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Rome, Italy, 3Fondazione Policlinico Universitario A. Gemelli IRCCS, UOC di Radiodiagnostica Presidio
Columbus, Dipartimento di Diagnostica per immagini, Radioterapia Oncologica ed Ematologia, Largo
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Introduction

Epiploic appendagitis (EA) is an acute inflammation of the pe-
dunculated mesenteric fat attached to the colonic surface, dis-
tinguished into two forms: primary EA, seemingly elicited by
local ischaemic factors; and secondary EA (SEA), elicited by the
inflammation of the adjacent organs, with diverticulitis being
the most common trigger [1]. Few case series have described the
association between SEA and inflammatory bowel disease (IBD);
however, information about clinical, laboratory and imaging
findings, outcomes, and the impact of IBD-specific therapy were
not reported. We first report the case of a woman affected by ul-
cerative colitis (UC) who developed a SEA during vedolizumab
therapy (Figure 1A).

Case presentation

A 64-year-old woman with a 7-year history of extensive UC pre-
sented to the outpatient clinic with an acute abdominal pain in

the lower left abdominal quadrant, which had started 3 days
beforehand and was associated with diarrhoea (five bowel
movements/day, Bristol stool scale of 6, blood in trace in <50%
of cases) and tenesmus; no other symptoms were associated.
Her medical history included breast cancer (successfully treated
5 years earlier), hypertension, type 2 diabetes mellitus, and obe-
sity. She had been receiving vedolizumab for 14 months and
was in stable clinical remission up to the previous visit (1 month
before); endoscopic assessment 12 months after vedolizumab
initiation showed mild endoscopic activity.

The patient presented as severely anxious, diaphoretic,
tachycardic, and in pain. Physical examination revealed tender-
ness of the lower left abdominal quadrant with uncertain
rebound tenderness. Laboratory results revealed increased
C-reactive protein levels of 14.5 mg/L (normal range< 5 mg/L)
and lactic dehydrogenase levels of 583 U/L (<250 U/L). All other
values were within the normal range. Urine dipstick test was
negative. Infections were ruled out by stool cultures and antigen
detection tests. A bowel ultrasound (US) was performed:
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Figure 1. The clinical data of the case. (A) Concomitant presence of epiploic appendagitis and UC flare. Schematic representing the concomitant occurrence of epiploic

appendagitis (with immune cell extravasation into the pericolic fat) and UC flare (with immune infiltration of the intestinal mucosa) in a patient receiving vedolizumab

therapy. (B) Radiological finding during the florid phase of epiploic appendagitis. Axial contrast-enhanced CT images show an oval area of 3 cm in diameter close to the

sigmoid colon. The lesion had a density equal to that of fat (B-1) with a hyperattenuating rim (arrowheads in B-2) and it was surrounded by inflammatory changes

(white arrows in B-1 and B-3). A central focal spot of hyperattenuation was observed inside the lesion (asterisk in B-1). (C) Radiological findings during the resolving

phase of epiploic appendagitis. Axial contrast-enhanced CT images, 4 weeks after the completion of medical treatment and symptom resolution, display size reduction

of the lesion (compared with Figure 1B) with residual soft-tissue attenuation and disappearance of hyperattenuating rim (white arrows).
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although the pain elicited by the probe compression and the
patient’s body habitus limited the examination, a mildly in-
creased thickness of the sigmoid colon wall (6 mm), with normal
echogenicity of intestinal layers, and a slight increase in colour
Doppler signals were revealed; the surrounding mesenteric
perivisceral fat appeared hypertrophic and hyperechogenic; no
abscesses or free fluid were identified. To better define the diag-
nosis, a computed tomography (CT) scan was performed show-
ing an oval area of 3 cm in diameter close to the sigmoid colon
whose density was equal to fat, with a hyperattenuating rim
and surrounding inflammatory features; a central focal spot of
hyperattenuation was observed inside the lesion (Figure 1B). No
diverticula were observed. Comprehensively, these signs sup-
ported the diagnosis of EA.

