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Eosinophilic Gastroenteritis Involving the Distal Small Intestine
and Proximal Colon
Guan-Yeow Ong, MD; Chia-Chang Hsu, MD; Chi-Sin Changchien, MD;
Sheng-Nan Lu, MD, PhD; Shun-Chen Huang1, MD
Eosinophilic gastroenteritis (EG) is an unusual disorder. It is characterized by
eosinophil infiltration of the gut wall histologically and is manifested by gastrointestinal
(GI) symptoms clinically. This disease entity preferentially affects the stomach and proximal small intestine. Mucosal layer disease is the most common form of this uncommon disease. We present a case of EG with transmural distal small intestinal and proximal colonic
involvement whose clinical symptoms included watery diarrhea, abdominal pain, and body
weight loss. Colonoscopy showed non-specific colitis in the proximal colon. Small bowel
series showed diffuse jejunal dilatation with wall thickening and rigidity. Abdominal computed tomography also showed a thickened bowel wall with partial ileus and ascites.
Diagnosis was established through endoscopic biopsy and ascites paracentesis, while at the
same time excluding the possibility of parasite infection. Treatment with prednisolone produced a dramatic response. A high index of suspicion in cases of peripheral eosinophilia
with concomitant GI symptoms is needed for the early diagnosis of this uncommon disease.
(Chang Gung Med J 2002;25:56-61)
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osinophilic gastroenteritis (EG) is an uncommon
disease which was first described by Kaijser in
1937.(1) Since then, fewer than 300 cases have been
reported in the literature.(2) The etiology of EG is
still unknown, and the pathogenesis is still under
investigation. The incidence of EG peaks between
the ages of 30 to 50 years, but it can be seen in any
age group. There is a slight male predominance.(3)
Allergy history is an important feature in EG. Most
studies revealed that an average of 50% of EG
patients have a history of allergy.(4-6) EG is characterized by eosinophilic infiltration of different layers of
the gut wall. Based on the predominant layer to
which the eosinophils infiltrate, the disease is classified into (1) mucosal (and submucosal) disease, (2)

muscle layer disease, or (3) subserosal (serosal) layer
disease.(7) Each category of disease manifests differently. Abdominal pain, nausea, vomiting, and diarrhea are the most common clinical presentations of
mucosal disease. Muscular layer disease often presents with pyloric stenosis and intestinal obstruction,
while ascites is the typical presentation of subserosal
disease.(3,8) Symptoms may be mild and non-specific,
or they may present themselves as emergent acute
abdomen which needs to be managed surgically.(9)
However, very often there is an overlap of symptoms
due to multiple layer involvement. EG may involve
any part of the GI tract. The stomach is the most
common site of involvement (43%),(5) followed by
the proximal small intestine. We report a case of EG
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involving the distal small intestine and proximal
colon, with the presentation of abdominal pain, diarrhea, and ascites.

