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Localized eosinophilic gastroenteritis with necrotizing
granulomas presenting as acute abdomen

G. Fraile, J.L. Rodriguez-Garcia, R. Beni-Perez' and C. Redondo2
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Summary: Eosinophilic gastroenteritis is a condition of unknown aetiology that has been frequently
reported involving the stomach and bowel. The colon is rarely cited as a site for the condition. We report a
patient suffering from allergic symptoms (asthma, atopic dermatitis, elevated serum IgE levels) who
presented with colonic perforation due to eosinophilic colitis with necrotizing granulomas.

Introduction

Idiopathic eosinophilic infiltration of the gut has
been classified into diffuse and localized forms as
clinical and pathological related disorders.'
Various sites, from the oesophagus to the rectum,
may be involved and present with symptoms and
signs ranging from abdominal discomfort to acute
intestinal obstruction. Histological evidence of a
predominantly eosinophilic infiltration of gast-
rointestinal mucosa, in the absence of parasitic
infection or vasculitis, confirms the diagnosis of
eosinophilic gastroenteritis.2,3
We report the case of a patient with localized

eosinophilic colitis leading to perforation of the
colon. The clinical course of the patient and the
occurrence of necrotizing granulomas on biopsy
are discussed.

Case report

A 38 year old man was admitted because of
abdominal pain and fever. A history ofasthma and
atopic eczema was recorded. On physical examina-
tion temperature was 37.50C. He complained of
pain localized in the right lower quadrant with
rebound tenderness. Laboratory data revealed that
the haematocrit was 43%, the white cell count was
11 X 10/l without eosinophilia or neutrophilia.
The blood urea, nitrogen, glucose, bilirubin, cal-
cium, total protein, electrolytes and amylase were
normal. A clinical diagnosis of acute appendicitis
was made and the patient underwent surgery. The
appendix was normal but there was a mass, 4 cm in
diameter, at the right colon with perforation of its

wall. An exudative fluid was seen around the
caecum. A right hemicolectomy with resection of
11 cm of terminal ileum was performed.
Examination of the resected specimen showed a

colonic mass located near the ileocaecal valve.
Pathological study showed a massive inflammatory
infiltrate affecting the entire colonic wall, although
it was more prominent in the submucosa, pericolic
fatty tissue and peritoneal surface. The
inflammatory infiltrate consisted of sheets of
eosinophils and necrotizing epithelioid granulomas
with giant cells (Figure 1). Necrosis was of the
'eosinophilic' type, with free eosinophils, granules
and Charcot-Leyden crystals (Figure 2). Similar
changes were found on three lymph nodes studied.
The search for Mycobacterium tuberculosis,
parasites and fungi was negative, and there was no
evidence of vasculitis. Pathological examination of
the appendix was normal.

Figure 1 Inflammatory infiltrate composed almost
exclusively of eosinophils. A well-formed granuloma is
seen in the centre of the field with a multi-nucleated cell
and 'threads' of eosinophilic necrosis.
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Figure 2 In this picture a large focus of eosinophilic
necrosis is shown. Eosinophils and cellular debris are
intermingled with the necrotic material which resembles
'flames.'

Further studies included haematological and
biochemical profiles that were normal. The total
eosinophil count was 500 x 109/1. Sputum and
urine culture were negative for M. tuberculosis.
Antibodies to aspergillus antigens were not
demonstrable in serum. Examination of the stool
for ova and parasites was negative. Elevated serum
IgE levels were found. Results of skin tests and
RAST to multiple foods and inhalants were
negative. Upper gastrointestinal endoscopy and
barium study of the small intestine disclosed no
abnormalities.
The patient recovered well after surgery. He was

treated with prednisolone for several weeks fol-
lowed by maintenance therapy with ketotifen. One
year later, the patient remains free of symptoms.

Discussion

Localized eosinophilic gastroenteritis is a circum-
scribed form of eosinophilic infiltration of the gut
not associated with peripheral eosinophilia or
atopic history. It is most frequently located near the
pylorus, although it may be found throughout the
gastrointestinal tract. The colon is rarely cited as a
site of the condition: in a series of 40 patients,
eosinophilic infiltration of the colon was
documented in only two cases) Patients may
present with signs and symptoms of pyloric outlet
obstruction, appendicitis or an acute abdomen
from intestinal involvement. This form does not
respond to corticosteroid therapy, and may require
excision because of pyloric obstruction or other
symptoms. Recurrence has not been reported after
surgical excision.4

Diffuse eosinophilic gastroenteritis most com-
monly involves the stomach and the proximal small

intestine with eosinophilic inflammation of either
the mucosa, submucosa or serosa. It has a chronic
course with recurrent disease characterized by
abdominal pain, nausea, vomiting and diarrhoea.
Other reported clinical manifestations include
weight loss, anaemia, melaena, protein-losing
enteropathy, oesophagitis and intestinal perfora-
tion. Many patients have findings suggestive of
allergic disorders (allergic rhinitis, atopic der-
matitis, asthma, elevated IgE levels).5'6 Steroids are
the mainstay of therapy for eosinophilic gastro-
enteritis.' Ketotifen may represent an effective
alternative to corticosteroids,8 while the value of
oral cromoglycate remains controversial.9 More-
over, a spontaneous benign course in patients with
acute abdomen due to eosinophilic colitis has been
reported. 1

Opinions are divided about whether diffuse and
localized eosinophilic gastroenteritis are variants
of the same disease.' The case here reported is in
agreement with the concept that these two forms
are related conditions, since the patient presented
with localized eosinophilic infiltration of the colon,
but protean-associated allergic manifestations
(asthma, atopic dermatitis and elevated IgE con-
centrations in serum) were recorded.
A remarkable feature, rarely recorded in cases of

eosinophilic gastroenteritis,"I was the presence of
necrotizing granulomas, similar to the allergic
granulomas described by Churg and Strauss.'2 It is
suggested that the limited form of eosinophilic
infiltration of the gut is at the benign end of the
spectrum of the hypereosinophilic syndrome, and
that the disease of allergic granulomatous angiitis
(Churg-Strauss syndrome) is at the other end. This
concept of a disease continuum is supported by
cases showing progression from the limited form to
the disseminated form or to allergic granulo-
matosis. '3 Moreover, vasculitis of small vessels has
been also noted on biopsy specimens from patients
with eosinophilic gastroenteritis." It must be noted
that no vasculitic involvement could be seen in our
case and that, at the present time, the patient has
not developed clinical data of allergic granulo-
matosis (hypereosinophilia, nervous system disease,
renal disease or skin manifestations) other than
asthma.
Laparotomy is often required to provide the

diagnosis ofeosinophilic colitis: 14 patients, from a
series of 20 cases of eosinophilic colitis, underwent
surgery to exclude carcinoma, presumed appen-
dicitis or for unremitting symptoms despite
medical treatment.6 Clinical presentation with
intestinal perforation emphasizes that this unusual
condition must be included in the differential
diagnosis of an acute abdomen, particularly in
those patients with previous allergic symptoms,
even in the absence of peripheral eosinophilia.
Eosinophilic gastroenteritis with serosal involve-
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ment can be the cause of peritonitis in atopic
patients and conservative measures may be
indicated.'4 However, we believe that surgery for
diagnostic and therapeutic purposes cannot be

delayed, since in those patients perforation of the
colonic wall may be the first manifestation of a
localized eosinophilic gastroenteritis.
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