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Mesenteric Ischemia: An unusual presentation of fistula between
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Abstract

Chronic mesenteric ischemia is an uncommon condition
associated with a high morbidity and mortality. We
reported a 36-year old women with postprandial abdominal
pain due to chronic mesenteric ischemia caused by a fistula
between superior mesenteric and common hepatic artery.
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INTRODUCTION

Chronic mesenteric ischemia (CMI) isan uncommon condition
associated with ahigh morbidity and mortality and the symptoms
may be nonspecific until late in the course of disease*?2.

The most common cause of CMI is atherosclerosis.
Involvement of the celiac, superior mesenteric, and inferior
mesenteric arteries at their originsis typical’®. We reported an
abnormal communication between the superior mesenteric
artery (SM1) and common hepatic artery (CHA) which caused
splanchnic hypoperfusion. To our knowledge, this entity has
not been reported previously in the literature.

CASE REPORT

The patient was a 36-year old woman who had complained of
severe postprandial abdominal pain and abdominal distention
for 9 mo. The pain was described as a severe, poorly localized
one radiating to the back. No fever, nause or vomiting,
hematochezia, or weight change was reported. She had no
history of previous trauma, abdominal surgery, hepatic or
pancreatic disease. Hematological and biochemical test results
on admission were asfollows: white blood cell count, 7 000/mm?
(normal, 4.0-10.0); hemoglobin, 13.4 g/dL (normal, 12.1-17.2);
platelets, 177 10%uL (normal, 150-400); total bilirubin, 0.36 mg/dL
(normal, 0.1-1.3); albumin, 4.6 g/dL (normal, 3.5-5.2); aspartate
aminotransferase, 29U/L (normd, 10-31); danineaminotransferase,
30 WL (normal, 10-31); amylase, 74 u/L. (normal, 0-90); lactate
dehydrogenase, 335 u/L (normal, 220-450).

On physical examination, pulserate was 84/min and arterial
blood pressurewas 110/70 mm Hg. Rectal examination revealed
no mass and the stool was hemoccult negative. Computerized

tomography of the abdomen, plain abdominal radiography and
upper endoscopy were normal. Abdominal ultrasonography
showed a dlightly enlarged liver with normal echo pattern and
communication between the common hepatic artery and
superior mesenteric artery (Figure 1). On Doppler ultrasound,
arterial flow was observed within this fistula (Figure 2). We
suspected CMI and consequently performed anjiography.
Celiac arteriogram reveal ed an abnormal fistulafrom the SMA
to the CHA and not any other arterial communications (Figure 3).

Figure 1 Sonogram showing a fistula (thin arrow) between
superior mesenteric artery (arrowhead) and common hepatic
artery (thick arrow).

Figure 3 Selective superior mesenteric artery angiography
showing a fistula between superior mesenteric artery and com-
mon hepatic artery.
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A small quantity diet with low fat content was adviced to
the patient who responded well to this measure and after one
month she was free of abdominal pain, and aso of abdominal
distension, hence we did not plan to perform surgery or
interventional radiology.

DISCUSSION

The major vascular supply of the bowel depends on the celiac,
superior mesenteric and inferior mesenteric arteries. The
superior mesenteric artery isthelargest of all the aortic branches
and carries over 10% of the cardiac output. Splanchnic
circulation was about 30% of the circulating blood volume*®.,

CMI is adisputatious diagnostic problem. Most patients
do not develop ischemic symptoms because of the abundant
collateral circulation of theseintestines. Usualy at |east two of
the three mesenteric arteries must be significantly stenotic
before symptoms devel oped!®.

Cladgically, postprandial abdomind pain, known as*intestinal
angina’, was almost invariably the principal symptom. Other
less consistent symptomsincluded bloating, flatulance, nause,
and variable changes in bowel habit!?89, Superior mesenteric
artery blood flow increased after ingestion of mealswith ahigh
fat content’®. Our patient reported significant crampy abdominal
pain after heavy meal, meanwhile consuming small and low fat
meal did not cause pain. The pathophysiological mechanismin
this case was an arterial abnormality which was an abnormal
communication between SM1 and CHA.. Under such acondition
blood perfusion became impaired. A higher blood pressurein
SMA could force flow towards CHA. Blood flow might be
sufficient to sustain resting metabolic needs, but after a heavy
mesl, however, splanchnic blood flow did not increase because
of this steal phenomenon.

A diagnosis of vasculogenic mesenteric ischemiawas made
on the basis of the clinical history and dupplex ultrasonography
findings. Other causes of abdominal pain were excluded. Large
majority of cases of colonic ischemiawere dueto non-occlusive
diseases’®, Other less common causes of CM| were vasculitis,
SLE, sick cell disease, hypercoagulable states, medications
(estrojen, danazol, vazopressin, gold, psychotropic drugs), and
cocaine abuse™Y,

Clinical presentations of the patient might depend on the
size and amount of blood flow through the fistula, ranging
from asymptomatic casesto overt intestinal ischemia

We suggested nutritional measures aiming at avoiding large
meals and reduction of long-chain fat content.

In apatient with an unexplaniable chronic abdominal pain,
after exclusion of common reasons, vascular abnormalities must
be suspected. Like in our case, there might be other abnormal
vascular communications, thus even in ayoung patient vascular
examinations might be necessary.
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