
Situation: 

T.W. is a 38-year-old man who has developed cirrhosis secondary to repeated, prolonged ETOH abuse (started drinking at age 14 years). He has most recently been hospitalized because of an upper GI bleed due to rupture of esophageal varices. In addition, he has developed ascites.


1.  T.W.’s skin and the sclera of his eyes has a yellowish cast. This jaundice is due to:

      a.  release of excessive amounts of bilirubin from red blood cells.
      b.  increased quantities of conjugated bilirubin.
      c.  excessive contraction of the sphincter of Oddi.
      d.  increased quantities of unconjugated bilirubin.

 2.  The development of esophageal varices in cirrhosis is related to:

      a.  hepatic fibrosis increasing resistance to portal circulation.
      b.  impairment of venous drainage from the thorax to the liver.
      c.  increased vascular volume due to hepatorenal failure.
      d.  pressure increases due to prolonged vomiting.

3.  Signs and symptoms of upper GI hemorrhage include:

      a.  rapid decrease in hematocrit.
      b.  confusion, disorientation, and coma.
      c.  hematemesis.
      d.  abdominal distention.

4.  Interventions that may decrease portal hypertension used in the treatment of
     esophageal varices include:

      a.  blood transfusions.
      b.  endoscopic sclerosis.
      c.  beta blockers or nitroglycerin.
      d.  balloon tamponade.


(see next page for question 5)



5.  T.W. has experienced profound hemorrhage from his ruptured esophageal varices.
     An additional pathologic feature of cirrhosis, which contributes to this problem is:

     a.  hypoalbuminemia.
     b.  impaired protein metabolism, which decreases production of clotting factors.
     c.  altered production of lipoproteins.
     d.  impaired glycogenesis and glycogenolysis.
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