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ABSTRACT

Eosinophilic gastroenteritis is a rarely reported condition. The disease is
characterized by peripheral blood eosinophilia, eosinophilic infiltration of the
bowel wall to a variable depth, and gastrointestinal complaints. Allergic diathesis
can be found in mostofthe cases. In this article we reporttwo cases with interesting
epidemiological characteristics and we will have a brief review of reported cases

in the English literature.
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INTRODUCTION

Eosinophilic leukocytes normally are scattered in the
lamina propria of the gastrointestinal tract. The number of
these cellsis increased in some well-definedconditions such
as peptic ulcer, helminthic infestation, Crohn's disease,
ulcerativecolitis,intestinal carcinoma, lymphoma, etc. Some-
times, however, there is no associated disease to explain the
increaseof eosinophils. The termeosinophilic gastroenteritis
(EGE) is usually applied to describe such conditions.

EGE is a rare disease which is characterized by eosino-
philic infiltration of the Gl wall and is associated with
peripheral blood eosinophiliain most cases. There is usually
a good correlation between the distribution, layer of bowel
involved, and clinical presentation.

Case 1

A 24-year-old male medical student presented with
periumbilical crampy abdominal pain and diarrhea for one
month. He had no other gastrointestinal complaints except
for mild dyspepsia. The pain was not related to any specific

51

food ingestion. There was no history of drug use by the
patient. He had a past history of hay fever and urticaria. He
had a trip to the north of Iran to help the people damaged by
earthquakedisaster (June 21, 1990) justbefore the presentation
of the disease. No remarkable finding was noted on physical
examination.

Routinelaboratory tests were all normal exceptforC.B.C.
which showed 32% and 55% eosinophilia in the peripheral
blood with total count of 25,500 and 28,000 leukocytes,
respectively ontwo occasions. Theerythrocyte sedimentation
rate was in normal range.

Stool examination was positive for Giardia lamblia and
occultblood butnegative for pathogenic bacteria. Total serumn
IgE was 185 IU/ml (normal range: <200 1U/ml). Skin test
(Prick test) was positive for five allergens. Chest X-ray and
K.U.B. were both normal. Upper Gl series and barium follow-
through showed a normal stomach, but thickening and
nodularityof the jejunal folds (Fig. 1). Atgastroduodenoscopy,
the duodenal mucosaappeared nodularandthickened. Multiple
biopsies were taken from the stomach and duodenum.

In histological examination, congestion and edema of
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Fig. 1. Upper Gl series and barium follow-through (case 1) showing
thick nodular folds throughout the small intestine.

lamina propria and diffuse infiltration of cosinophils was
reported. No parasite was observed. Duodenal aspirate was
positive for Giardia lanblia.

The patient was treated with prednisolone, 40 mg/day.
The symptoms disappeared immediately. The complete
blood count revealed 11,000 WBC, 83% neutrophils, 15%
lymphocytes, 2% monocytes, and 0% eosinophils, three
daysafter beginning treatment. The drug was tapered gradu-
ally during two months. After that, there was some episodes
of recurrence of symptoms without need for steroid therapy.
Different investigations ruled out any other disease that
could cause peripheral blood eosinophilia. The patient was
alsotreated for Giardia lamblia withmetronidazole,250 mg.

One year later, C.B.C. was as follows: 9,300 WBC with
40% neutrophils, 29% lymphocytes, 2% eosinophils.

In this patient, history of urticarii, hay fever, positive
allergic skin test, history of travelling to hyperendemic area
for parasiticdiseases, positivestool examination for Giardia
lamblia and occupation of the patient (medical student) are
notable finding.

Case 2

The patient was a 28-year-old m:le dentistry student
with the chief complaint of crampy abdominal pain for one
week. There was no concounittant symptom. He had a
history of urticaria and hay fever. The pain was not related to
any specific food ingestion. No history of drug usc was
noted. Physical examination was normal except for slight
tenderness in the periumbilical arca.
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Fig. 2. Peroral endoscopic small bowel biopsy specimen of case 2.
The lamina propria is heavily infiltrated with cosinophils.