CASE REPORT
A 31-years-old man was admitted to our hospital with the complaints of abdominal pain, diarrhea,
and body weight loss of 2-month duration.
Abdominal pain attacked intermittently with variable
duration. It was located in the upper and mid
abdomen, along the midline of the body, without
radiation. Stool passage averaged 5 to 6 times/day,
and was yellowish and watery in character. The
patient denied vomiting, bloody stool, fever, or any
other systemic symptoms. He had suffered from
bronchial asthma since childhood, and had received a
right herniorrhaphy 2 decades ago. He took no medication except asthma attack. He had no history of
food or drug allergies. Physical examination
revealed mild tenderness over the entire abdomen,
and digital examination of the rectum was normal.
Complete blood count revealed normal red blood
cells and platelet counts. White blood cells were
17,300/mm3, with a differential count of 32% neutrophils, 14% lymphocytes, 6% monocytes, and 47%
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eosinophils. Serum chemistry was essentially normal with an albumin level of 3.3 g%. Routine stool
analysis showed the presence of occult blood and
pus, but no parasites or ova were identified. Upper
GI endoscopy produced a negative finding with negative histological results in stomach and duodenum
after blind biopsy of these areas. However,
colonoscopy showed multifocal reddish mucosal
changes at the transverse colon, ascending colon and
cecum (Fig. 1). Biopsy at these sites revealed acute
and chronic inflammation with dense eosinophilic
infiltration (Fig. 2). Small bowel series showed diffuse jejunal dilatation with wall thickening and rigidity . Abdominal computed tomography also showed
bowel loop dilatation and thickened bowel walls, as
well as the presence of ascites (Fig. 3). Ascites study
revealed bloody exudates. The white blood cell
count in the ascites was 14,800/mm3, with a differential of 1% neutrophils, 4% monocytes, and 95%
eosinophils. Ascites cultures and cytology revealed
negative results. Serological studies showed elevated IgE (239 IU/ml). The erythrocyte sedimentation
rate, complement level, tumor markers (including
CEA, CA19-9, CA-125, and AFP), titers of antinuclear antibody (ANA), and rheumatoid factor were
all within normal limits. Bone marrow aspiration and

B

Fig. 1 Endoscopic examination revealing multifocal flat erythematous mucosal changes (left) and depressed erythematous mucosal
changes (right) over the proximal colonic mucosa.
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of 2 weeks, and then was tapered to 5 mg b.i.d. over
1 month. Subsequent out-patient-department followup revealed normalization of the white cell count and
eosinophilic count, as well as resolution of ascites
and colonic mucosal changes; a further colonoscopic
biopsy showed resolution of the eosinophilic infiltration.

DISCUSSION

Fig. 2 Histological examination of the colonic biopsy specimen showing dense eosinophilic infiltration of the colonic
mucosa. (H & E¡ 40)

Fig. 3 Abdominal computed tomography showing a thickened and dilated bowel wall with air fluid level from the
jejunum down to the ascending colon area (left lower and
right arrows). The presence of ascites is also shown (left
upper arrow).

biopsy were done and showed no evidence of malignancy.
The patient was placed on low-dose steroid therapy (prednisolone 10 mg b.i.d.) and the response was
dramatic. Clinical symptoms resolved within 1
week, and the patient was then discharged uneventfully. Prednisolone 10 mg b.i.d. was used for a total

