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INTRODUCTION:

The development of esophageal varices in patient with liver
cirrhosis is a common complication. The prevalence of esophageal
varices among these patients may range from 60 — 80 %. Variceal
bleeding occurs in 20 — 40 % of patients and the reported mortality
associated with episodes of variceal bleeding is 20 -35 %. (Jensen, 2002).
(Graham D, smith JI., 1981)

In 2005, the Baveno IV consensus stated that cirrhotic patients
with portal hypertension should have endoscopic screening for
esophageal varices at diagnosis. (De Franchi., 2005)

Patients with large esophageal varices or varices with red wale
sign are considered high risk esophageal varices (HREV) and they
should start primary prophylaxis for variceal bleeding. The use of beta
blockers or band ligation in patient with HREV can reduce incidence of
variceal bleeding in approximately 50%. (Cales et al., 1990)

Other authors have suggested that patient with small esophageal
varices without risk factors (red wale sign, child C) should repeat the
endoscopy at 1-2 year interval, at 2-3 years interval in patient without
varices and compensated cirrhosis and at 1 year in patients without
varices and decompensated cirrhosis to evaluate variceal progression.
(Damico et al., 1995). (Garcia et al., 2007)

So if a simple and noninvasive test is available, many low-risk
patients may reliably avoid endoscopy.

Many studies have shown that clinical, biochemical and
ultrasonographic parameter are associated with presence and grading
of esophageal varices.
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AIM OF THE WORK:

large-scale validation study of a simple, noninvasive test called
P2/MS based on complete blood counts, (platelet count)®/[monocyte
fraction (%) x segmented neutrophil fraction (%)].

Then compare it with other predictive tests for high risk
esophageal varices in cirrhotic patients such as the age-spleen platelet
ratio index, spleen-platelet ratio index, age-platelet index, aspartate
aminotransferase (AST)-platelet ratio index, AST-alanine
aminotransferase ratio and the formula by Berzigotti et al. (Lee et al., 2009).
(Kim et al., 2010)
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CHAPTER ONE

LIVER CIRRHOSIS
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DETFINITION:

Necrosis of liver cells followed by fibrosis and nodule formation.
The liver architecture is diffusely abnormal and this interferes with liver blood
flow and function. This derangement produces the clinical features of portal
hypertension and impaired liver cell function. ( Parveen K.,Michael C, 2005)

AETIOLOGY:

a) Chronic viral hepatitis (B or C)
b) Alcohol
c) Non-alcoholic fatty liver disease
d) Immune:
e Primary sclerosing cholangitis
e Autoimmune liver disease.
e) Biliary:
e Primary biliary cirrhosis
e Cystic fibrosis
f) Genetic:

Haemochromatosis

ai-antitrypsin deficiency

Wilson's disease

Galactosaemia

Glycogen storage disease

g) Vascular:
e Cardiac cirrhosis following right sided failure
e Budd-Chiari syndrome
e Veno-occlusive disease

h) Cryptogenic (unknown).

World-wide, the most common causes of cirrhosis are viral hepatitis and
prolonged excessive alcohol consumption. Prolonged biliary damage or
obstruction, as in primary biliary cirrhosis, sclerosing cholangitis and post-
surgical biliary strictures will also result in cirrhosis. Persistent blockage of the
venous return from the liver e.g. veno-occlusive disease and Budd-Chiari
syndrome will eventually result in liver cirrhosis. (Nicki et al., 2010). (Fauci et al.,
2008)

10



