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ABSTRACT

Background: Chronic liver diseases and cirrhosis have a 10-year mortality of 34-
66%. Acute variceal hemorrhage (AVH) secondary to cirrhosis is the most important
cause of mortality in cirrhosis. The prediction and evaluation of adequate hemostasis by
non-endoscopic methods are desired by treating physicians.

Objective: The aim of this study to asses the validity of both Baveno II/IIl and
Baveno IV criteria as well as to assess many other laboratory, endoscopic and
ultrasonographic variables as predictors of variceal haemorrage.

Methods: This study included 50 cirrhotic patients (27 males, 23 females, mean age
43.8 + 8 yrs) presented with their 1* attack of acute variceal bleeding. All patients were
treated with injection sclerotherapy. The patients were divided into two groups: group |
included 44 patients with successful treatment and group II which included only 6
patients with failed treatment. Full clinical examination was done for all these patients,
as well as biochemical investigations in the form of CBC, liver function tests, kidney
function tests and blood sugar level. Abdominal ultrasound and at least two upper GIT
endoscopies were done for every patient.

Results: Comparison between the two groups showed that the mean haemoglobin
and haematocrit as well as the number of blood units transfused correlate significantly
with the incidence of treatment failure with a P value of 0.02, 0.02 and 0.0001
respectively. On the other hand, there was no significant difference in the platelets count
or the coagulation profile between the two groups. We also found that the degree of
ascites and the portal vein diameter were directly related to treatment failure with a P
value of 0.04 and 0.02 respectively. In this study, the incidence of treatment failure was
rising with increasing the grade of varices. As regarding the Baveno criteria, the overall
accuracy of both Baveno II/IIl and Baveno IV criteria was nearly the same reaching
about 82% and 83% respectively.

Conclusion: There is no significant difference in accuracy between Baveno II/III and
Baveno IV criteria.
There are many variables like the mean haemoglobin and haematocrit, the number of
blood units transfused, the degree of ascites, the portal vein diameter, the site and the
grade of varices that can be taken as predictors of treatment failure in patients with
variceal bleeding.

Keywords: Liver cirrhosis-predictors-Baveno-outcome of variceal bleeding.
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INTRODUCTION AND AIM OF THE
WORK

Chronic liver diseases and cirrhosis are now being recognized as an important
cause of morbidity and mortality world-wide. Established cirrhosis has a 10-year
mortality of 34-66% (Burroughs et al., 2009). Cirrhosis and chronic liver disease
were the 10th leading cause of death for men and the 12th for women in the United

States in 2001, killing about 27,000 people each year (Anderson and Smith, 2003).

At least two-thirds of patients with liver cirrhosis develop oesophageal varices
during the course of their disease, and severe upper gastrointestinal (GI) bleeding is a
common complication of portal hypertension, affecting 30-40% of patients with

cirrhosis (Tacke et al., 2007).

Acute variceal hemorrhage (AVH) secondary to cirrhosis is to date the most
important cause of mortality in cirrhosis (Burroughs et al., 2009). Therefore, the
optimal management of variceal bleeding remains a great challenge to hepatologists,
gastroenterologists, endoscopists, interventional radiologists, and surgeons (Yu and

Zhao-shen, 2009).

The prediction and evaluation of adequate hemostasis by non-endoscopic
methods are desired by treating physicians and till now there is no simple noninvasive
method which accurately predicts esophageal variceal bleeding (Chitapanarux et al.,

2007)

Many criteria and definitions to evaluate failure to control and prevent variceal

bleed were developed in Baveno Consensus Workshops I —III (De Franchis, 2003).

9




Some of these criteria are rather difficult to apply and do not reflect adequately
the situation in clinical practice; therefore, new definitions and criteria were proposed

at Baveno-1V workshop in 2005 (Zuberi et al., 2007).

AIM OF THE WORK:

The aim of this study to asses the validity of both Baveno II/III and Baveno IV

criteria and to assess the accuracy of many other clinical, laboratory, endoscopic and

ultrasonographic variables as a good predictors of treatment failure among a group of

Egyptian patients presented with bleeding oesophageal varices.
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Chapter One

Portal circulation




PORTAL CIRCULATION

THE PORTAL SYSTEM OF VEINS :

The portal system includes all the veins which drain the blood from the abdominal

part of the digestive tube (with the exception of the lower part of the rectum) and from
the spleen, pancreas and gall bladder to the liver via the portal vein (figure 1). There, it
ramifies like an artery and ends in the capillary-like vessels (sinusoids), from which the
blood is conveyed to the inferior vena cava by the hepatic veins (through two sets of
capillaries). In the fetus; and for a short time after birth, valves can be demonstrated in
the tributaries of the portal vein, as a rule they soon atrophy and disappear, but in some
subjects they persist in a degenerate form (Gray, 1989).

The Portal vein: The right branch of the portal vein enters the right lobe of the liver, but

before doing so generally receives the cystic vein. The left branch, longer but of smaller
caliber than the right, crosses the left sagittal fossa, gives branches to the caudate lobe, and

then enters the left lobe of the liver. As it crosses the left sagittal fossa it is joined in front

by a fibrous cord, the ligamentum teres (obliterated umbilical vein), and is united to the

inferior vena cava by a second fibrous cord, the ligamentum venosum (obliterated ductus
venosus) (Fruechtc and Zwiebel, 1992).

Tributaries of the portal vein are :

Lienal.

Superior Mesenteric.

Coronary.

Pyloric.

Cystic.

Parumbilical.

The lienal vein(vein lienalis; splenic vein) commences by five or six large branches

which return the blood from the spleen. These unite to form a single vessel, which passes
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from left to right, grooving the upper and back part of the pancreas, below the lineal
artery, and ends behind the neck of the pancreas by uniting at a right angle with the

superior mesenteric to form the portal vein. It receives the short gastric veins, the left

gastroepiploic vein, the pancreatic veins, and the inferior mesenteric veins (Sherlock and

Doollcy 1997).

(Figure: 1) The portal vein and its tributaries.
(Henry Gray (1825-1861). Anatomy of the Human Body




The short gastric veins (gastricae breves), four or five in number, drain the fundus and

left part of the greater curvature of the stomach, and pass between the two layers of the
gastrolienal ligament to end in the lienal vein or in one of its large tributaries (Gardner,

1975).

The Left gastroepiploic vein (vein gastroepiploica sinistra): Receives branches from

the antero-superior and postero-inferior surfaces of the stomach and from the greater
omentum; it runs from right to left along the greater curvature of the stomach and ends

in the commencement of the lienal vein.

The Pancreatic _veins (veins pancreaticae): Consist of several small vessels, which

drain the body and tail of the pancreas, and open into the trunk of the lineal vein

(Warwick and Williams, 1989) .

The Inferior mesenteric vei: (vein mesenterica inferior) returns blood from the

rectum and the sigmoid, and descending parts of the colon. It begins in the rectum as the
superior hemorrhoidal vein, which has its originin the hemorrhoidal plexus, and through
this plexus communicates with the middle and inferior hemorrhoidal veins. The superior
hemorrhoidal vein leaves the lesser pelvis and crosses the left common iliac vessels with
the superior hemorrhoidal artery, and continues upward as the inferior mesenteric vein.
It then passes behind the body of the pancreas and opens into the lienal vein. Sometimes
it ends in the angle of union of the lienal and superior mesenteric veins. It receives the
sigmoid veins (from the sigmoid and iliac colon) and the left colic vein (from the

descending colon and left colic flexure) (Gray, 1989).