Isolated colonic involvement is a rare presentation of EG. Only 28 cases of colonic involvement
were reported until 1992.(10) Cecum and ascending
colon are the most common sites of involvement.
The incidence of colonic involvement decreases distally.(11) It was reported that there is a slight female
preponderance in cases of colonic EG.(12) Our review
of the literature shows that colitis is the most common clinical presentation of colonic EG (54%), followed by a colon mass or tumor (31%), and intestinal obstruction (23%).(10,12,13) Other presentations
include colonic intussusception, appendicitis, acute
abdomen, colon perforation, rectal bleeding, and iron
deficiency anemia.(14-16)
EG involving more than one site of the GI tract
is not uncommon. In Naylor's report, 36% of cases
presented with 2 or more sites of the disease; (5)
involvement of the entire digestive tract has also
been reported.(17) EG with concomitant involvement
of the small intestine and colon, however, is not
often reported in the literature. This shows that the
reported cases of concomitant small intestine and
colon involvement are far fewer than those of isolated colonic involvement. Our case is one of concomitant jejunal, ileal, and colonic involvement. Intestinal
obstruction(10,18) is the most common clinical presentation for such cases (50%). Other clinical presentations include vague abdominal pain and diarrhea.
Our case had all of these symptoms.
To establish a diagnosis of EG, the following
criteria must be fulfilled: (1) GI symptoms are present, (2) eosinophilic infiltration of the GI is tract
demonstrated at biopsy, (3) no eosinophilic involvement of multiple organs outside the GI tract is seen,
and (4) no parasitic infestation is present. (3) Most
often, the disease attacks intermittently, but there are
also cases with chronic illness.
Endoscopy is an important tool for the evalua-
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tion and diagnosis of EG. Endoscopic findings vary
widely. Abnormal endoscopic findings include
prominent mucosal folds, hyperemia, ulcerations,
and nodularity. In EG that involves the terminal
ileum or colon, aphthoid ulcers may also be seen,
most commonly at the cecum and ascending colon.(3)
To establish a diagnosis of EG, endoscopic biopsy is
often done. Because EG involvement is usually
patchy in character, multiple biopsies from both the
normal and abnormal mucosa have to be done. In
our case, multiple non-specific hyperemic mucosal
lesions were found with colonoscopy and biopsies
from these areas revealed dense eosinophil infiltration, further confirming our diagnosis.
Radiographic findings of EG are often nonspecific and variable. The most common abnormal radiographic findings, including sonography, barium
study, and computed tomography, may show thickened GI folds, bowel obstruction, or dilatation.(4,6)
Laboratory study often reveals peripheral
eosinophilia in EG patients (67% - 100%).(4,6,19) This
is not a universal finding and thus does not constitute
a prerequisite for diagnosis. However, a finding of
peripheral eosinophilia and concomitant GI symptoms should raise the suspicion for EG. Iron deficiency anemia and positive occult blood in the stool
are also commonly found, probably due to mucosal
involvement with GI blood loss.(3,5) Stool analysis is
an important part of the laboratory investigation, as
exclusion of parasitic infestation is needed for diagnosis.
In EG patient with ascites, paracentesis followed by ascites study often provides a diagnosis.
Typically, the ascites is exudative in nature, with a
high eosinophilic count, and may sometimes be
bloody.(3) In our case, the ascites was shown to be
exudative in character with marked eosinophilia.
Treatments for EG vary due to the heterogeneity
of symptoms and the sporadic nature of the disease
in most patients. For patients with mild symptoms
and intermittent attacks, reassurance and expectant
observation may be the only measures needed.(8) For
patients with a history of food intolerance or allergies, an elimination diet is worth trying.(3) It is successful sometimes, but relapse is rather common. For
the remaining patients, steroid administration is the
most important and successful treatment. Most
patients dramatically respond to steroids. The rec-
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ommended dose is prednisolone 20-40 mg q.d. in the
morning for 1-2 weeks. The dose is then tapered off
over several weeks. In our case, prednisolone 10 mg
b.i.d. was prescribed for 2 weeks, then tapered off to
5 mg b.i.d. over 1 month. Resolution of symptoms
and colonic hyperemia as well as ascites was found 3
weeks after treatment. The eosinophil count returned
to normal 2 weeks after treatment. Some patients
may experience relapse after cessation of steroids.
The relapse rate after steroid cessation varies, but
relapse rate as high as 83% have been reported and
are worth noting.(6) Low-dose steroids (usually 5-10
mg/day) is needed for maintenance in these patients.
Mast cell stabilizers such as sodium cromoglycate
and ketotifen(3,15) are also used for the treatment of
EG, especially in those patients who are not steroid
responsive, or in cases where use of steroids is contraindicated. Apart from these, use of the
leukotriene-receptor antagonist, montelukast,(20) and
certain immunosuppressive agents such as azathioprine and hydroxyurea (3) have also been reported.
However, the efficacy of these medications is
unknown. In all cases of EG, surgery should be
avoided as far as possible since recurrence after
surgery is often found. Surgery should be reserved
for those with significant bleeding, perforation, and
GI obstruction that are refractory to medical treatment.(5,8) For patients who received surgery, adjunctive use of steroids as part of the treatment regimen
decreased the recurrence rate from 67% to 25%.(2)
In conclusion, EG is an uncommon disease of
unknown etiology; it is important to recognize
because treatment is available in most cases. It
should be highly suspected in cases with presentations of peripheral eosinophilia and concomitant GI
symptoms.
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