Oral ibuprofen (1,200 mg for 7 days) was prescribed for the
treatment of SEA in conjunction with a dose optimization of
oral mesalamine (4.8 g/day) plus topical mesalamine (1 g/day
suppositories) to treat the UC flare. Symptoms progressively im-
proved and fully resolved within the following 2 weeks, accom-
panied by inflammatory marker normalization.

One month after symptoms resolution, a CT scan was
performed revealing a decreased size of the area with residual soft-
tissue attenuation and the disappearance of the hyperattenuating
rim (Figure 1C). Henceforth, the patient maintained vedolizumab
therapy as scheduled, with clinical benefit.

Discussion and conclusion

We report a rare case of SEA associated with an UC relapse, the
first to have occurred in a patient receiving vedolizumab ther-
apy. Our patient experienced an UC clinical relapse associated
with elevations of inflammatory markers. Since UC flares do
not normally present with acute, localized abdominal pain and
rebound tenderness, we suspected a concomitant complication
or an alternative affection and decided to perform imaging tech-
niques. Bowel US showed inflammatory involvement of the co-
lon and the surrounding mesenteric perivisceral fatty tissue,
but a clear diagnosis could not be established. Indeed, even
though US is capable of identifying pathognomonic signs of EA
[1], the frequent association with visceral obesity often limits its
role for the diagnosis [2]. Consequently, CT scan was necessary.
Acute diverticulitis was excluded due to the absence of sigmoid
diverticula. Omental infarction was considered unlikely because
it is most often localized in the lower or upper right quadrants
and due to the absence of other predisposing factors. Although
omental infarction could have a similar CT appearance, it lacks
the hyperattenuating ring typical of EA. Moreover, the main le-
sion in EA commonly measures <5 cm and is close to the sig-
moid colon, while the area of omental infarction is larger and
most frequently localized next to the right colon [3, 4]. Imaging
findings and clinical criteria pointed towards the diagnosis of
SEA, which we treated with ibuprofen; however, given the con-
comitant bloody diarrhoea (a key finding in UC but normally ab-
sent in EA), we believed a concomitant UC relapse was present
and treated the patient accordingly.

Over the years, the improvement in clinical awareness and
in diagnostic detection of EA has increased the rate of conserva-
tive approaches, limiting useless surgery procedures. EA is usu-
ally a benign, self-limiting condition, often recovering with
medical therapy, mainly non-steroidal anti-inflammatory drugs
(NSAIDs) [1]. Despite being generally contraindicated in IBD
patients, the lack of alternative medical approaches led us to
decide in favour of their use. The simultaneous UC relapse re-
quired mesalamine optimization as well.

Two questions arise from our case: Did the colonic inflamma-
tion, in an UC patient experiencing a clinical relapse, induce EA,
or was EA to induce the UC flare? And in the event that a definite
diagnosis would not be obtained, could the optimization of UC
therapy alone have induced symptom recovery? Large population
studies are needed to investigate whether a meaningful associa-
tion between EA and IBD relapse exists, and mechanistic studies
are required to elucidate the potential ties between these condi-
tions. Mesalamine, exerting a gut-selective anti-inflammatory
action [5], could theoretically represent an alternative to NSAIDs
for the management of EA, but evidence is lacking.

A conceivable uncertainty exists as to whether and how vedo-
lizumab contributes to the pathophysiology or treatment of EA.
Being a gut-selective agent with ‘anti-inflammatory’ properties
[6], vedolizumab might help in the treatment of EA. Vedolizumab
prevents lymphocytes homing in on the gut by selectively block-
ing a4b7-MAdCAM1 interactions [7], but whether these same
receptors also mediate lymphocyte extravasation in epiploic
appendages is unknown. Vedolizumab effects on T helper type 2
(Th2) and Th17 cells are primarily responsible for reducing muco-
sal inflammation [8], but actions on other leukocyte subpopula-
tions are also assumed. Accordingly, vedolizumab effects on
innate immune [9] and T regulatory cells [10] might potentially
play a detrimental role in promoting epiploon inflammation.

The occurrence of EA in an IBD patient is an apparently rare
condition, which may be associated with a clinical relapse.
Exclusion of other causes using a CT scan is crucial to promptly
adapt medical therapies to achieve symptomatic control and
resolution of inflammation.
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