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ABSTRACT

Dunbar syndrome (DS) is a rare condition, predominantly in females. It arises due to the
compression of the celiac trunk and celiac plexus by the fibrous attachments of the median
arcuate ligament of the diaphragm. DS mimics many common gastrointestinal disorders due
to the postprandial nature of symptoms and is technically a diagnosis of exclusion, confirmed
by various imaging modalities. The goal of treatment is decompression of the celiac trunk,
and surgery is either the mainstay of therapy, along with adjuvant interventional procedures
like percutaneous transluminal angioplasty and stenting. In this review article, we revisit DS to
enhance awareness among healthcare providers and discuss this disorder in terms of its historical
background, epidemiology, etiopathogenesis, clinical presentation, diagnosis, and management.

Key words: Dunbar syndrome, median arcuate ligament syndrome, celiac artery compression
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INTRODUCTION

Dunbar syndrome (DS) (synonyms: median arcuate ligament (MAL) syndrome; celiac
artery (CA) compression syndrome; celiac axis syndrome) is a rare anatomoclinical entity
characterized by vague symptoms. Most of the time, this condition is underestimated,
resulting in delayed diagnosis and a significant reduction in quality of life (QOL) for
patients. [1] The available literature is still limited, and hence many aspects of
etiopathogenesis and management are still not fully clear. The syndrome is generally
believed to result from compression of the celiac axis by the MAL. [2] Since imaging
modalities are frequently utilized for diagnostic purposesin common abdominal disorders,
greater numbers have been documented, and newer treatment strategies have been
explored in recent years. [3] It is in this backdrop that this article has been compiled to
review the historical background, epidemiology, etiopathogenesis, diagnostic evaluation,
and treatment of DS and thereby increase awareness about this rare disorder.

METHODS

"o

A search of PubMed was conducted using the key terms “Dunbar syndrome,” “median
arcuate ligament syndrome,” and “celiac artery compression syndrome.” No time frame
was defined, but the literature from 2014 to 2024 was preferred to analyze the recent
trends in evaluation and treatment.

Historical background

In 1917, Lipshutz [4] was the first researcher to describe DS. Based on 62 cadaveric
dissections, he postulated that the diaphragmatic crura may occasionally overlap the
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celiac trunk’s origin. George [5] conducted 38 cadaveric
dissections and found that the diaphragm overlapped the
CA in eight of the cases. He noted that in these situations,
the diaphragm's constrictive action resulted in a decrease in
the diameter of the celiac trunk at its origin. A 57-year-old
man’s postprandial epigastric pain was relieved by surgical
decompression of the CA, according to a 1963 report by
Harjola. [6]

In 1965, Dunbar et al. [7] made history when they showed, by
angiography, that the celiac trunk was compressed in a cohort
of 15 patients who experienced postprandial stomach pain
and weight loss. After the diaphragm’s MAL was sectioned to
surgically release the constricted CA, 12 (80%) of the cases
had their clinical symptoms resolved. Subsequently, numerous
additional writers concurred with Dunbar et al. and linked SA
compression to the MAL.

Epidemiology

With an incidence of two cases per 100,000 people, DS is
considered a rare disorder. Females with thin habitus in their
third to fifth decade of life are most affected, with a 4:1 female-
to-male ratio. [8] Besides gender, the literature also mentions
smoking, hypertension, hyperlipidemia, malnourishment, and
a history of previous abdominal surgery as risk factors. [9]

The increased use of multiplanar contrast-enhanced imaging
technologies for the assessment of abdominal disorders is
responsible for the rise in the number of cases reported in
the literature in recent years. [9,10] There have been reports
of a 10% to 24% incidence of radiographic compression
of the celiac axis in certain groups; [11] however, only a
small percentage of patients experience symptomatic CA
compression.

