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Cirrhosis

Alcoholic hepatitis
Congestive/restrictive heart failure
Massive hepatic

Fluminant hepatic failure
Budd-Chiari syndrome
Veno-occlusive disease

Portal vein occlusion

Acute fatty liver of pregnancy
Myxedema
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Nephrotic syndrome
Systemic lupus erythematosus
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Peritoneal carcinomatosis
Tuberculous peritonitis(without cirrhosis)
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