormalities and postural defects (atax1c),_ -

othetrs are present due to its toxicity like chromc manganese ‘

poisoning characterized by severe psychiatric and neurolog1cal

disorders clinically similar to Parkinson’s disease (Barron. 1994).

Low values for serum magnesmm have been reported in portal -

cirrhosis and ep11epsy (Flmk 1980)




