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Introduction &
Nim of the Work



INTRODUCTION

Patients with liver cirthosis exhibit circulatory derange-
ment characterized by peripheral vasodilatation mainly in the
splanchnic  bed, tendency towards hypotension, ncreased
cardiac output and hyperdynamic circulation.

This peripheral vasodilatation is clinically important, as it
is thought to be responsibie for the pathogenesis of complica-
tions that may be encoimtered in these patients such as
ascites and hepatorenal syndrome |Michielsen and
Pelckmans, 1994].

The precise mechanisms of these hemodynamic disorders
have not yet been clearly elucidated. Excessive production of
vasodilators, such as prostacycha, bradykinin, substance P,
and atrial natriuretic peptide has been proposed , but there is
ne clear evidence to show that vasodilators are involved
[Bosch et al., 1988].

Vallance and Moncada [1991] hypothesized that nitric
oxide (NO), origimally discovered as an endothelinm derived
relaxing factor, may be a causative factor in hemodynamic
disorders in patients with liver cirrhosis.

High concentration of «circulating endotoxins are
frequently found in patiemts with cirrthosis who have no
clinical evidence of infection {Lumsden et al., 1988].

Thus, the endotoxemia of liver ciithosis may induce nitric
oxide synthase directly in blood vessels or indirectly through




eytokines, including interleukin -1, tumor necrosis factor,
bradykinine, histamine and thrombin [Ignarro, I1989|,
leading to increased synthesis and release of milric oxide that
may account for the hemodynamic abnormalities [Tilg et al.,
1992].

Aim of the work

The aum of this work is to determine nitric oxide output i
exhaled air n children with liver cirrhosis and to examine the
correlation between systemic hemodynamics and nitric oxide
production in these patients.




