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Abstract: Eosinophilic gastroenteritis [EGE] is a rare disease of the gastrointestinal tract characterized by eosinophilic infiltration of the bowel wall and variable gastrointestinal manifestation. The signs and symptoms of EGE are related to the
extent of bowel involved with eosinophilic infiltration whether mucosa; muscle; and / or subserosa. Peripheral eosinophilia may or may not be present. Diagnosis requires a high index of suspicion and exclusion of other causes of peripheral
eosinophilia. We report a case of a young woman who presented with recurrent abdominal pain and ascites. Diagnosis of
EGE was made based on clinical, laboratory, radiological and histological criteria. The patient demonstrated overlap between different subtypes of EGE and had an excellent response to steroid treatment.
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INTRODUCTION
Eosinophilic gastroentritis [EGE] is a rare disease and a
member of a family of eosinophilic gastroenteritis disorders
[EGIDs] [1]. EGE was first described by Kaijser et al in
1937 [1, 2]. EGE is characterized by an eosinophil driven
inflammation of digestive tract, and the clinical presentation
ranged from non –specific gastrointestinal complaints such
as abdominal pain, nausea, vomiting and diarrhea to specific
findings such as malabsoption , protein losing enteropathy,
intestinal obstruction , eosinophilic ascites and pleural effusion [3]. The clinical features of EGE relates to the extent of
bowel involved with eosinophilic inflammation ranging from
mucosa, muscle, and /or subserosa [4]. Definitive diagnosis
requires histological demonstration of eosinophilic infiltration into the gastrointestinal wall or high eosinophil count in
ascetic fluid, absence of extra gastrointestinal eosinophilic
infiltration, and exclusion of other diseases that can present
in a similar fashion [5].
CASE
A 30-year-old Saudi female, presented at our hospital,
with a one week history of abdominal distension. There was
no history of hematemesis, malaena or change in bowel habits. There was no history of weight loss, fever, recurrent
mouth ulcers, malar rash or joint pain, nor was there was any
history of allergy to drugs or food. One day before admission, she went to a polyclinic where an abdominal ultrasound
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was performed and which revealed mild to moderate ascites.
She had visited another hospital 3 years previously with a
complaint of recurrent epigastric pain and she underwent
upper gastrointestinal endoscopy with no apparent unusual
diagnosis. Helicobacter pylori were confirmed by serology
and she was subjected to triple medications [omeprazole,
clarihromycin, amoxicillin]. Also, she has microcytic hypochromic anemia for 4 years and she was on iron supplementation. At Emergency Room, the patient was generally
well and the vital signs were normal .No lymphadenopathy
was detectable. Chest, cardiovascular and central nervous
system examinations were normal. Abdominal examination
showed positive shifting dullness and no organomegaly. Her
initial investigations revealed leukocyte count of 16.9
x103/L, hemoglobin count of 15 g/dl and platelet count of
200 x103/L. Coagulation profile, urea and electrolytes were
within normal range. Peripheral blood smear revealed a high
eosinophilic count [40%]. The anti amoebic titer was negative and stool microscopy was negative for cyst and ova.
Anti- nuclear antibody, rheumatoid factor and HIV serology
were negative. Diagnostic paracentesis of the ascetic fluid
showed low SAAG [serum / ascites albumin gradient] and
absolute eosnophilia but no malignant cells .Computed tomography of the abdomen with contrast showed mild ascites
and thickening of the duodenum (Fig. 1). Upper gastrointestinal endoscopy showed mild duodenitis. Biopsies of the
duodenum revealed marked eosinophilic infiltration (Fig. 2).
After excluding the possibilities of a parasitic disease,
autoimmune and malignancy, EGE was made based on clinical, laboratory, radiological and histological criteria. A daily
dose of steroid [prednisolone 30 mg] was given. One week
later, the patient recovered from her symptoms. The white
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gastro-intestinal tract involved and the depth of the bowel
wall involvement. EGE is therefore classified into mucosal,
muscular and subserosal subtypes with, considerable overlap
[4, 6].
Mucosal EGE, which is the most common EGE subtype,
presents with abdominal pain, nausea, vomiting, diarrhea,
anaemia and weight loss secondary to malabsorption or protein losing enteropathy [4, 5, 8, 9]. Muscularis EGE, often
manifests as gastric outlet or small bowel obstruction [4-6,
8]. Subserosal EGE, presents with isolated ascites or ascites
in combination with symptoms characteristic of mucosal or
muscularis EGE [5, 6, 8, 10]. The pathogenesis and etiology
of the disease is not well understood. Diagnostic evaluation
of EGE is based on a high index of clinical suspicion with
peripheral eosinophilia, the absence of an identified cause of
eosinophilia, and the exclusion of eosinophilic involvement
in organs other than gastro-intestinal tract.

