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Section VII Diseases of the Liver and Biliary System
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FIGURE 43-1 Interrelationships among the complications of cirrhosis.

TABLE 43-3 CAUSES OF PORTAL HYPERTENSION
INCREASED RESISTANCE
TO FLOW
Presinusoidal
Extrahepatic
Portal or splenic vein occlusion
Intrahepatic
Schistosomiasis
Congenital hepatic fibrosis
Sarcoidosis
Sinusoidal
Cirrhosis (many causes)
Alcoholic hepatitis

Postsinusoidal
Extrahepatic
Budd-Chiari syndrome
Cardiac causes: constrictive
pericarditis
Intrahepatic
Veno-occlusive disease
INCREASED PORTAL
BLOOD FLOW
Splenomegaly not caused by liver
disease
Arterioportal fistula

rate of bleeding and may bleed with portal pressure gradients of
less than 12 mm Hg.

Clinical Presentation
Variceal bleeding usually manifests as painless hematemesis,
melena, or hematochezia, which typically leads to hemodynamic
compromise due to higher portal pressures. Bleeding is further
aggravated by impaired hepatic synthesis of coagulation factors
and thrombocytopenia from hypersplenism.

Treatment
The management of gastroesophageal varices includes prevention of initial bleeding (primary prophylaxis), treatment of acute
variceal hemorrhage, and prevention of rebleeding (secondary
prophylaxis) (Fig. 43-2). If varices are large, primary prophylaxis
is commonly undertaken with nonselective β-adrenergic receptor blocking (NSBB) agents such as propranolol and nadolol.
Carvedilol is a newer NSBB that may improve prevention of
initial variceal bleeding. Surveillance for varices using esophagogastroduodenoscopy is advocated on an annual basis in patients
with decompensated cirrhosis, every 1 to 2 years in those with
compensated cirrhosis, and every 2 to 3 years for cirrhotic
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• Early vasoactive drug therapy
(somatostatin analogues) 2–5 days
• Endoscopic evaluation and therapy
(within 12 hours)
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Secondary prophylaxis
• Nonselective β-blockers
(propranolol/nadolol)
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FIGURE 43-2 Prevention and treatment of variceal bleeding.

patients without varices. Periodic endoscopic band ligation
(EBL) is also effective if the patient has contraindications or
intolerance to β-blockers. Isosorbide mononitrate therapy should
not be used for prophylaxis because it has been shown to increase
adverse events.
When varices are present, 5% to 15% of patients experience an
initial episode of bleeding annually, and this episode carries a
significant mortality risk of 7% to 15% at 6 weeks. Management