Etiopathogenesis

The exact etiology and pathophysiology of DS have not been
fully elucidated. The two medial borders of the diaphragmatic

crura are joined by MAL, which is a fibrous band, often located
at the anterior and superior aspects of the CA, close to the
level of the 12th thoracic or 1st lumbar vertebra. Similarly, CA
generally arises from the abdominal aorta, usually between
the 11th thoracic and the 1st lumbar vertebra. [12]

This ligament can potentially create external compression of
the CA (Figure 1), if congenitally: [12,13]

1. Theoorticorigin of the CAis an abnormally cephalad,
or

2. The insertion of the MAL is abnormally caudad, due
to severe lumbar lordosis or accelerated growth.

The compression of the CA by the MAL is believed to cause
intermittent visceral ischemia. During the expiration phase of
breathing, the diaphragm moves upwards, thereby stretching
the crura, which in turn worsens the degree of compression
of CA. [14,15] However, this explanation alone may not
completely explain the condition and the clinical features
because:

a) Thereisusually arich collateral network of mesenteric
vessels between the CA and the superior mesenteric
artery (SMA). [16,17]

b) The anatomic compression of the CA by MLA is
also seen in asymptomatic patients. Park et al.
[18] performed a CA angiogram in 400 cases of
hepatic tumors planned for chemoembolization
and incidentally found that 7.3% of the cases
had significant celiac stenosis (>50% stenosis; >a
10-mmHg pressure gradient), though they were
asymptomatic.

Hence, several other pathophysiological mechanisms have
been suggested, and a multifactorial genesis for the disease
is preferred. [2,19] The factors include:

a) Overstimulation of the underlying celiac ganglion
and altered neural control, resulting in abnormal

—LGA
MAL
CCA
SA

Figure 1: Schematic diagram comparing the relationship of the median arcuate ligament (MAL) and celiac artery (CA). (A) Normal
anatomical relationship. (B) Abnormal anatomy with compression of the CA by the MAL. [Image credits: Sajod Ahmad Salati - Author]
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gastric electrical rhythm and delayed gastric
emptying. [20,21]

b) Histological changes in the CA, such as hyperplasia
of the intima, proliferation of elastic fibers in the
media, and disorganization of the adventitia. [20]

c) Constriction of the celiac trunk as a ligature or in
an annular manner by an abnormally dense and
fibrosed celiac ganglion. [22]

Role of lumbar lordosis: Sahm et al., [3] after a study of 18
patients (12 female, 6 male) aged between 15 and 65 years,
suggested that an exaggerated lumbar lordosis triggers the
development of a DS. This mechanism also tends to explain
the co-existence of other vascular compression disorders,
predominantly nutcracker syndrome, in patients with DS. In
contrast, a kyphotic posture of the lumbar spine decreases
the traction of the MAL towards the coeliac trunk and thereby
tends to relieve its compression. The mechanics of the lumbar
spine explain the relief of the postprandial pain attacks that
most patients achieve by adopting a crouching embryonic
position.

Role of genetic factors: Numerous published case reports
imply that the responsible anatomic linkages of DS could
be inherited genetically. Bech et al., [23] reported DS in two
identical twin sisters, ages 27 years. One twin had severe
CA stenosis, and the other twin had full CA occlusion, as
detected on angiography. Furthermore, in both, proximal
SMA narrowing with retrograde filling from a meandering
mesenteric artery was demonstrated. Division of the MAL
and CA revascularization completely relieved symptoms in
both patients.

Using multidetector computed tomography (CT) scans, Okten
et al., [24] identified DS in members of one family, including
a father, a daughter, and three brothers. A 16-year-old DS
patient who had laparoscopic MAL release along with CA
skeletonization was described by Said et al., [25] The patient’s
mother likewise had a history of DS and had been treated
via an open surgical approach with complete MAL division
followed by patch angioplasty of the CA, owing to persistent
stenosis.

Synchronous disorders of the SMA: There have been reports
of SMA's simultaneous involvement in a variety of vascular
diseases in DS patients. While undergoing surgery for SMA
dissection, a 43-year-old man was found to have DS by Okada
et al., [26] Following SMA lesion treatment, a laparoscopic
MAL release and ganglionectomy were carried out. Rama et
al.,, [27] described a case in which the SMA and the CA were
compressed by MAL. Following a laparoscopic release of
MAL, the patient’s symptoms resolved.

