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Retractile mesenteritis presenting as 
protein-losing gastroenteropathy
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Retractile mesenteritis is a rare, idiopathic condition characterized by

nonspecific inflammation of the mesenteric adipose tissue. The

majority of patients present with abdominal pain and/or a palpable

mass. In the present report, a 68-year-old man with peripheral edema

and mild hypoalbuminemia is presented. Protein-losing gastro-

enteropathy was confirmed with an abnormal stool alpha1-

antitrypsin clearance test and retractile mesenteritis was diagnosed at

laparoscopy. This rare condition may respond to therapy with

corticosteroids, azathioprine, cyclophosphamide, colchicine, proges-

terone, tamoxifen or thalidomide. Gastroenterologists should

consider the diagnosis of protein-losing enteropathy in patients who

present with unexplained peripheral edema or hypoalbuminemia.

The test of choice to confirm this diagnosis is the stool alpha1-

antitrypsin clearance test.
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Mésentérite rétractile simulant une
entéropathie exsudative

La mésentérite rétractile est une maladie rare, idiopathique, qui se carac-

térise par une inflammation aspécifique du tissu adipeux du mésentère. La

plupart des patients présentent des douleurs abdominales ou une masse

palpable. Voici le cas d’un homme de 68 ans, qui présentait de l’œdème

périphérique et une légère hypoalbuminurie. L’entéropathie exsudative a

été confirmée par un test anormal de clairance de l’alpha-1-antitrypsine

dans les selles, et la mésentérite rétractile a été confirmée par laparo-

scopie. Cette maladie rare peut se traiter par les corticostéroïdes, l’aza-

thioprine, le cyclophosphamide, la colchicine, la progestérone, le

tamoxifène ou la thalidomide. Les gastro-entérologues devraient envisa-

ger le diagnostic d’entéropathie exsudative chez les patients qui

présentent de l’œdème périphérique d’origine inconnue ou de l’hypo-

albuminurie. Le meilleur moyen de confirmer la présence de la maladie

est le test de clairance de l’alpha-1-antitrypsine dans les selles.

Retractile mesenteritis is a rare, idiopathic condition
characterized by nonspecific inflammation of the mesenteric

adipose tissue. The majority of patients present with abdominal
pain and/or a palpable mass (1). Fever, nausea, vomiting, diar-
rhea, anorexia, weight loss, fatigue and constipation are some of
the other associated clinical symptoms. 

In the present report, we describe a case of retractile
mesenteritis in which the patient presented with chronic periph-
eral edema. This presentation has not been described before. In
addition to emphasizing the importance of considering this diag-
nosis in cases of unexplained peripheral edema, we also reviewed
the role of stool alpha1-antitrypsin (A1AT) clearance in the
diagnosis of protein-losing gastroenteropathy (PLGE) and the
value of diagnostic laparoscopy in further investigation of PLGE.
Finally, the pathology, natural history and therapy of retractile
mesenteritis is reviewed based on the reports of approximately
300 patient cases.

CASE PRESENTATION
A 68-year-old man was referred to the Saint Boniface General
Hospital (Winnipeg, Manitoba) gastroenterology clinic for
investigation of a possible gastrointestinal (GI) cause for an
unexplained hypoalbuminemia and peripheral edema. His symp-
toms included chronic bilateral leg edema, nausea and mild
change in bowel movements. He was having two to three loose,
nonbloody stools per day, which was a change from having one
formed stool per day. He had a two-year history of progressively

worsening bilateral pitting edema of the lower extremities. There
was no history of chest pain, shortness of breath or abdominal
pain. He denied fevers, chills or night sweats. Although the
patient’s weight was stable, he noticed that his pants were not
fitting well.

His past medical history was significant for Wolff-Parkinson-
White syndrome and recent prostatism. There was no history of
ischemic heart disease, myocardial infarction, heart failure, renal
insufficiency or malabsorptive disorders. He had no risk factors
for chronic liver disease, such as excessive alcohol use, blood
transfusions and intravenous drug use. He denied recent cellulitis
or deep vein thrombosis. There was no history of acetylsalicylic
acid or nonsteroidal anti-inflammatory drug use. His current
medications included calcium and vitamin E supplements, and
Flomax (Boehringer Ingelheim Canada Ltd) for his prostatism.
He had no family history of systemic lupus erythematosus, liver
disease or any form of malignancy. He was a nonsmoker who
worked as a chemical engineer, mainly in an office environment
where there was no chemical exposure. 

