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ABSTRACT

Eosinophilic ascites (EA) is a rare disorder of unknown etiology that has
been reported in both adult and pediatric patients. It is probably the most
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unusual presentation of the syndrome eosinophilic gastroenteritis (EGE). We

report a 5-year-old male child who presented with bilateral painless scrotal
distension for 5 months with ascites, eosinophilia and eosinophilic ascitic
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fluid. He received various anti-parasitic agents but had no response but finally

responded to steroids.

Introduction

Eosinophilic ascites (EA) is a part of the rare and
heterogeneous condition - eosinophilic gastroenteritis
(EGE). EGE characterised by patchy or diffuse
eosinophilic infiltration of gastrointestinal tissue.! It
is an uncommon disorder characterised by tissue and
peripheral blood eosinophilia in the absence of a known
cause for the latter.2 Pathogenesis of EGE is not entirely
clear. It can present with a wide spectrum of symptoms.
Presentations may vary depending on location as well
as depth and extent of bowel wall involvement and
can be classified into various types based on depth of
involvement.! The diagnosis of EGE is established on
high clinical suspicion in conjunction with suggestive
histopathologic findings. No test specific for EGE is
available and prior to establishing such a diagnosis,

Table 1. Serial hemogram

a few gastrointestinal and systemic diseases should
be excluded. We present 5 years old who presented
with idiopathic eosinophilic ascites and responded to
steroids.

Case Report

A 5-year-old male child, hailing from Nepal, weighing
16 kg, presented with bilateral painless scrotal
distension for 5 months. He used to eat mud and he
had a pet dog. There was no fever or diarrhea. He had
taken anti-tuberculous therapy (ATT) for 7 months
and had completed the course a year ago. Details
of ATT are not available. On examination, he had
bilateral hydrocele, hepatosplenomegaly with ascites.
Abdominal ultrasonography (USG) showed ascites and
bilateral hydrocele. X-ray chest showed right pleural

June 2014 June 2014  June 2014 July

Date April 2014 May 2014 |4 \veek) (3rd week) (4th week) 2014
Hemoglobin (gm/dl) 9.6 9.2 0.9 9.7 10.5
White cell count (cells/ 22400 13100 9300 9800 13600 9400
cumm)

Polymorphs (%) 22 19 46 26 35 48
Lymphocytes (%) 17 21 43 59 38 46
Eosinophils (%) 61 60 8 15 26 6
Absolute eosinophil count

(AEC) cells/cumm 13664 7860 744 1470 2522 564
Platelet (cells/cumm) 252000 232000 238000 315000 222000 271000

ESR (mm at end of 1 hour) 115

Albendazole+
diethyl
carbamazepine

Treatment

Ivermectin +
Albendazole

Metronidazole Steroids
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effusion with right hilar haziness. Mantoux test was
negative. His serial hemogram are depicted in table
1. Serum IgE was high (12430 IU/L); and HIV ELISA
was non-reactive. Diagnostic paracentesis showed
glucose less than 10 mg/dl, ADA less than 10.7 IU/L,
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and 8962 cells/cumm with 85% of eosinophils. He was
treated with 5 days of albendazole, 3 weeks of diethyl
carbamazepine, and 2 days of ivermectin. Stool showed
cysts of giardiasis for which he received metronidazole.
However, he continued to have peripheral eosinophilia.
(Table 1) After a bone marrow examination which
had eosinophilia with normal other cells, and a
normal echocardiography, he was started on steroids
(prednisolone 2 mg/kg/day). Hemogram repeated after
one week of starting steroids showed marked response;
subsequently his scrotal swelling disappeared. Steroids
were given for 1 month followed by gradual tapering. He
continued to remain asymptomatic with no peripheral
eosinophilia. He subsequently left for Nepal.