Clinical features

Patients with DS experience vague symptoms comprising
postprandial upper abdominal pain, nausea, vomiting,
diarrhea, and unintended weight loss. In a series by Sahm
et al.,, [3] 18 patients (12 female, 6 male), aged between
15 and 65 years, presented with abdominal pain (100.0%),
postprandial pain (66.7%), nausea/vomiting (16.7%), and
weight loss averaging 12.2 kg + 4.5 kg (55.6%). Similarly,
in a series of 36 patients, Cusati et al., [28] documented
abdominal pain (94%), postprandial abdominal pain (80%),

weight loss (50%), bloating (39%), nausea and vomiting
(55.6%), and abdominal pain triggered by exercise (8%). On
auscultation of the abdomen, there may be tenderness on
deep palpation. Furthermore, bruits may be audible in up to
35% of cases. [29]

Asymptomatic DS: The majority of patients with DS are
asymptomatic. This is attributed to the compensation
of the arterial flow to the foregut from an extensive
collateral circulation, formed of various vessels including
the pancreaticoduodenal arteries, common hepatic artery,
splenic artery, and dorsal pancreatic artery. The patients do
not experience the symptoms associated with DS, but the
elevated flow of blood through these small collateral arteries
has been found to significantly increase the probability of
aneurysm formation and life-threatening bleeding due to
rupture. [30]

Psychiatric comorbidities in DS: Many psychiatric disorders,
including anxiety disorders, depression, panic disorder, and
post-traumatic stress disorder, have an increased incidence in
DS. Skelly et al., [31] conducted psychological assessments of
51 patients with DS (80% female) with a mean age of 30.5
(£12.4) years before and 6 months after surgical operation.
Psychiatric diagnoses were found in 28% of patients, and
there were no differences in the number of patients with
psychiatric diagnoses between presurgical and postsurgical
evaluations. The study suggested that having a psychiatric
diagnosis in the presurgical phase may predict significantly
lower QOL after surgery.

In pediatric patients, concurrent psychological problems are
particularly common. Stiles-Shields et al., [32] undertook
psychological assessments of 32 pediatric patients before
surgery for DS and 6 months after surgery. They found that
more than 50% of the pediatric patients had a comorbid
psychological disorder that continued to persist even after the
surgical operation.

Mak et al., [33] suggested that the psychosocial profiles
of children suffering from DS and other gastrointestinal
disorders resulting in chronic abdominal pain (CAP) are
similar. The overlap of physical and psychosocial symptoms
led to a recommendation that patients with CAP should be
evaluated for DS. Certain other disorders characterized by
physical abnormalities have been found to have a higher
prevalence in patients with DS, which include Ehlers-Danlos
syndrome, visceral vasculopathy, joint hypermobility, and
postural orthostatic tachycardia syndrome. [34,35]

DS in athletes

Exercise-related transient abdominal pain (ETAP) is a
common entity in young athletes, mostly occurring due to
cramps. But in recent literature, it has been reported that the
initial presentation of DS in athletes may be exercise-induced
pain rather than the common postprandial symptoms. In
a case series published by Harr et al., [36] three athletes
had presented with ETAP. Imaging studies, including CT
scans and magnetic resonance angiography (MRA), were
undertaken when conservative treatments failed to alleviate
the symptoms, and a diagnosis was made. They underwent
laparoscopic  MAL release without any complications,
resolved their symptoms, and subsequently returned to
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athletics. Haskins et al., [37] have presented an 18-year-old
field hockey player who presented with a 1-year history of
ETAP. Despite a trial of preventative strategies, the patient’s
pain persisted, prompting an uneventful laparoscopic MAL
release. The patient’s symptoms disappeared completely.

DS in children

DS is reported in the pediatric age group, also with a clinical
presentation that mimics chronic functional abdominal pain
(CFAP). Mak et al., [38] prospectively studied 46 pediatric
(<21 years of age; 91% females) patients diagnosed with DS
over four years from 2008 to 2012. All the patients had been
misdiagnosed with CFAP and had poor QOL. The patients
underwentlaparoscopicrelease of the MALand celiacneurolysis,
resulting in a significantly enhanced blood flow through the CA.
Overall improvement in the QOL was documented in 83%,
while secondary procedures were required in 17% of patients.

Joyce et al, [39] reported six patients with DS (83.3%
females) with a mean age of 15.7 years. They were managed
successfully with laparoscopic release for MAL, and a
significant improvement from pre- to post-surgical scores
was observed in the physical functions, mental health, self-
esteem, and QOL. The study found that laparoscopic release
for MALS, in carefully chosen patients, normalizes blood flow
in the CA without the need for subsequent reconstruction.
This enhances the child’s and parents’ mental and physical
QOL. Stiles-Shields et al., [40] enrolled 12 pediatric patients
of DS with a mean age of 15.2 years (91.7% female) and
their parents (91.7% mothers) in a study, and based on
their observations, they proposed the use of a pre-operative
cognitive behavioral therapy regimen with an emphasis on
psychoeducation and coping methods.