Routine labor:tory tests were all normal except forCBC
which showed 45% :nd 60% eosinophilia in the peripheral
blood with the total white count of 15400 and 21,600,
respectively,ontwooccasions. Theerythrocyte sedimentation
ritte was normal,

Chest X-ray and K.U.B. were normal. Upper GI series
and barium follow throughrevealedthickness and nodularity
of mucosal folds in the stomach and jejunum, and dilatation
of intestinal loops and fragmentation of barium in the ileum.

Inendoscopicexaminationby smallintestinefiberoscope,
stomach appeared normal, but edema and nodularity was
apparent in the duodenurmn and proximal jejunum. Multiple
biopsies were taken.

In histologic exanination, diffuse eosinophilic infiltra-
tion was seen in the lamina propria and submucosa of the
jejunum (Fig. 2). Histological examination of the gastric
mucosa was reported normal except for slight infiltration of
cosinophils. No parasite was seen. Examination of duodenal
aspirate was positive for Giardia lamblia.

Serum total IgE was in normal range. Otherdiseases that
could cause peripheral cosinophilia were ruled out by differ-
entinvestigations. The patient was treated with prednisolone,
40 mg/day. The symptoms disappeared just after beginning
treatment. The drug was tapered gradually over {ive months.
Theee days after beginning steroid therapy the C.B.C. re-
vealed 10,8(0) WBC with only 4% cosinophils. The patient
was also treated for Giardia lamblia with metronidazole,
250 mg tid for 10 days. 1.5 years later, total WBC count was
3,700 with 56% neutrophils, 32% lymphocytes, 10%
monocytes and 2% eosinophils.

In this patint, history of allergic manifestations, infesta-
tion with Giardia lamblia, and occupation of the patient
(dentistry student) were the positive pertinent findings. Asin
case 1, the response to steroid therapy was excellent.
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DISCUSSION

Eosinophilic gastroenteritis is a clinicopathologic state
with undefined pathogenesis which is characterized by
cosinophillic infiltration of the gastric anirum and/or proxi-
mal part ofthesmall bowel. Thisinfiltration typically involves
mucosaormusculiis (orboth). Serosal layerisrarely involved.

Small bowel may show edema, thickness, and stiffness in
the involved arca. Sometimes necrosis and rarely ulceration
may beseen. The disease can involve all parts of the Gl tiazi,
but the stomachis involved in nearly all cases. The esophag::s
and large intestine are almost always spared.*#”

The pathogenesis of EGE is unknown. Thereis, however,
some evidence to suggest an allergic basis for the disease.
‘These include both peripheral and tissue eosinophilia, a high
frequency of past or present allergic diseases (hay fever,
asthma, eczema, and urticaria), and the impression by the
patient that various foods may precipitate gastrointestinal
symptoms. According to thestudiesconductedby Greenberger,
mucosal eosinophilia was accentuated when foods that
precipitated symptoms were instilled into the jejunum of the
patient with the disease.>*'"”

History of allergy is present in 52% of cases." Wienand,
et al. reported a case of EGE as an allergic reaction to a
trimethoprim-sulphonamide preparation.'®

Theclinical manifestations depend on the areaof maximal
Glinvolvementand more particularly the depth of the maximal
discase process. Three main patterns can be delineated.**s?

t. Predominance of mucosal layer involvement: In this
group, the more severe cases of malabsorption and iron
deficiency anemia with fecal blood loss have been described.
In these patients, enteric loss of protein with hypoproteinemia
and peripheral edema may be seen, too.

2. Predominance of muscularis layer involvement: In this
group, marked thickening and rigidity of the gut develops
with obstruction symptoms and radiologic features of pyloric
nawrowing and obstruction in the stomach and featuers
simulating regionalenteritisin thesmallbowel.*'* The disease
can also cause pancreatic and biliary obstruction in very rare
cases.”?

