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A patient who presented with upper abdominal pain,
nausea and ascites together with peripheral eosinophilia is
described. Based on a surgical full-thickness biopsy of the
antrum, the diagnosis of eosinophilic gastroenteritis was
made. Treatment with prednisone resulted in a clinical
response, but the prednisone dose could not be lowered
below 5 mg. We preferred to treat the patient with
corticosteroids with minimal systemic side effects. As
there was gastric involvement, we could not give enteric-
coated budesonide capsules. Therefore, we treated the
patient with budesonide tablets, which were designed
originally for use as a clysma but now are given orally. With
this treatment regimen, the patient has been in remission
for more than 2 years. Eur J Gastroenterol Hepatol
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Introduction
Eosinophilic gastroenteritis is an uncommon disorder
that may involve any area of the gastrointestinal tract
[1,2]. Treatment consists of corticosteroids, which in-
duce a quick response. Often, maintenance therapy
with corticosteroids is needed to prevent relapse. In
view of the many side effects of corticosteroids, other
medications have been tried. Budesonide is a locally
acting corticosteroid with a high ®rst-pass effect, which
minimizes systemic side effects. We describe a patient
with eosinophilic gastroenteritis that responded well to
budesonide.

Case report
A 32-year-old Caucasian woman was admitted to hospi-
tal with complaints of recurrent cramping pain in the
upper abdomen associated with nausea and non-bloody
diarrhoea. She had lost 4 kg in weight. Previous medi-
cal history was unremarkable. There was no history of
food intolerance, allergy, travel to tropical areas, or
prior medication. Physical examination was normal,
except for a slightly enlarged belly with normal bowel
sounds. Laboratory data revealed a haemoglobin con-
centration of 8.1 mmol/l, with a leucocyte count of
29 3 109/l and a peripheral eosinophilia of 69%. Total
serum protein was 67.3 g/l. Immunoglobulins were
normal. Echography revealed ascitic ¯uid. Upper gas-
trointestinal endoscopy (including biopsies) did not
reveal abnormalities. In view of the pronounced eosino-
philia and the ascitic ¯uid, there was a strong suspicion
of eosinophilic gastroenteritis of the serosal type.
Treatment with prednisone 40 mg was initiated, which

resulted in a rapid dissolution of complaints and a
decrease in the eosinophilic count. After tapering and
eventually stopping the prednisone medication, the
patient remained without complaints for over 1 year.
Then she experienced more complaints of diarrhoea
and ascites. Total eosinophilic count was markedly
increased. Autoantibody pro®le was normal. Albumin
was 40 g/l, and xylose test was normal. Upper and lower
gastrointestinal tract examinations, including small bo-
wel X-ray, were normal. Extensive investigations (para-
sitological and bacteriological studies of the stool, bone
marrow biopsy, cytogenetic analysis of leucocytes,
radiography and echocardiography) did not reveal para-
sitic infestations, vasculitis, systemic mastocytosis or
idiopathic hypereosinophilic syndrome. Echo-endo-
scopy revealed a thickened submucosal stomach wall,
but multiple endoscopic biopsies were negative. To
ascertain the diagnosis of eosinophilic gastroenteritis, a
full-thickness surgical antrum biopsy was taken. Histol-
ogy revealed eosinophilic granulocytic in®ltration in the
muscular mucosa (Fig. 1). In the ascitic ¯uid, an
in¯ammatory response with eosinophilic granulocytes
was seen. This con®rmed the diagnosis of eosinophilic
gastroenteritis with localization in the stomach. Predni-
sone was started at a dose of 25 mg, with rapid
dissolution of complaints and peripheral eosinophilia.
However, when the prednisone dose was tapered to
5 mg/day, the patient complained of crampy abdominal
pain and diarrhoea. As long-term maintenance medica-
tion was needed, we gave budesonide tablets, normally
used for the preparation of the budesonide clysma.
These tablets were taken orally, not dissolved in ¯uid
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but swallowed with water. Starting dose was 4 mg daily,
with a good clinical effect. Peripheral blood eosinophi-
lia decreased. No side effects were observed. One year
later, the patient complained of diarrhoea four to ®ve
times a day. Peripheral eosinophilia was increased.
Budesonide was increased to 6 mg daily, with a marked
effect on complaints and peripheral blood counts. The
patient has now been free of complaints for more than
2 years. Blood eosinophilia is 1.32 3 109/l. Budesonide
is gradually tapered to a dose of 2 mg/day.