Differential diagnosis

DS mimics several common disorders, owing to the postprandial
nature of its symptoms. The simultaneous co-existence of these
conditions might also present a significant diagnostic challenge.
[1,12,20] The prominent differential diagnoses include:

Peptic ulcer: Postprandial epigastric pain is an important
symptom. Upper gastrointestinal endoscopy confirms the
diagnosis, and proton pump inhibitors typically result in
improvement.

Willkie syndrome (SMA syndrome): This is a rare vascular
compression disorder in which acute angulation of the SMA
results in compression of the third part of the duodenum,
leading to obstruction. Patients with SMA syndrome may
present with chronic symptoms like recurrent episodes of
abdominal pain, vomiting, early satiety, and loss of appetite.
CTA/MRA enables visualization of vascular compression of
the duodenum and measurement of the aortomesenteric
distance. The normal magnitudes of the aortomesenteric
angle and aortomesenteric distance are 28° to 65° and 10 to
34 mm, respectively. In Willkie syndrome, both parameters are
reduced, with values of 6°to 22° and 2 to 8 mm.

Gallbladder disorders: These include biliary dyskinesia
and chronic cholecystitis, and the patient typically presents
with postprandial abdominal pain. Ultrasonogram (USG)
and hepatobiliary iminodiacetic acid scans usually clinch the
diagnosis.

Chronic mesenteric ischemia (CMI): CMI usually results
from long-standing atherosclerotic disease of two or
more mesenteric vessels and is generally characterized by
postprandial abdominal pain. A CT angiogram (CTA) of the
abdomen and pelvis with intravenous (IV) contrast or MRA
without and with IV contrast usually confirms the diagnosis.

Investigations

DSis often diagnosed by exclusion; before any clinical suspicions
of DS are expressed, more prevalent gastrointestinal and
hepatobiliary illnesses are ruled out. [2] The following imaging
modalities, when combined with clinical characteristics, are
crucial in establishing the diagnosis when a suspicion is raised:

Duplex ultrasonography (DUS): DUS is the preferred initial
screening tool (Figure 2) due to its non-ionizing nature and the
lack of requirement for contrast. The sensitivity and specificity
of DUS in making a diagnosis of DS are about 75% and 89%,
respectively. [42] It can display the deflection angle greater
than 50°, post-stenotic dilatation, and elevated peak systolic
velocities (>200 cm/s) exaggerated during expiration. [43,44]

In the series by Sahm et al., [3] the average flow velocities
recorded in the CA in the mid-position of the diaphragm
were 285.9 cm/s at expiration and 199.0 cm/s at inspiration,
whereas in the series by Klimas et al., [45] the reported flow
velocities ranged between 190 and 450 cm/s.

However, this modality is constrained by:

a) Operator-related factors: DUS is an operator-
dependent tool, and experienced operators are
required to recognize the findings.

b) Patient-related factors: body habitus (obesity) and
overlying bowel gas can hinder image capture.

Computed tomography angiography (CTA): CTA works by
visualization of the degree of stenosis via the arterial phase
during expiration and the venous phase during inspiration
(Figure 3). By using multiple scanners, a three-dimensional
image of the arterial planes with detailed resolution is
produced using multiplanar reconstruction. CTA is non-
invasive, easily reproducible, and has lower interobserver
variation; however, adverse effects due to contrast-induced
nephropathy and radiation exposure restrict the type of
patients that can be subjected to this imaging modality.

Magnetic resonance angiography (MRA): This is an
imaging modality (Figure 4) with no risks of ionizing radiation
and allergy to IV contrast agents. This modality delineates
the anatomy and is highly effective in diagnosis as well as
preoperative planning.

Management

Treatment modalities in symptomatic patients include surgical
and non-surgical procedures [46,47] as depicted in (Figure 5).

Surgical procedures: Surgical intervention is undertaken
through open or minimally invasive approaches, which include
either laparoscopic or robot-assisted techniques.