Physical examination revealed bilateral pitting edema up to
his thighs. No erythema or rash was observed. His cardiovascular
examination was unremarkable, with normal jugular venous
pressure and hepatojugular reflex. Abdominal examination
revealed mild, upper left quadrant tenderness on deep palpation,
with no palpable mass, ascites or hepatosplenomegaly. He was
anicteric, with no stigmata of chronic liver disease or enlarged
lymph nodes. 
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Routine laboratory studies returned the following results:
hemoglobin 150 g/L, white blood cell count 6.5×109/L,  platelet
count 312×109/L, urea 7.9 mmol/L, creatinine 110 µmol/L,
alanine aminotransferase 23 U/L, aspartate aminotransferase 
18 U/L, international normalized ratio 1.08 and thyroid stimulat-
ing hormone 2.6 mU/L. Results of a screen for autoimmune dis-
orders, including assessment of antinuclear antibody, rheumatoid
factor and complement levels, were normal. Before his assess-
ment at the Saint Boniface General Hospital gastroenterology
clinic, the patient had undergone extensive cardiac invest-
igations, including the multiple gated acquisition scan and
echocardiography. His ejection fraction was 70% on the echocar-
diogram, with mild mitral valve and tricuspid valve regurgita-
tions. A duplex ultrasound study ruled out the presence of deep
vein thrombosis. His initial urinalysis showed 0.3 mg/L protein-
uria with no abnormal cells. Further evaluation with a 24 h urine
study (normal protein excretion of 130 mg/day) and an
abdominal ultrasound was unremarkable.

A 72 h fecal fat study was normal. An extensive upper and
lower GI investigation, including gastroscopy, colonoscopy, small
bowel follow-through and gastric emptying study, was unremark-
able, except for some evidence of chronic gastritis and mild delay
in gastric emptying. Duodenal, ileal and colonic biopsies were
normal. A computed tomography scan of the abdomen showed
no evidence of malignancy or inflammatory bowel disease, but
multiple calcified mesenteric lymph nodes were thought to be
related to a remote granulomatous disease. 

Despite high protein intake, his serum total protein level was
low (58 g/L; normal 60 g/L to 80 g/L) and serum albumin level
was marginally low (28 g/L; normal 33 g/L to 50 g/L). Because he
had mild GI symptoms and no cause for his hypoalbuminemia
was found, PLGE was considered to be a possibility. The 24 h
fecal A1AT clearance was 165 mL/24 h (normal less than 
27 mL/24 h, Mayo Clinic Laboratory [USA]) which was consis-
tent with a PLGE.

To investigate the possible cause of PLGE, the patient under-
went a repeat gastroscopy with gastric and duodenal biopsies,
which were normal. Because no obvious reason for the PLGE was
found on the endoscopic and radiological investigations, a
laparotomy was considered (2). Because of its less invasive nature,
an exploratory laparoscopy was performed, which demonstrated

chronic inflammation of the mesentery, the presence of chylous
ascites with dilated lymphatic channels, and multiple soft tissue
masses in the abdominal wall and the mesentery. Mesenteric
tissue biopsy showed fat necrosis with chronic inflammation and
fibrosis; the histological findings were consistent with retractile
mesenteritis (Figures 1 and 2). Peritoneal fluid analysis revealed
an increased protein concentration of 22 g/L and an albumin
concentration of 14 g/L. 

The patient was started on a course of prednisone 60 mg/day
for six weeks and exhibited some improvement in edema and
nausea, but developed significant general weakness, shakiness
and mood changes. His prednisone dose was tapered to 
10 mg/day. Colchicine 0.6 mg/day was tried with no added bene-
fit. Azathioprine was started at 100 mg/day and gradually
increased to 200 mg/day, but despite this dose, adequate serum
levels of 6-thioguanine nucleotide were not attained and the
medication was discontinued. Prednisone was also discontinued.
During the course of treatment, no improvements in the serum
levels of albumin and protein were noticed. A subsequent course
of cyclophosphamide and thalidomide was not effective in terms
of symptomatic or biochemical improvement.

DISCUSSION
The 68-year-old man who presented with chronic leg edema and
altered bowel habit was subsequently diagnosed with PLGE and
retractile mesenteritis. On initial presentation, he had mild, non-
specific GI symptoms but progressively worsening leg edema.
Before his extensive GI tract workup, he had undergone investi-
gations to exclude cardiac, renal and liver disease. In addition,
mucosal disease of the GI tract had been excluded. The diagnos-
tic test which implicated the GI tract as a possible cause of his
edema was the 72 h fecal A1AT clearance test. 