Fig. (1). Computed tomography of the abdomen showed non obstructive bowel pattern with increase in small bowel thickening and
moderate ascetic fluid.

Fig. (2). Duodenal biopsy showed marked eosinophilic infiltration.

blood cell count was 9.5 x103/L with 2 % eosinophils. Steroid treatment was tapered and terminated after 6 weeks. Two
months later, the patient had recovered from EGE and follow
up by ultrasound of abdomen showed presence of no ascites.
DISCUSSION
Primary EGE is defined as a disorder that affects the gastrointestinal tract with eosinophilic – rich inflammation in
the absence of other known causes of eosinophilia, such as
drug reaction, parasitic infection, or malignancy [1]. EGE
can affect patients of any age, but typically it is found in the
third through fifth decade of life with a male predominance
[6, 7]. The pathological process may occur in any part of the
gastrointestinal tract with; stomach and duodenum most
commonly involved. However, the patients may have various clinical presentations depending on the region of the

Talley et al. [6] identified three main diagnostic criteria
of EGE: [1] the presence of gastrointestinal symptoms, [2]
biopsies demonstrating eosinophilic infiltration of one or
more areas of the gastrointestinal tract, and [3] absence of
parasitic or extra-intestinal disease. However, definitive diagnosis requires histological evidence of eosinophilic infiltration of > 20 eosinopils per high power field on microscopic examination. In subserosal EGE, abdominal paracentesis demonstrates a sterile fluid with high eosinophilic count
[5, 6, 11, 12]. Our patient suffered from recurrent abdominal
pain for about three years resulting in three hospital visits
and upper gastrointestinal endoscopic intervention. She was
also found to have ascites, and a high eosinophilic count was
found in peripheral blood smear and ascetic fluid and other
causes of eosinophilia were excluded. Biopsies were taken
from stomach and duodenum which showed eosinophilic
infiltration of mucosa and submucosal layers of the intestinal
wall. Thus this patient fulfilled the criteria for the diagnosis
of EGE, and has overlap between EGE subtypes.
Radiological imaging tests are not helpful in diagnosis of
EGE and do not have a pathognomonic appearance. The
most common computed tomography finding is thickening
of the intestinal wall and occasionally, localized lymphadenopathy. Ascites is usually detected in patients with subserosal layer involvement [5, 11-13]. Endoscopic evaluation
may demonstrate changes in the gastrointestinal mucosa
varying from normal appearance to severe inflammation,
with erosion, exudates, furrowing polyps, mucosal rings and
stricture formation [5, 6, 8, 14].
The ideal treatment of EGE is to identify and remove the
causative agents if they exist but in adults, the causative
agents are not usually evident [15, 16]. Treatment with steroids is the mainstay of managing EGE. Clinical improvement usually occurs within two weeks regardless the layer of
bowel involved and usage of prednisolone should be tapered
over two to four weeks. However, some patients require prolonged therapy [up to several months] to produce resolution
of symptoms [8, 11]. Long- term prognosis of patients with
EGE is generally good [8, 11]. Adult patients may experience relapse of the disease and may need chronic low dose of
steroids or transition to budesonide or leukotriene antagonist
[17-19].
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