Discussion

Eosinophilic ascites is probably the most unusual and
rare presentation of EGE. EGE is characterised by
recurrent eosinophilic infiltration of portions of the
gastrointestinal tract in the absence of known causes
for eosinophilia.® The exact cause or incidence of EGE
is not known in India or world and only 280 cases have
been reported in the medical literature till date. Kim et
al from Korea reported 31 new cases of EGE in his study
over 33 years.* In India, 7 cases of EGE were reported
by Venkataram et al over a period of 10 years.> EGE
can present in any age, peaking between third to fifth
decades with slight male predominance.®

The etiology and pathogenesis of EGE is not entirely
clear. It seems to come about because of complex
interplay of environment, genetics, and the immune
system; an association between EGE, collagenoses,
allergy and hypereosinophilic syndrome (HES) has
been reported.3

EGE is classified according to the predominance of
eosinophilic infiltration in the different layers of the
intestinal wall (Klein classification): mucosal, muscularis
and serosal forms.? Clinical manifestations depend on
the affected layers and range from barely perceptible
symptoms to intestinal obstruction or ascites. The most
common mucosal form of EGE manifests with abdominal
pain, nausea, vomiting, diarrhea, sometimes with
hematochezia, and protein losing enteropathy, which
may lead to weight loss and malnutrition. Muscularis
involvement results in gut wall thickening and may lead
to obstruction. The serosal form is the most unusual
and leads to eosinophilic ascites.”8°

In a study of 15 patients with EGE, Chen et al. reported
abdominal pain and diarrhea as the most common
presenting symptoms. One third of the patients had
history of allergy and more than 80% were found to
have peripheral eosinophilia. Histological examination
revealed that 47% of the patients had mucosal type
of EGE, 13% muscular, and 40% subserosal.!® The
prevalence of subserosal form of EGE varies among
different studies. A clinicopathological study of 40
patients with EGE showed predominant mucosal disease
in 59% patients, muscular 30% and subserosal disease
13%.2 Our patient did not have any symptoms related
to intestinal involvement. He only presented with
ascites suggestive of serosal form.

There is no single test or procedure that would point
directly to the diagnosis of EGE, and there are no

strict or uniform diagnostic criteria for it. When it is
suspected based on clinical presentation or the results
of tissue biopsy, other causes of hypereosinophilia, such
as drug reaction, malignancy, parasites, infection, or
systemic disease should first be excluded. Diagnostic
evaluation of the patients with suspected EGE should
include complete blood cell count and differential,
erythrocyte sedimentation rate, C reactive protein,
amylase, stool studies for ova and parasites, upper
and lower gastrointestinal endoscopy with biopsies,
bone marrow biopsy, allergen studies (skin testing
and RASTs), and IgE and IL-5 levels. In the presence
of ascites, paracentesis should be performed, and the
ascitic fluid should be sent for cytology, cell count and
differential, gram stain, culture including culture for
tuberculosis.??

Parasitic infection with Strongyloidiasis and Toxocara
may present with symptoms of gastroenteritis and
eosinophilic ascites, and they need to be excluded prior
to making the diagnosis of EGE.'*'2 Serum IgE elevation
may point to occult parasitic infestation or an atopic
variant of EGE.*3 Qur patient was treated for various
parasitic infestations with albendazole, ivermectin
and DEC but did not have any response suggestive
that parasites were not the cause of his eosinophilic
ascites. He did have high serum IgE suggestive of
atopic variant of EGE.

The diagnosis of eosinophilic ascites might be difficult
to make since it is more common in the serosal form
of EGE in which systemic eosinophilia might be absent
and there may be no eosinophilic infiltration of the
gastrointestinal mucosa. Although laparoscopic serosal
biopsies may be required for a definitive diagnosis,
ascitic fluid eosinophilia and a dramatic response to
treatment with steroids indirectly confirm the diagnosis
of EGE and eosinophilic ascites.!* Our patient had no
gastrointestinal symptoms and he presented only with
ascites. He had a dramatic response to steroids.

Treatment modality depends on the severity of the
clinical manifestations. However, corticosteroids are
the mainstay of therapy with a 90% response rate in
some studies.

Available data on the natural history and therapy
of EGE remains scarce. Untreated patients can
remit spontaneously or progress to develop severe
malabsorption.t® Corticosteroids are the mainstay
of therapy with a 90% response rate in some
studies.!® Treatment modality depends on the severity
of the clinical manifestation. Mild diseases are treated
symptomatically, and small number of patients enter
remission with dietary restriction alone. In patients
with presentation or failure of dietary modifications
or requiring surgical interventions, steroids are
the cornerstone of treatment.!®> Duration of steroid
treatment depends upon the response to treatment.
If patient requires long term steroids to maintain
remission, alternate day steroids for other modalities
like anti histamine and mast cell stabilising agent,
selective leukotriene receptor antagonist can be used.
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