The aims of the operation are:

- Decompression of the celiac trunk to restore its
lumen and normal blood flow; intraoperatively, the
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Figure 2: Doppler ultrasound with the arrow showing the point at the constriction of the different variations of flow through the ce-
liac trunk: (A) constricted portion of the celiac artery. (B) supine expiration. (C) erect expiration. (D) erect inspiration. Image Source:
Okobi et al. [41] Reused under the terms of the Creative Commons Attribution License, which permits unrestricted use, distribution,
and reproduction in any medium, provided the original author and source are credited.

adequacy of decompression can be assessed with
D-USG by confirming that there is minimal elevation
of CA velocity and no change with deep respiration.
[48] Whatever the approach adopted, the operation
steps involve the opening of the lesser sac, division
of the hepato-gastric ligament, and dissection of the
crura until the anterior wall of the aorta is exposed.
After proper identification of the celiac trunk due
to its three branches, it is carefully skeletonized and
circumferentially freed of fibrous, lymphatic, and
nerve attachments. [49] After CA decompression,
revascularization may or may not be undertaken.

- Release of the coeliac plexus and prevention of
its postoperative strangulation by appropriate
enlargement of the aortic hiatus.

e Laparotomy: Laparotomy (open surgical approach)
is the traditional approach, and entry into the
peritoneal cavity is achieved through a midline
incision. The safety of attaining complete release of
CA and control of hemorrhage under direct visual
guidance represents an important advantage of
an open surgical approach. However, the main
drawback of this technique is the need for a longer
exposure time and a bigger incision. [50]

To assess the long-term effects of treating DS with an open
surgical technique, Reilly et al., [51] investigated potential
variables that might affect long-term symptom alleviation.
Operative treatment comprised of CA decompression only,
CA decompression and dilatation, or CA decompression

with reconstruction (primary re-anastomosis or interposition
vessel grafting). At a mean follow-up of 9 years, a positive
correlation with clinical improvement was demonstrated
more often with a postprandial pain pattern, age between
40 and 60 years, and weight loss of 20 pounds or more. CA
decompression plus some form of celiac revascularization led
to sustained relief in 73% cases in comparison to only 53%
with celiac decompression alone. In 70% of patients without
symptoms, late follow-up angiograms revealed a broadly
patent CA, but in 75% of patients with symptoms, the celiac
axis was stenosed or occluded.

¢ Minimally invasive approach: The utilization of
robot-assisted operations [52] and laparoscopic
procedures [53] that are minimally invasive has
increased in recent years. Comparable outcomes
to laparotomy have been shown, along with
the advantages of fewer incisions, enhanced
peroperative vision, less pain following surgery,
reduced length of hospital stay, faster recuperation,
and enhanced cosmetic outcomes. [54]

Do et al., [55] presented the analysis of 16 cases of DS with
similar characteristics and comorbidities: 12 cases treated
via a laparoscopic approach and four patients via a robot-
assisted approach. No intraoperative or perioperative
conversions, complications, or deaths were encountered, and
the mean operative time for the laparoscopic approach was
significantly shorter than for the robotic approach (101.7
vs. 145.8 min; p = 0.02). There was no significant difference
in the length of hospital stay. 67% and 50% of cases in the
laparoscopic group and the robotic group, respectively,
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Figure 3: CTA (computed tomography angiogram) showing compression of the celiac trunk as indicated by the arrow. Image Source:
Okobi et al. [41]. Reused under the terms of the Creative Commons Attribution License, which permits unrestricted use, distribution,
and reproduction in any medium, provided the original author and source are credited.

attained full resolution of their symptoms. Van Petersen
et al., [56] demonstrated satisfactory results in a series of
DS patients managed with a retroperitoneal endoscopic
MAL release, with 83% of operative patients experiencing
symptom improvement.

Birkhold et al., [57] conducted a retrospective chart review of
11 patients who underwent a laparoscopic MAL release from
January 2015 to January 2020. The patients were further
surveyed for physical functioning, emotional well-being, and
social functioning aspects by using the 36-item Short Form
and Visick Questionnaires. In 10 (73%) cases, they found that
the symptoms improved with minimal morbidity, and only
one patient underwent additional interventions for symptom
resolution due to residual CA stenosis. The study concluded
that laparoscopic MAL release is a safe and effective surgery
for patients suffering from DS.

