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DESCRIPTION
Cirrhosis is a chronic and progressive liver disease
characterized by widespread fibrosis, nodular regeneration
and distortion of the normal hepatic architecture. It
represents the final common pathway of many chronic liver
injuries, including viral hepatitis, alcohol related liver disease,
nonalcoholic fatty liver disease, autoimmune hepatitis and
cholestatic disorders. Cirrhosis is associated with significant
morbidity and mortality worldwide due to its complications,
including portal hypertension, liver failure, hepatic
encephalopathy and hepatocellular carcinoma. Understanding
the mechanisms, clinical manifestations, diagnostic
approaches and management strategies is essential to
improve outcomes and quality of life for affected patients.

The pathophysiology of cirrhosis involves chronic
hepatocellular injury, activation of hepatic stellate cells and
excessive extracellular matrix deposition. Repeated injury
from toxins, viral replication, metabolic stress, or immune
mediated damage triggers an inflammatory response that
recruits immune cells and stimulates fibrogenesis. Hepatic
stellate cells, when activated, differentiate into myofibroblast
like cells that produce collagen and other matrix proteins,
leading to progressive fibrosis. Over time, the fibrotic tissue
replaces normal liver parenchyma, disrupting the hepatic
microarchitecture, sinusoidal blood flow and regenerative
capacity. This architectural distortion contributes to increased
intrahepatic vascular resistance, portal hypertension and
impaired liver function.

Cirrhosis often remains asymptomatic in its early stages,
making early detection challenging. When symptoms develop,
they may include fatigue, weakness, anorexia, weight loss and
mild right upper quadrant discomfort. As disease progresses,
signs of liver dysfunction and portal hypertension become

evident. Portal hypertension leads to the formation of
esophageal and gastric varices, splenomegaly, ascites and
hepatic encephalopathy. Ascites, the accumulation of fluid in
the peritoneal cavity, results from increased hydrostatic
pressure in the portal system, hypoalbuminemia and
activation of renal sodium retaining mechanisms. Hepatic
encephalopathy occurs due to impaired detoxification of gut
derived neurotoxins, primarily ammonia, leading to cognitive
dysfunction ranging from subtle confusion to coma.

Laboratory evaluation in cirrhosis often reveals abnormalities
in liver function tests, including elevated bilirubin, reduced
albumin, prolonged prothrombin time and elevated alkaline
phosphatase and gamma glutamyl transferase.
Thrombocytopenia may result from splenic sequestration due
to portal hypertension. Imaging studies such as ultrasound,
computed tomography and magnetic resonance imaging can
demonstrate nodular liver surface, altered echotexture and
signs of portal hypertension, including varices and
splenomegaly. Elastography techniques provide non-invasive
assessment of liver stiffness and fibrosis severity, aiding in
early detection and monitoring of disease progression.

Cirrhosis carries a high risk of complications, which are the
major determinants of morbidity and mortality. Variceal
bleeding is a life threatening event requiring urgent
endoscopic or pharmacologic intervention. Spontaneous
bacterial peritonitis can complicate ascites and precipitate
sepsis. Hepatorenal syndrome represents functional renal
failure due to severe vasoconstriction of renal vessels in the
setting of advanced cirrhosis and portal hypertension. Chronic
liver injury also increases the risk of hepatocellular carcinoma,
highlighting the importance of regular surveillance in high risk
patients.

Management of cirrhosis requires a multifaceted approach
addressing the underlying cause, preventing complications
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and supporting liver function. Etiology specific interventions, 
such as antiviral therapy for hepatitis B or C, abstinence from 
alcohol, weight loss and metabolic control for nonalcoholic 
fatty liver disease and immunosuppressive therapy for 
autoimmune hepatitis, are essential to halt or slow disease 
progression. Portal hypertension is managed with 
nonselective beta blockers, endoscopic variceal ligation and in 
selected cases, transjugular intrahepatic portosystemic shunt 
procedures. Ascites management includes dietary sodium 
restriction, diuretics and large volume paracentesis when 
necessary. Hepatic encephalopathy is treated with lactulose, 
rifaximin and correction of precipitating factors. Liver 
transplantation remains the definitive treatment for patients 
with decompensated cirrhosis or those with complications 
refractory to medical management.

Lifestyle interventions and regular monitoring play a vital role 
in patient care. Vaccination against hepatitis A and B, 
avoidance of hepatotoxic drugs and nutritional support can 
reduce additional liver injury and improve outcomes. Patients
 

require education regarding early recognition of 
complications, adherence to treatment and the importance of 
follow up. Multidisciplinary care involving hepatologists, 
nutritionists, psychologists and transplant specialists ensures 
comprehensive management and improves survival and 
quality of life.

In conclusion, cirrhosis is a progressive liver disease resulting 
from chronic injury and fibrosis, leading to significant 
disruption of hepatic architecture and function. Its 
complications, including portal hypertension, ascites, hepatic 
encephalopathy and hepatocellular carcinoma, contribute to 
high morbidity and mortality. Early recognition, management 
of the underlying cause, prevention and treatment of 
complications and multidisciplinary care are essential to 
improve patient outcomes. Continued research into the 
molecular mechanisms of fibrogenesis, non-invasive 
diagnostic tools and novel therapeutic strategies holds 
promise for more effective interventions and better prognosis 
in patients with cirrhosis.
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