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Introduction 

Progressive Liver cirrhosis (LC) is a late stage of 

Fibrosis characterized by distortion of the architecture and 

Formation of regenerative nodules and different degrees of 

Liver function impairment; these patients are prone to a 

variety of complications reducing life expectancy markedly 

(Figueiredo et al., 2012).  

Decompensated end-stage liver disease (ESLD), acute 

on top chronic liver failure, and acute liver failure (ALF) are 

critical situations, which lead to hepatic encephalopathy and 

multiple organ failure (MOF). These critical situations may 

require admission and end-organ support in an intensive care 

unit (ICU) ( Martini et al., 2012). 

 Decompensated cirrhosis has a poor prognosis with a 

6-year survival of only 21%.The liver's position at the apex 

of multiple synthetic, detoxifying, metabolic, immunological 

and hormonal processes predisposes to a number of 

complications. The most important of these are 

immunoparesis, renal failure and neurological dysfunction. 

Further liver injury often ensues in the context of an 

exaggerated systemic inflammatory response, due to 

alterations in visceral perfusion, impaired microvascular 

integrity and dysregulated hepatic cellular mediators 

(Antoniades et al., 2006). 

 The goals of treatment of cirrhotic patients are to 

prevent further deterioration in liver function, reverse 

precipitating factors, and support failing organs. Liver 

transplantation is required in selected patients to improve 

survival and quality of life (Aspesi et al., 2002). 
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Aim of the Essay 
 

The aim of essay is to discuss Liver Cirrhosis (LC) 

from the point of view of the pathophysiological alterations 

present in LC patients, including cardiovascular, renal, 

coagulopathic, sepsis, pulmonary and encephalopathic which 

make their admission to an intensive care unit (ICU) more 

probable and how to deal with these problems. 
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Anatomy and Physiology of Liver 

  The liver is the body’s second largest organ; only the 

skin is larger and heavier. The liver performs many essential 

functions related to digestion, metabolism, immunity, and the 

storage of nutrients within the body. These functions make the 

liver a vital organ without which the tissues of the body would 

quickly die from lack of energy and nutrients. The liver has an 

incredible capacity for regeneration of dead or damaged 

tissues; it is capable of growing as quickly as a cancerous 

tumor to restore its normal size and function (Size can double 

in as little as three to four weeks through a process that is very 

similar to the embryonic stage of liver development (Martini et 

al., 2012). 

Anatomy of the Liver 

Gross Anatomy 

The liver is a roughly triangular organ that extends 

across the entire abdominal cavity just inferior to the 

diaphragm. Most of the liver’s mass is located on the right side 

of the body where it descends inferiorly toward the 

right kidney. The liver is made of very soft, pinkish-brown 

tissues encapsulated by a connective tissue capsule. This 

capsule is further covered and reinforced by the peritoneum of 

the abdominal cavity, which protects the liver and holds it in 

place within the abdomen (Martini et al., 2012). Fig.(1) 

http://www.innerbody.com/image_urinov/dige05-new.html
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Fig.(1): Position of the liver (Martini et al., 2012). 

The peritoneum connects the liver in 4 locations: the 

coronary ligament, the left and right triangular ligaments, and 

the falciform ligament. These connections are not true 

ligaments in the anatomical sense; rather, they are condensed 

regions of peritoneal membrane that support the liver. 

 The wide coronary ligament connects the central superior 

portion of the liver to the diaphragm. 

 Located on the lateral borders of the left and right lobes, 

respectively, the left and right triangular ligaments connect 

the superior ends of the liver to the diaphragm. 

 The falciform ligament runs inferiorly from the 

diaphragm across the anterior edge of the liver to its 

inferior border. At the inferior end of the liver, the 

falciform ligament forms the round ligament 

(ligamentum teres) of the liver and connects the liver to 

the umbilicus. The round ligament is a remnant of the 
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umbilical vein that carries blood into the body during 

fetal development (Timmons et al., 2012). 

 

Fig.(2): Ligaments of the liver (Timmons et al., 2012). 

The liver consists of 4 distinct lobes-the left, right, 

caudate, and quadrate lobes. 

 The left and right lobes are the largest lobes and 

are separated by the falciform ligament. The right 

lobe is about 5 to 6 times larger than the tapered 

left lobe. 

 The small caudate lobe extends from the posterior 

side of the right lobe and wraps around the 

inferior vena cava. 

 The small quadrate lobe is inferior to the caudate 

lobe and extends from the posterior side of the 

right lobe and wraps around the gallbladder.  

 (Tallitsch et al., 2012). 
  

http://www.innerbody.com/image_dige07/dige52.html
http://www.innerbody.com/image_dige07/dige52.html
http://www.innerbody.com/image_dige07/dige55.html
http://www.innerbody.com/image_dige07/dige56.html
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Fig.(3): Lobes of the liver (Tallitsch et al., 2012). 

 

Bile Ducts 

  The tubes that carry bile through the liver 

and gallbladder are known as bile ducts and form a branched 

structure known as the biliary tree. Bile produced by liver cells 

drains into microscopic canals known as bile canaliculi. The 

countless bile canaliculi join together into many larger bile 

ducts found throughout the liver. These bile ducts next join to 

form the larger left and right hepatic ducts, which carry bile 

from the left and right lobes of the liver. Those two hepatic 

ducts join to form the common hepatic duct that drains all bile 

away from the liver. The common hepatic duct finally joins 

with the cystic duct from the gallbladder to form the common 

bile duct, carrying bile to the duodenum of the small intestine. 

Most of the bile produced by the liver is pushed back up the 

cystic duct by peristalsis to arrive in the gallbladder for 

storage, until it is needed for digestion (Tallitsch et al., 2012). 

http://www.innerbody.com/image_digeov/dige04-new.html
http://www.innerbody.com/anatomy/digestive/hepatic-ducts
http://www.innerbody.com/image_dige02/dige20.html
http://www.innerbody.com/image_dige02/dige20.html