Protein loss in the GI tract is a size-independent process that
exhibits leakage of a wide spectrum of proteins, including
immunoglobulins, ceruloplasmins, transferins, albumin and
coagulation factors. Once serum proteins enter the GI tract, they
are rapidly degraded into amino acids, limiting the value of stool
detection tests. The gold standard for detecting enteric protein
loss is measuring fecal loss of chromium 51-labelled albumin (3).
This test is expensive and not readily available outside of
research laboratories. The 72 h A1AT fecal protein clearance 
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Figure 1) Mesenteric biopsy – low-power view showing fat necrosis,
chronic inflammatory cells and fibrosis

Figure 2) Mesenteric biopsy – high-power view showing fat necrosis,
chronic inflammation and fibrosis
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test is a simple test with a reasonable outcome. A1AT, which
contributes 4% of the total protein, is resistant to proteolysis at 
a pH greater than 3, and is neither absorbed nor secreted.
Measurement of fecal A1AT clearance has a sensitivity of 93.3%
and a specificity of 90% compared with chromium 51 plasma pro-
tein clearance (4). Falsely elevated clearance may be seen in
patients with chronic diarrhea and blood loss (3). Neither of
these were evident in our patient. Random stool A1AT levels are
insensitive in the diagnosis of PLGE (3). This test is not widely
performed by laboratories in Canada but is available through the
Calgary Laboratory Services (performed at the University of
Alberta, Edmonton, Alberta). 

There was only one other report of a patient with retractile
mesenteritis presenting with PGLE (5). The patient had more
overt malabsorption with increased fecal fat, and profoundly low
albumin (18 g/L) and total protein (38 g/L) levels. A stool A1AT
test was not performed.

Once PLGE is proven, the etiology needs to be identified. In
our patient, mucosal diseases of the GI tract were ruled out by
imaging studies and endoscopies with mucosal biopsies. Our case
highlighted the value of diagnostic laparoscopy and biopsy in the
diagnosis of the cause of PLGE. This was demonstrated in a pre-
vious case report (6). 

Multiple terminologies have been used to describe inflamma-
tory conditions of the mesentery. The most common terms are
mesenteric lipodystropy, mesenteric panniculitis and sclerosing
mesenteritis or retractile mesenteritis. Although these different
terminologies have no clinical value, they are differentiated
based on histological features. Emory et al (7) evaluated the
mesenteric biopsies of 84 previously diagnosed patients for the
three main histological features – fat necrosis, inflammation and
fibrosis. Patients who had mesenteric lipodystrophy had focal and
diffuse areas of fat necrosis with minimal or no inflammation and
fibrosis. Those who were diagnosed with mesenteric panniculitis
and retractile mesenteritis had predominantly chronic inflamma-
tion and fibrosis, respectively. The latter two groups also demon-
strated mesenteric calcification in approximately 5% and 25% of
the patients, respectively. However, there is significant overlap of
the characteristic features among the three groups. 

The evolution of this entity has been described in three
stages. Stage 1 is mesenteric lipodystrophy, in which mesenteric

fat is replaced by sheets of foamy macrophages. It is frequently an
asymptomatic stage. Stage 2 is mesenteric panniculitis, charac-
terized by inflammatory changes and lymphatic distension with
early fibrosis. This may be the beginning of symptomatic presen-
tation. Finally, stage 3 is retractile mesenteritis, in which collagen
deposition and fibrosis thickens and shortens the mesentery.
Eventually, these changes extend to the border of the small intes-
tine, binding loops together which results in a palpable abdomi-
nal mass. 

There are no randomized controlled trials of therapy for this
condition. Medications that have been reported to improve
symptoms and/or biochemistry include corticosteroids and
azathioprine (8), cyclophosphamide (9), colchicine (10), proges-
terone (11) and tamoxifen (12). In a recent pilot study (13) with
five symptomatic mesenteric panniculitis patients, thalidomide
showed partial or complete response in four patients – one
complete recovery in four weeks and three partial recoveries in
12 weeks. As with other immunosuppressive medications,
thalidomide may be more effective in less fibrotic stages 
(mesenteric panniculitis) as opposed to retractile mesenteritis.
This is considered to be a self-limiting entity and no early
treatment is recommended (14), whereas others suggested
aggressive, early treatment to prevent the progression of the
disease (9). Antibiotics and irradiation treatments have been
tried with no significant therapeutic value. Surgery is not
indicated as a treatment option unless mechanical bowel obstruc-
tion or ischemia secondary to retraction and fibrous formation is
identified. 

CONCLUSION
The present case highlights the importance of considering the
diagnosis of retractile mesenteritis in patients presenting with
chronic peripheral edema that has no other identified cause on
initial testing. The fecal A1AT clearance test is an inexpensive
and reliable test of GI tract protein loss, and should be considered
if unexplained GI protein loss is suspected. In cases in which the
cause of PLGE is not identified after imaging and endoscopic
evaluation, diagnostic laparoscopy should be considered. If
steroids and other immunosuppressive and hormonal agents fail,
a trial of thalidomide may be beneficial in treating this rare
condition.
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