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PART 14
Disorders of the Gastrointestinal System

The approach to patients once they have had a variceal bleed is
first to treat the acute bleed, which can be life-threatening, and then
to prevent further bleeding. Prevention of further bleeding is usually
accomplished with repeated variceal band ligation until varices are
obliterated. Treatment of acute bleeding requires both fluid and
blood-product replacement as well as prevention of subsequent
bleeding with EVL.
The medical management of acute variceal hemorrhage includes
the use of vasoconstricting agents, usually somatostatin or octreotide. Vasopressin was used in the past but is no longer commonly used. Balloon tamponade (Sengstaken-Blakemore tube or
Minnesota tube) can be used in patients who cannot get endoscopic
therapy immediately or who need stabilization prior to endoscopic
therapy. Control of bleeding can be achieved in the vast majority
of cases; however, bleeding recurs in the majority of patients if
definitive endoscopic therapy has not been instituted. Octreotide,
a direct splanchnic vasoconstrictor, is given at dosages of 50–100
µg/h by continuous infusion. Endoscopic intervention is used as
first-line treatment to control bleeding acutely. Some endoscopists
will use variceal injection therapy (sclerotherapy) as initial therapy,
particularly when bleeding is vigorous. Variceal band ligation is
used to control acute bleeding in over 90% of cases and should
be repeated until obliteration of all varices is accomplished. When
esophageal varices extend into the proximal stomach, band ligation
is less successful. In these situations, when bleeding continues from
gastric varices, consideration for a transjugular intrahepatic portosystemic shunt (TIPS) should be made. This technique creates a
portosystemic shunt by a percutaneous approach using an expandable metal stent, which is advanced under angiographic guidance
to the hepatic veins and then through the substance of the liver to
create a direct portocaval shunt. This offers an alternative to surgery
for acute decompression of portal hypertension. Encephalopathy
can occur in as many as 20% of patients after TIPS and is particularly
problematic in elderly patients and in patients with preexisting
encephalopathy. TIPS should be reserved for individuals who fail
endoscopic or medical management or who are poor surgical risks.
TIPS can sometimes be used as a bridge to transplantation. Surgical
esophageal transsection is a procedure that is rarely used and generally is associated with a poor outcome.
PREVENTION OF RECURRENT BLEEDING (Fig. 365-3)
Once patients have had an acute bleed and have been managed
successfully, attention should be paid to preventing recurrent
bleeding. This usually requires repeated variceal band ligation until
varices are obliterated. Beta blockade may be of adjunctive benefit
in patients who are having recurrent variceal band ligation; however, once varices have been obliterated, the need for beta blockade
is lessened. Despite successful variceal obliteration, many patients
will still have portal hypertensive gastropathy from which bleeding
can occur. Nonselective beta blockade may be helpful to prevent
further bleeding from portal hypertensive gastropathy once varices
have been obliterated.
Portosystemic shunt surgery is less commonly performed with
the advent of TIPS; nonetheless, this procedure should be considered for patients with good hepatic synthetic function who could
benefit by having portal decompressive surgery.
SPLENOMEGALY AND HYPERSPLENISM
Congestive splenomegaly is common in patients with portal hypertension. Clinical features include the presence of an enlarged spleen on
physical examination and the development of thrombocytopenia and
leukopenia in patients who have cirrhosis. Some patients will have
fairly significant left-sided and left upper quadrant abdominal pain
related to an enlarged and engorged spleen. Splenomegaly itself usually
requires no specific treatment, although splenectomy can be successfully performed under very special circumstances.
Hypersplenism with the development of thrombocytopenia is a
common feature of patients with cirrhosis and is usually the first indication of portal hypertension.
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Figure 365-3 Management of recurrent variceal hemorrhage.
This algorithm describes an approach to management of patients
who have recurrent bleeding from esophageal varices. Initial therapy
is generally with endoscopic therapy often supplemented by pharmacologic therapy. With control of bleeding, a decision needs to be
made as to whether patients should go on to a surgical shunt or TIPS
(if they are Child’s class A) and be considered for transplant, or if they
should have TIPS and be considered for transplant (if they are Child’s
class B or C). TIPS, transjugular intrahepatic portosystemic shunt.
ASCITES
Definition Ascites is the accumulation of fluid within the peritoneal
cavity. Overwhelmingly, the most common cause of ascites is portal
hypertension related to cirrhosis; however, clinicians should remember that malignant or infectious causes of ascites can be present as
well, and careful differentiation of these other causes are obviously
important for patient care.
Pathogenesis The presence of portal hypertension contributes to the
development of ascites in patients who have cirrhosis (Fig. 365-4).
There is an increase in intrahepatic resistance, causing increased
portal pressure, but there is also vasodilation of the splanchnic arterial system, which, in turn, results in an increase in portal venous
inflow. Both of these abnormalities result in increased production
of splanchnic lymph. Vasodilating factors such as nitric oxide
are responsible for the vasodilatory effect. These hemodynamic
changes result in sodium retention by causing activation of the
renin-angiotensin-aldosterone system with the development of
hyperaldosteronism. The renal effects of increased aldosterone
leading to sodium retention also contribute to the development of
ascites. Sodium retention causes fluid accumulation and expansion
of the extracellular fluid volume, which results in the formation of
peripheral edema and ascites. Sodium retention is the consequence
of a homeostatic response caused by underfilling of the arterial
circulation secondary to arterial vasodilation in the splanchnic
vascular bed. Because the retained fluid is constantly leaking out of
the intravascular compartment into the peritoneal cavity, the sensation of vascular filling is not achieved, and the process continues.
Hypoalbuminemia and reduced plasma oncotic pressure also contribute to the loss of fluid from the vascular compartment into the
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