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of the underlying liver functional failure, its other
complications and other concomitant diseases. The
primary objective of HE treatment 1is, other than

correcting and improving the fundamental impairment, to



normalize the patient's mental status'®!. The mental
status includes 3 components -- the state of
consciousness, intellectual function and perscnality
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The successful treatment of HE, like wvirtually

all other disorders, is based on an understanding of the



pathophysiclogy that wunderlies the condition. Several
hypotheses of the pathogenesis of HE have been
proposed'®®. The validity of none has been definitely
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Since 1982"%, evidence has been accumulating
which indicates that benzodiazepine (Bz) ligands with
agonist properties may contribute to the pathogenesis of
HE by potentiating the neuroinhibitory action of gamma-

aminobutyric acid (GABA)™". Moreover, the improvement
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remainl controversial to be resolved.

This clinical study is designed to evaluate the

effectiveness of flumazenil in the treatment of HE.
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