Belluzzi et al., [58] retrospectively analyzed the data related
to the demographics, preoperative evaluation, postoperative
adverse outcomes, and the resolution of presenting symptoms

in 30 patients (77% females) who underwent a primary
laparoscopic MAL release from June 2021 to July 2023. Duplex
mesenteric doppler and CTA during inspiration and expiration,
and 3D reconstruction were undertaken in all the patients to
establish the diagnosis. In 96.6% of cases, the procedure was
successful, and conversion to laparotomy was required in only
one case. There were no major complications, and there were
no requirements for reintervention or reoperation. Celiac
plexus/splanchnic block injection was, however, required
in one case to alleviate pain. The study concluded that DS
can be effectively and safely managed using a laparoscopic
approach, but cautioned that the long-term effectiveness
of this approach would need further studies with longer
follow-ups.

Butz et al., [59] retrospectively analyzed 20 patients with DS
who underwent MAL release through laparoscopic (n = 3)
or robotic (n = 17) approaches between 2014 and 2023. They
found that there was no statistically significant difference
between the two approaches with respect to the mean
operation time, intraoperative blood loss, and the mean
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Figure 4: MRA (magnetic resonance angiography) showing the site of compression with pre- and post-ballooning of the celiac trunk.
Image Source: Okobi et al. [41]. Reused under the terms of the Creative Commons Attribution License, which permits unrestricted
use, distribution, and reproduction in any medium, provided the original author and source are credited.

hospital stay. Significant reduction in the peak systolic
velocity in the CA was documented in 17 (85%) patients with
symptom improvement. Four (20%) patients had no symptom
relief, and in 3 cases, follow-up imaging showed evidence of
respiratory-related CA stenosis. The study concluded that
despite complexity, laparoscopic and robotic-assisted MAL
releases are safe procedures with good long-term outcomes.

Hybrid approach: Minimally invasive endovascular therapy (EVT)
in the form of percutaneous angioplasty with stenting is a recent
innovation for the management of DS, although its effectiveness
has not yet been determined. Sunohara et al. [60] reported a
59-year-old male in whom the lumen of the compressed CA was
well dilated using intravascular ultrasound and then followed by
the placement of a bare metal stent. After 15 months, the patient
was symptom-free with a patent stent. EVT provides an alternate
treatment option for selected cases of MALs when the traditional
surgical modalities are contraindicated or have failed.

The hybrid method, combining laparoscopy and EVT, has
been proposed as a satisfactory long-term solution for DS
with minimum risk of restenosis. Michalik et al. [61] reported
five patients, in whom laparoscopic release of MAL was
followed at one month with Doppler-aided percutaneous
angioplasty of the CT with stent implantation. All patients
reported complete relief of symptoms.

Prognosis

A cure rate of up to 60% to 90% has been achieved through
different treatment approaches. [12] Van Petersen et al. [56]
treated 46 patients through an endoscopic retroperitoneal
approach, and at follow-up of 20 months, 41 (89%) patients
were free of symptoms or significantly improved. Grotemeyer
et al. [53] attained complete freedom from symptoms in 11 of
the 15 (73.33%) surgically operated patients. Metz et al., [62]
conducted a systematic analysis of 44 studies related to the
management of DS by various available modalities, thereby
including 880 adult and 195 pediatric patients. Overall, 70%
of adult and pediatric patients reported long-term relief in
symptoms and an improvement in QOL. Woestemeier et al.,
[63] analyzed 20 DS patients who underwent surgical CA
decompression and found that 12 patients (60%) attained
postoperative relief in their symptoms and decreased their
analgesic intake.

Various factors have been postulated that may influence
prognosis, and these include age of the patient, treatment
modality, surgical technique, postsurgical follow-up facilities,
and associated comorbidities. [64,65] Sun et al., [66] have
highlighted that the abdominal pain in DS is sympathetically
mediated via the celiac plexus, and hence, celiac plexus block
can serve as a diagnostic tool as well as a predictor of surgical
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Figure 5: Management options of Dunbar Syndrome [Image credits: Sajad Ahmad Salati - Author]

outcomes. The patients having a comorbid psychological
disorderin the presurgical phase generally tend to persist even
after the surgical operation, thereby significantly lowering the
QOL. [31,32]

CONCLUSIONS

DS is a rare disorder caused by compression of the CA and
celiac plexus by the MAL and manifests as gastrointestinal
ischemic symptoms. The disease mimics many common
abdominal disorders and adversely affects the QOL.
Clinicians must be aware of this entity so that the disease
can be suspected and promptly diagnosed. Treatment is
predominantly surgical. Prognosis and risk factors are still
being studied; further studies are required to attain further
clarification.
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