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An 85 year old female with past medical history of atrial 
fibrillation on apixaban, an anticoagulant medication, 
hypertension, type 2 diabetes, and triple-negative breast cancer, 
presented to the Emergency Department with postprandial nausea 
and vomiting. She had also been seen several weeks earlier for 
similar symptoms, and had a computerized tomography (CT) with 
contrast of the abdomen and pelvis that showed occlusion of the 
proximal Superior Mesenteric Artery (SMA) with reconstitution 
distally via collaterals from the celiac artery. Percutaneous access 
of the SMA was attempted in the angiography suite, but a wire 
could not traverse the chronically occluded segment. It was 
decided at this time that further intervention would not be 
efficacious, given the fact that the patient had adequate 
collateral blood flow. 
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Computed tomography angiography (CTA) of the abdomen with 
contrast (Figure 1) showed short segment stenosis at the origin of 
the celiac artery resulting in approximately 50% stenosis (blue 
arrow). There was occlusion of the proximal SMA secondary to 
marked calcific calcific atherosclerosis at its origin (red arrow). 

3D reconstruction of previous CT scan demonstrates extensive 
celiac artery to SMA branches providing collateral blood flow 
(Figure 2). 
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Chronic mesenteric ischemia (CMI) is typically defined as significant stenosis 
in 2 out of 3 main mesenteric vessels. This results in symptoms such as food 
fear, which manifests as left upper quadrant (LUQ) pain after eating. The 
most common region for this etiology is Griffith’s Point at the splenic flexure, 
which is a watershed area of the Superior Mesenteric Artery (SMA) and 
Inferior Mesenteric Artery (IMA). 

The branches of the SMA are typically the inferior pancreaticoduodenal 
artery, intestinal arteries, ileocolic artery, right colic artery, and middle colic 
artery. Classically, the middle colic of the SMA can combine with the left 
colic branch of the IMA to form a collateral pathway known as the Arc of 
Riolan. 

Collaterals can also be present between the celiac artery and SMA. The 
gastroduodenal artery (GDA) of the celiac axis can anastomose with branches 
of the inferior pancreaticoduodenal artery. The dorsal pancreatic artery 
(DPA), usually a branch off the splenic artery, can anastomose with the 
anterior and posterior pancreaticoduodenal arcades through a collateral 
pathway known as “Kirk's arcade”. In approximately 1-4% of the population, 
an additional collateral pathway known as the Arc of Buhler is present, 
representing a persistent embryonic anastomosis resulting in an independent 
connection between the celiac artery and SMA. 

Atherosclerosis is usually the etiology of most chronic mesenteric disease, 
although other causes include vasculitis and dissections. Catheter-based 
angiography is the gold standard in the diagnosis of CMI, although it is 
typically performed only after obtaining detailed clinical history or 
non-invasive imaging strongly suggesting this disease process.

Overall, chronic mesenteric ischemia (CMI) is not common due to available 
collateral circulation. However, if the diagnosis is missed, the risk of acute 
mesenteric ischemia and possible mortality becomes high. 
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