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Abstract

Chronic liver diseases and cirrhosis are now being recognized as an important
cause of morbidity and mortality world-wide Our goal was to assess the effect of
variceal eradication either by endoscopic band ligation or injection sclerotherapy on
platelet count.

We found that Platelet count showed significant elevation in the third month
compared to the initial reading in control group on B-blocker, while Platelet count
showed no significance all over the 3 months period of follow up in group I & I1.

Also follow up after one and Three months showed significant increase in portal
vein diameter in group I (patients undergone band ligation), but in group II (patients
undergone injection sclerotherapy) there was significant decrease in portal vein
diameter. While in Control groups no significant decrease. Follow up after one and
Three months showed increase in splenic size in all patients, we compared within
each group, there were significant increase in spleen size within patients of group II

(patients undergone injection sclerotherapy).
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INTRODUCTION




Cirrhosis, which can be the final stage of any chronic liver disease, is a diffuse process
characterized by fibrosis and conversion of normal architecture to structurally abnormal
nodules. These “regenerative” nodules lack normal lobular organization and are
surrounded by fibrous tissue. The process involves the whole liver and is essentially
irreversible. Although cirrhosis is histologically an “all or nothing” diagnosis, clinically it
can be classified by its status as compensated or decompensated. Decompensated cirrhosis
is defined by the presence of ascites, variceal bleeding, encephalopathy, or jaundice, which
are complications that result from the main consequences of cirrhosis: portal hypertension,
and liver insufficiency. Established cirrhosis has a 10-year mortality of 34-66%
(Burroughs AK, et al., 2009).

At least two-thirds of patients with liver cirrhosis develop esophageal varices during
the course of their disease, and severe upper gastrointestinal (Gl)bleeding is a common
complication of portal hypertension, affecting 30-40% of patients with cirrhosis (Tacke F,
et al., 2007).

Thrombocytopenia (platelet count <150,000/uL) is a common complication in patients
with chronic liver disease (CLD), reported in as many as 76% of cirrhotic patients
(Giannini EG, 2006), The clinical significance of mild thrombocytopenia (>75,000/puL—
<150,000/uL) is minimal and usually does not interfere with treatment or management
decisions. Moderate thrombocytopenia (50,000/uL—75,000/uL) is observed in
approximately 13% of cirrhotic patients. Severe thrombocytopenia (<50,000/uL) can be
associated with significant morbidity. Severe thrombocytopenia requiring platelet
transfusions occurs in 1% of patients. Severe thrombocytopenia can significantly increase
the risk of bleeding. Cerebral hemorrhage or hemorrhage from gastrointestinal (GI)

sources is rare but can be fatal (Thomopoulos KC., et al., 2003), While mild to moderate

thrombocytopenia rarely leads to spontaneous bleeding during invasive procedures

including liver biopsy (Madhotra R., et al., 2002), and liver transplantation.




AlM OF THE WORK

The Aim of the current study is to assess the effect of variceal eradication either by
injection sclerotherapy or band ligation on platelet count among a group of Egyptian

cirrhotic patients presenting with bleeding oesophageal varices.
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Chapter 1

ANATOMY AND PYSIOLOGY
OF THE LIVER




ANATOMY AND PHYSIOLOGY OF THE LIVER

NORMAL PORTAL CIRCULATION

The portal venous system carries capillary blood from the esophagus, stomach, small

and large intestine, pancreas, gallbladder, and spleen to the liver. The portal vein is formed
by the confluence of the splenic vein and the superior mesenteric vein behind the neck of
the pancreas (Kumar S, et al., 2001), the inferior mesenteric vein usually drains into the
splenic vein. The left gastric vein, also called the left coronary vein, usually drains into the

portal vein at the confluence of the splenic vein and superior mesenteric vein (Fig.1).
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Figure 1: Anatomy of portal circulation




The portal vein is approximately 7.5 cm in length and runs dorsal to the hepatic artery
and bile duct into the hilum of the liver. The uppermost 5 cm of the portal vein does not
receive any tributaries (Douglas BE, et al., 1950), in the hilum of the liver, the portal vein
divides into the left and right portal vein branches, which supply the left and right sides of
the liver, respectively. The umbilical vein drains into the left portal vein. The cystic vein
from the gallbladder drains into the right portal vein, whereas the portal venules drain into
hepatic sinusoids that, in turn, are drained by the hepatic veins into the inferior vena cava.
The left and middle hepatic veins usually join and drain into the inferior vena cava
separately but adjacent to the confluence of the right hepatic vein with the inferior vena
cava. The caudate lobe drains separately into the inferior vena cava.

The circulatory system of the normal liver is a high-compliance, low-resistance system
that is able to accommodate a large blood volume, as occurs after a meal, without
substantially increasing portal pressure. The liver receives a dual blood supply from the

portal vein and the hepatic artery that constitutes nearly 30% of total cardiac output. Portal

venous blood derived from the mesenteric venous circulation constitutes approximately

75% of total hepatic blood flow, whereas the remainder of blood to the liver is derived
from the hepatic artery, which provides highly oxygenated blood directly from the celiac
trunk of the aorta. Portal vein—derived and hepatic artery—derived blood flow converge in
high-compliance, specialized vascular channels termed hepatic sinusoids. A dynamic and
compensatory interplay occurs between hepatic blood flow derived from the portal vein
and that from the hepatic artery, Specifically, when portal venous blood flow to the liver is
diminished, as occurs in portal vein thrombosis, arterial inflow increases in an attempt to
maintain total hepatic blood flow at a constant level. Similarly, after hepatic artery
occlusion, portal venous inflow increases in a compensatory manner. This autoregulatory
mechanism, aimed at maintaining total hepatic blood flow at a constant level, is termed the

hepatic arterial buffer response.




