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CASE REPORT
A 54-year-old male was admitted to the hospital with
a six-month history of intermittent abdominal pain.
The pain was diffuse, non-radiating and associated
with nausea, vomiting and constipation. His past med-
ical history was significant for only hypertension for
which he took atenolol and lisinopril. On physical
examination he had a low-grade fever of 99.2°F with a
blood pressure of 180/107. The pulmonary and cardio-
vascular exams were normal. His abdomen was mildly
distended and diffusely tender without rebound or
guarding. Bowel sounds were hypoactive and the rec-
tal exam revealed guaiac negative stool. The labora-
tory tests performed in the emergency department
revealed a leukocyte count of 13.6/mm3 with his elec-
trolytes, liver chemistries, amylase, and lipase being
within the normal ranges. Abdominal films revealed a
non-specific air-gas pattern without evidence of
obstruction. The patient was admitted to a floor bed

where he required morphine sulfate for pain control.
The following day a colonoscopy was performed
revealing only sigmoid diverticulosis. A CT scan of
the abdomen and pelvis was then done (Figures 1 and
2) and showed segmental small bowel wall thickening
with a rim of fluid around the liver. The patient’s pain
resolved by hospital day 3 and was therefore dis-
c h a rged home with the presumptive diagnosis of
enteritis. He returned to the GI clinic for his follow-up
appointment a few weeks later with similar recurrent
symptoms. Blood was obtained for serologic tests and
an intervention was performed during that visit. The
p a t i e n t ’s pain, nausea, vomiting and constipation
resolved within two days and has not recurred during
our six months of follow-up.

Question 1: What is the clinical diagnosis?
Question 2: What tests would you order if any?
Question 3: What is the appropriate therapy?
Question 4: What is the take home message?
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Figure 2. CT scan showing acites.
(Answers and DIscussion on page 56)

Figure 1. CT of the abdomen. Segmental bowel wall thick-
ening involving the jejunum and ileum.
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Answers:
1. Visceral angioedema 
2. Complement serologies 
3. Discontinuation of ACE-inhibitor
4. High index of suspicion for visceral angioedema in

this setting as many of these patients commonly
undergo an extensive, but negative evaluation.

DISCUSSION
Upon further questioning it was determined that the
p a t i e n t ’s symptoms started shortly after initiating
ACE-I therapy for refractory hypertension. His pre-
sentation of severe recurrent bouts of abdominal pain
with vomiting and constipation associated with a
leukocytosis and radiographic evidence of small bowel
thickening with ascites was classic for visceral
angioedema. Complement and C1-esterase levels were
normal. The therapeutic intervention performed was
discontinuing the ACE-I. His symptoms quickly
resolved and have not recurred to date.

The evaluation of a patient with chronic abdomi-
nal pain can be difficult given the broad differential
diagnosis. Iatrogenic causes such as the adverse effects
of medications must always be considered. Visceral
angioedema is a rare complication of angiotensin con-
verting enzyme inhibitor (ACE-1) use with less than
20 reported cases in the literature. ACE-inhibitors as a
group are widely used for the treatment of hyperten-
sion and congestive heart failure. Angioneurotic
edema manifested by swelling of the lips, tongue,
mouth, throat, face and respiratory tract is a well rec-
ognized side effect of ACE-I use occurring in 0.2% of
patients. It is therefore my suspicion that ACE-1
induced viscera angioedema is a grossly under-diag-
nosed entity.

Gastrointestinal complaints may be the presenting
feature of patients with angioedema secondary to
acquired, hereditary, or drug-induced forms. Acquired
angioedema has been associated with a variety of lym-
phoproliferative, neoplastic, and auto-immune disor-
ders. Hereditary angioedema is a result of dysfunc-
tional or deficient C1 esterase. ACE-inhibitors are the
most common cause of drug-related angioedema. The
exact mechanism by which ACE-1 cause angioedema
is unknown. There is unfortunately no confirmatory

test to make this diagnosis. It is therefore up to the
clinician to consider this entity of visceral angioedema
in patients on ACE-1 therapy with unexplained
abdominal pain. Withdrawal of the offending agent is
therapeutic and can save the patient from undergoing
expensive medical and surgical investigations. ■
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