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ABSTRACT
Superior mesenteric artery syndrome (SMAS) is a rare condition, also known as Wilkie's syndrome, cast syndrome and arteriomesenteric duodenal 
compression. We report a case of  26 years old male patient admitted for head trauma and bedridden with recent weight loss who developed SMAS.
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INTRODUCTION
Superior mesenteric artery syndrome (SMAS) is a rare condition, also 
known as Wilkie's syndrome, cast syndrome and arterio mesenteric 
duodenal compression. It is caused by compression of the third portion 
of the duodenum between aorta and superior mesenteric artery (SMA). 
A reduced space and angle  between aorta and SMA causes a duodenal 
compression resulting in high intestinal obstruction. Most frequently it 
occurs in young patients who have had a significant  weight loss. 
Surgeries for spinal deformities as well as high insertion of the 
ligament of Treitz are other potential causes for the occurrence
of SMA syndrome. Loss of retroperitoneal fatty tissue as a result of this 
variety of conditions is believed to be the etiologic factor causing the 
acute angulation. Symptoms vary from postprandial nausea and 
bilious vomiting to abdominal pain as well as weight loss and
can occur acutely or chronically. The severity of the symptoms largely 
depends on the degree of the compression as reflected by the 

[1]aortomesenteric angle. We report a case of  26 years old male patient 
admitted for head trauma and bedridden with recent weight loss who 
developed SMAS. 

CASE REPORT
A 26-year-old male patient admitted in high dependency unit of our 
hospital with alleged history of road traffic accident in which he 
sustained head injury (pneumocephalus with subdural hematoma) 
with bilateral maxillary fractures. Patient remained bedridden for 30 
days. On forty fifth day of admission, patient developed bilious 
vomiting and epigastric discomfort not tolerating oral feeds. Over the 
due course of hospital stay patient had a weight loss of approximately 
10 kilograms. Laboratory results were unremarkable. Ryles tube was 
placed and there was an output of more than 2 litres per day for 2 days. 
Abdominal X-ray showed distension of the stomach with air fluid 
level. Contrast enhanced Abdominal CT-scan showed dilated stomach, 
first and second portion of the duodenum. The third part of duodenum 
appeared compressed between the aorta and SMA due to a small aorto-
mesenteric distance of 6mm and aorto-mesenteric angle of 14 degree.

Figure 1 CECT abdomen

The diagnosis of SMA syndrome was made supported by radiological 
evidence. Patient was prepared for surgery and exploratory 
laparotomy with loop duodenojejunostomy ,in which a loop of 
jejunum around 15cm distal to the ligament of treitz  brought in a 
retrocolic fashion is anastomosed with third part of duodenum was 
performed. The postoperative period was uneventful. The patient was 
discharged on the seventh postoperative day. At the follow-up visit at 1 
month and 3 months the patient had complete resolution of his 
preoperative symptoms.

DISCUSSION
SMA syndrome was first described by Rokitansky in 1842. The 
pathogenic mechanism, as described by Wilkie in 1927, involves a 
small aorto-mesenteric space and extrinsic compression of the third 
portion of the duodenum between the SMA and the aorta. It is rare 

[2] .condition with prevalence between 0.013 % and 0.3 percent  
Etiological factors can be either a congenital or an acquired anatomic 
abnormality or, more commonly, a debilitating condition causing 
severe weight loss. Congenital etiologies include abnormally low 
insertion of the SMA or high insertion of the angle of Treitz dislocating 
the duodenum to a cranial position. Acquired anatomic abnormalities 
can occur following corrective spinal surgery such as scoliosis surgery 

[3]by a relative lengthening of the spine , spinal trauma, and after 
abdominal surgery such as total proctocolectomy and ileal J-pouch 
anal anastomosis due to tension and caudal pull of the small bowel 

[4]mesentery .  Severe weight loss, as in our patient, leading to a 
depletion of the fatty cushion around the SMA is a major cause of SMA 

[5]syndrome. Catabolic states like burns , eating disorders such as 
[6]anorexia nervosa , or wasting conditions such as neoplastic diseases 

and malabsorptive states are the most commonly reported reasons of 
[7]drastic weight loss .A massive and rapid reduction in the thickness of 

adipose tissue of the aorto- mesenteric space normally  helps to keep  
the aortomesenteric angle open and protects the duodenum of the 

[8,9]vascular compression . A Wambre-Nicolas et al. demonstrated that 
[10]Aortomesenteric angle's width is related to the body mass index .

In our patient the etiology of SMAS may be related to rapid weight loss 
with low BMI. There are two non-specific clinical forms: The most 
common form (90%) is made of chronic intermittent epigastric pain, 
nocturnal bilious vomiting worsening in supine position and 
improving by the left lateral or the seated positions. The second form, 
such as our case, is a rare form made of a severe bowel obstruction 

[11].which can be life-threatening  The diagnosis is confirmed by 
contrast enhanced CT abdomen, which shows a gastroduodenal 
expansion to the third duodenal portion. The Arteriographic criteria 
include a significantly decreased aorto-SMA angle of 6° to 25° 
(normal-45°) and a shortened aortomesenteric distance of 2 to 8 mm 

[12](normal-10 to 20 mm) , which is the case in our observation. 
Traditionally treatment has consisted of conservative measures such as 
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gastric decompression, parenteral nutrition and/or post-pyloric 
[13]feeding when possible, followed by oral diet as tolerated Posturing .

manoeuvres during meals and motility agents may be helpful in some 
patients. No time limit has yet been defined for the medical treatment. 

[14]Surgery may be considered if conservative treatment fails . 
Duodenojejunostomy is the operation of choice to relieve the 

[14]obstruction, with a success rate up to 90% Another less invasive .
surgical option, known as Strong's procedure, involves lysis of the 
ligament of Treitz with mobilization of the duodenum; major 
advantage of this procedure is avoidance of anastomosis but, this 

[7]operation had a failure rate of 25% . Gastrojejunostomy, a previously 
reported surgical treatment, has been abandoned because of increased 
postoperative complications like blind loop syndrome and recurrence 
of symptoms due to non-decompression of the duodenum.

CONCLUSION
SMAS is a rare clinical condition that is clinically a diagnosis of 
exclusion. Especially in patients with severe weight loss and 
symptoms of high intestinal obstruction SMAS should be considered 
as a differential. Conservative management may be sufficient in some 
cases but the surgical treatment of choice is duodenojejunostomy.
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