3. Predominance of serosal layer involvement: Cardinal
manifestationinthis groupisascites with marked eosinophilia
in ascitic fluid."'°

The tissue d:unage that is seen probably results from the
cosinophilic infiltration, Arthus type hypersensitivity may be
responsible for attracting eosinophils to the site of antigen-
antibody complexes. The activation of standard complement
pathwaycan be expected todraw eosinophilsto thesiteof the
complex deposition by means of the C3 receptor on the
surface of the cosinophils.

A second mechanism, invoking cellular hypersensitivity
by T-cells specifically sensitized to antigens have heen
shown to release a lymphokine facter capable of attricting
peripheral blood eosinophils. In patients with demonstrable
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serum IgE antibodies to specific food substances and el-
evated IgE serumlevels, the local tissue injury in the gutmay
be due to toxic substances released by mast cellsrather than
damageby the eosinophilsthemselves.**?!" Peripheral blood
cosinophilia and abnormal erythrocyte sedimentation rate
are found in most of the patients with EGE.

Serum total IgE may be elevated and specific food
challenge can cause rapid clevation oflIgE level in the serum.
Stool is positive for occult blood in most of the cases, but
apparent bleeding in the fonn of hematochezia or melena is
rare. Charcot-Leyden crystalscan befound inthe microscopic
examination of the stool.>*#4?

EGE of mucosal type is diagnosed according to the
biopsy findings. Because of discon:inuity of the disease
process, biopsies must be obtained from multiple sites. The
stomach must be examined by multiple biopsies in all cases
becauseof high frequency of involvement. In the muscularis
or serosal layer type involvement, biopsy must be deep
enough toreveal theinvoled layer. Radiologic examination,
laboratory findings and history of allergic diathesis in the
patient may also help to diagnose the disease.

The basis for treatment of all types of EGE is the use of
corticosteroids of short duration (S-10 days). In the cases of
relapse, the treatment must berepeated. Long-term useofthe
drugmaybe needed forcompleterelief of symptomsin some
cases. Different studies have offercd other drugs such as
sodium cromoglycate and ketotifen (an antihistaminic) as
cffective alternatives to traditional systemic corticosteroid
therapy for treatment of EGE.*"" No case refractory to such
therapy has been documented. Elimination diets have been
advised but may not necessarily cause complete relief of
symptoms or disease remission.

Mortality related to the disease itselfis rare. Patients with
costnophilic gastroenteritis have no increased risk of gastroi-
ntestinal malignancy >

Although rare, EGE should be considered in the differ-
ential diagnosis of patients with GI symptoms and peripheral
blood eosinophilia. A number of discases can mimic the
findings of eosinophilic gastroenteritis. Lymphoma of the
stomach or small intestine, gastric cancer, and Crohn's
disease, involving stomach and proximal small bowel, may
all demonstrate radiographic features compatible with eosi-
nophilic gzu;troenlefilis. Peripheral eosinophilia is not usual
in these conditions. Moreover, increased erythrocyte sedi-
mentation rate is commonly noted in these diseases.
Endoscopy or small bowel biopsies will usually suffice to
confirm the diagnosis. Polyarteritis nodosa and
hypercosinophilic syndrome also must be considered in the
differential diagnosis.

Gestrointestinal parasites should always be excluded in
patients withabdominal complaints, weight loss, and periph-
cral eosinophilia. In particular, infestations by hookwonns,
Ascuris, Strongyloides, Toxocara, Trichiuris and intestinal
Capillaria should be considered in those patients from en-
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demic areas.?*?'2%317 Ag Giardia lamblia is not an invasive
parasite of the human G.I. tract and does not cause peripheral
blood sosinophilia, we do not think that G.1. problems in our
patients related to infestation by this parasite.
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