Discussion
In eosinophilic gastroenteritis, the damage to the
gastrointestinal tract wall is caused by eosinophilic
in®ltration and degranulation, with subsequent tissue
damage. The in®ltration may involve one or more
layers of the gastrointestinal wall. The clinical features
depend on the layer and the location involved. Mucosal
involvement leads to protein-losing enteropathy and
malabsorption. Muscle layer involvement can cause
abdominal pain, vomiting, epigastric tenderness, and
obstruction of gastric outlet or small bowel. Ascites is a
predominant feature of subserosal involvement [1,2].
The cause of this chain of events is poorly understood.
One hypothesis involves a type 1 hypersensitivity
reaction to certain (unidenti®ed) food products [3].
This results in mast cell degranulation, with release of
eosinophil chemotactic factor and platelet activating

factor. This attracts other eosinophils, which then
release the contents of their granules ± major basic
protein, eosinophilic peroxidase and eosinophil cationic
protein ± which produces tissue destruction [4,5]. In
addition, tumour necrosis factor alpha (TNF-á) could
be released, leading to tissue in¯ammation [6].

Symptoms include abdominal pain, nausea, vomiting,
diarrhoea and weight loss. Often there is a family
history of allergy. Sometimes iron de®ciency anaemia,
protein-losing enteropathy or malabsorption occurs. In
80% of cases, peripheral blood eosinophilia is found.
Endoscopic ®ndings show prominent mucosal folds,
hyperaemia, nodularity or ulceration, but often no
endoscopic abnormalities are found. Diagnosis is made
on in®ltration of eosinophils in the submucosa without
accumulation of other in¯ammatory cells. Often, bowel
involvement is patchy, requiring multiple biopsies.
Other diseases, such as parasitic infestations, vasculitis,
systemic mastocytosis and hypereosinophilic syndrome,
must be excluded [7].

In our patient, eosinophilic gastroenteritis with at least
involvement of the stomach muscle layer as well as
subserosal layer was proven. The latter can explain the
ascites. The diarrhoea points to small bowel involve-
ment, which, although not histologically proven, seems
logical.

Fig. 1

Marked in®ltration of eosinophils in the muscular mucosa of a full-thickness antrum biopsy.
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Treatment of eosinophilic gastritis consists of steroids.
Prednisone is initiated at a dose of 20±40 mg, which
rapidly causes amelioration of symptoms. In some
patients, maintenance therapy has to be instituted to
prevent relapse [1,7]. Cromoglycate can sometimes be
given with reasonable effect [8]. In our patient, main-
tenance therapy with corticosteroids had to be insti-
tuted. In view of the well-known side effects of long-
term steroid therapy, we wanted to give another
medication with the same local immunosuppressive but
fewer systemic effects. Budesonide is a locally acting
corticosteroid with an ef®cacy comparable to predni-
sone. Its main advantage is its high ®rst-pass metabo-
lism, with little risk of adrenal suppression. Other
systemic corticosteroid side effects are attenuated sig-
ni®cantly when using budesonide. Budesonide is used
mainly in Crohn's disease, where it acts on the small
bowel and the ®rst part of the colon [9,10]. We are
aware of only one other case report in which budeso-
nide was administered in a patient with eosinophilic
enterocolitis. This patient differs from ours because of
the site of involvement (colonic rather than upper
digestive tract), and because enteric-coated rather than
plain budesonide was given [11]. As budesonide is
absorbed by the mucosa and transported to the liver
where it is inactivated, it is logical to assume both a
mucosal and subserosal action of the drug. The latter
can explain its bene®cial effect on ascites in our
patient.

Oral budesonide is available only in a delayed-release
form (CIR). Budesonide is not inactivated by gastric
acid. The purpose of the CIR form is therefore not to
protect the budesonide from gastric inactivation but
rather to ensure release of the drug in the last part of
the small bowel and the ®rst part of the colon [9]. In
our patient, the drug had to be released more proximal,
in the stomach and the proximal small bowel. There-
fore we gave the plain budesonide tablet (originally
designed for dissolution in ¯uid to be given as an
enema) orally. This tablet is absorbed mainly in the
stomach and proximal small bowel [12]. A documented
clinical and biochemical remission was observed after
this treatment. Although maintenance therapy with
budesonide is needed, it has far less systemic side
effects as compared with other orally acting cortico-
steroids.

In conclusion, we describe a case report of eosinophilic
gastritis that was treated with prednisone initially (with
marked side effects). After relapse, the patient was
treated with budesonide tablets. As the systemic side
effects of this treatment are minimal, it could well
become standard treatment for this disease.
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