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Abstract

Eosinophilic gastroenteritis is a rare gastrointestinal
disorder with eosinophilic infiltration of the gastrointestinal
wall and various gastrointestinal dysfunctions. Diagnosis
requires a high index of suspicion and exclusion of various
disorders that are associated with peripheral eosinophilia.
We report a case of eosinophilic gastroenteritis, which
had features of the predominant subserosal type
presenting with ascites and hepatic dysfunction, and
which responded to a course of low-dose steroid.
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INTRODUCTION

Eosinophilic gastroenteritis, first reported by Kaijser in
1937, is a rare gastrointestinal disorder that can present
with various gastrointestinal manifestations, depending
on the specific site of the affected gastrointestinal
wall. Klein e a/"" have demonstrated that this disorder
could be pathologically classified into three major types:
predominant mucosal layer, predominant muscle layer,
and predominant subserosal layer. However, its clinical
features, etiology, and treatment have not yet been
definitely established. We report a case of eosinophilic
gastroenteritis with features of the predominant subserosal
type, including ascites and liver dysfunction.

CASE REPORT

In July 20006, a 33-year-old man presented with mild upper
abdominal pain and, three days later, with abdominal
distention, frequency of bowel motion and fever. His
temperature was 38.5°C. He had no past history of ulcer
pain and never had any abdominal operation. There had
been no weight loss and neither blood nor mucus was
present in the stool. The patient denied taking any drugs
or herbal medicine. There was a history of allergy to
levofloxacin. Chest examination showed no abnormality.
Abdominal examination revealed a soft, mildly tender
abdomen, and shifting abdominal dullness.

The patient was admitted to the Second Affiliated
Hospital of Zhejiang University in July 2006. The
hemoglobin level was 13.0 g/L( normal range, male, 11-16
g/L) and white cell count was 13.6 X 10°/L, with 41.1%
neutrophils, 27.9% lymphocytes, 8% monocytes and
22.5% cosinophils. The platelet count was 138 X 10°/L,
and the sedimentation rate was 8 mm/h. The tests for
antinuclear factor, rheumatoid factor, serum hepatitis B
surface antigen and serum hepatitis A, C, E antibodies
gave negative results. The alanine aminotransferase level
was 337 U/L (normal range, 0-50 U/L) and the aspartate
aminotransferase was 223 U/L (normal range, 0-40 U/L).
The anti-amoebic titer was negative and stool microscopy
for ova and cysts was negative. Ultrasonography of the
abdomen revealed a moderate amount of ascites (Figure 1).
Gastroscopy showed mild antral gastritis. Biopsy of gastric
antrum and proximal duodenum revealed inflammation
with marked eosinophilic infiltration (Figure 2 and Figure
3). Colonoscopy showed mild proctitis and sigmoid colitis.

After excluding the possibilities of a malignancy,
parasitic disease, and autoimmune disease, eosinophilic
gastroenteritis was diagnosed. This diagnosis was
supported by the presence of peripheral eosinophilia and
eosinophilic infiltration of the serosa and subserosa of the
gastric antrum and proximal duodenum. A small daily dose
of steroid (prednisolone 20 mg) was given. Four days later,
the patient recovered from his symptoms. The white cell
count was 9.5 X 10°/L, with 49.1% neutrophils, 27.2%
lymphocytes, 7.7% monocytes and 15% eosinophils.
Seven days later, the alanine aminotransferase level was
128 U/L and the aspartate aminotransferase was 38 U/L.
Ultrasonography of the abdomen revealed no ascites. Steroid
treatment was gradually tapered and eventually terminated
after 4 wk.
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Figure 1 Ultrasonography of the abdomen revealed a moderate amount of
ascites.

Figure 3 Histologic section of proximal duodenum showed inflammation with
marked eosinophilic infiltration (HE, x 400).

DISCUSSION

The important feature in this case of cosinophilic
gastroenteritis is the extremely high eosinophil count in
the peripheral blood and the serosa and subserosa of the
gastric antrum and proximal duodenum. The diagnosis
of eosinophilic gastroenteritis was confirmed after the
exclusion of other disorders that have similar features,
such as gut lymphoma, parasitic infection, carcinoma,
inflammatory bowel disease, and allergy.

Eosinophilic gastroenteritis is a rare disease, which
was first reported by Kaijser in 1937. In 1970, Klein
demonstrated that this disorder could be pathologically
classified into three major types: predominant mucosal,
predominant muscle layer, and predominant subserosal.
The involvement of different layers usually gives rise to
different clinical manifestations. Mucosal disease generally
presents with bleeding, protein-losing enteropathy, or
malabsorption. Involvement of the muscle layer may
cause bowel wall thickening and subsequent intestinal
obstruction. The subserosal form usually presents with
peritonitis and eosinophilic ascites, which was the case in
this patient.

Eosinophilic gastroenteritis can involve any part of
the gastrointestinal tract from the esophagus down to the
rectum. The stomach and duodenum, however, are the

most common sites of involvement””. The etiology of
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Figure 2 Histologic section of proximal duodenum showed inflammation with
marked eosinophilic infiltration (HE, x 100).

eosinophilic gastroenteritis is currently unknown. Allergies
to certain foods or immunological abnormalities have been
speculated as its etiology”®. On the other hand, some
investigators'™'"have demonstrated that the etiology of
this disorder is not associated with allergic reactions. In
our case, there was a past history of levofloxacin allergy.
However, the patient denied taking any drugs or herbal
medicine. The finding of high eosinophil count in the
peripheral blood suggested allergic disorder or parasitic
disorders, or abdominal lymphoma. The likelihood of
parasitic disorders and abdominal lymphoma was remote
because of the history of the patient’s illness, the physical
findings, and the findings on gastroscopy, colonoscopy and
ultrasonography.

In the mucosal form of eosinophilic gastroenteritis,
multiple biopsies must be taken during endoscopy, because
mucosal involvement is often patchy in nature. When
there is a submucosal disease, biopsy of the mucosal layer
sometimes fails to expose eosinophilic gastroenteritis.
Laparotomy or laparoscopy is often required to make a
diagnosis in such cases.

Treatment with a steroid is the mainstay in the
management of eosinophilic gastroenteritis. Clinical
improvement usually is seen after treatment with a low
dose of steroid. Surgical intervention may sometimes
be required for patients with complicating obstruction
or when performing a full thickness intestinal biopsy to
establish the diagnosis.
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