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Introduction
Eosinophilic gastroenteropathies (EoGs) are rare and 

poorly defined diseases of the gastrointestinal tract (GIT). 
These disorders, which are usually associated with peripheral 
eosinophilia, involve recurrent eosinophilic infiltration of at 
least one organ within the GIT (1,2). Symptoms are similar 
to those of many systemic diseases. Gastroenterologists 
and general internal medicine specialists, therefore, should 
seek more awareness to ensure a proper diagnosis is made.

Case Presentation
An 18-year-old female presented to the hospital 

having had generalized abdominal pain and swelling for 
a week with no identified relation to food. Nausea and 
vomiting were reported during the previous three days. 

She did not demonstrate any fever, weight loss, night 
sweats, chest pain, or joint swelling and was not taking any 
prescribed medication or herbal compounds. Upon physical 
examination, increased intestinal sounds accompanied by 
slight abdominal swelling, abdominal tenderness without 
rebound and grade 2 ascites were noted. Her white blood 
cell count was found to be 15,200/µL with 58.4% being 
(8,900/µL) eosinophils. Biochemistry, thyroid function, 
sediment and urine analysis findings were all normal. 
Additionally, C-reactive protein, anti-endomysial antibodies, 
tissue transglutaminase antibody, anti-nuclear antibody, 
anti-ds DNA, anti-mitochondria antibody tests and urine 
culture results were all negative, while her immunoglobulin 
E (IgE) level was 1,321 IU/mL. Stool parasites tests and 
toxocara, echinococcus and faecal calprotectin tests were 
also negative. Flow cytometry of a peripheral blood sample 
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did not reveal any myelolymphoproliferative findings. A 
contrasted abdominal computed tomography (CT) coronal 
section scan showed moderate ascites with thickened 
gastric antrum and small bowel walls (Figure 1). Abdominal 
paracentesis revealed that 95% of white blood cells were 
eosinophils (Figures 2a and 2b). Acid samples were as 
follows: pH= 7.47; lactate dehydrogenase= 401 mg/dL; 
and albumin= 3.18 g/dL (serum albumin= 4.0 g/dL). Skin 
prick test was negative. Esophagogastroduodenoscopy 
(EGD) demonstrated moderate pangastritis, bulbitis, 
and duodenitis. Histological appearance revealed 17 to 
20 eosinophils per high-power field of the oesophagus 
and chronic non-atrophic gastritis (Figure 2c). Histological 
findings from the gastric mucosa did not reveal eosinophilic 
gastritis; thus, laparoscopy was performed. During the 
laparoscopic examination, a hyperaemic oedema area of 2 
cm to 3 cm was detected on the front of the gastric antrum 
(Figure 3). In the biopsy evaluation of the stomach antrum, 
eosinophilic infiltration of the prominent muscularis propria 
and subserosa and associated mild acute inflammation 
reaction were detected (Figure 2d).

As a consequence, a diagnosis of eosinophilic 
gastroenteritis was made. She was treated via the 
elimination of milk and milk products from the diet and 
proton pump inhibitor administration. Her abdominal pain, 
acid and examination findings were completely resolved 

after two weeks of milk and dairy products being eliminated. 
Her absolute eosinophil count at this point was 1,900/μL 
(25.7%). Additionally, her IgE level was decreased to 202 
IU/mL and abdominal ultrasonography showed complete 
resolution of ascites. By the second month of treatment, 
she was asymptomatic while continuing the elimination 
diet. Her peripheral blood count revealed an absolute 
eosinophil count of 300/μL (8.3%).

Discussion
EoGs are an infrequently observed disease characterized 

by recurrent eosinophilic infiltration of various sections 
of the GIT. Eosinophilic tissue infiltration may affect any 
of the three layers (i.e., mucosal, muscular, subserosal) in 
the digestive tract wall, with symptoms typically varying 
according to the affected layer (3). Of the three types, 
the mucosal form is the most common, while the serosal 
form is the least common (1). Often, symptoms of EoGs 
include colonic abdominal pain, bloating, diarrhoea, weight 
loss, and vomiting (4,5). Other features of severe EoGs 
are gastrointestinal bleeding, iron deficiency anaemia, 
hypoalbuminemia, protein-losing enteropathy, and 
growth disturbance (5). Patient symptoms in the case of 
the mucosal form of EoGs are usually abdominal pain, 
nausea, vomiting, and diarrhoea. The muscular form in 
contrast demonstrates a thickened intestine that match the 
symptoms of intestinal obstruction (6). Serosal infiltration 
accompanied by eosinophils and associated abdominal 
distension have rarely been reported with eosinophilic 
ascites and bowel perforation (4,7-9).
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Figure 1. Abdominal computed tomography showed moderate ascites 
with thickening of the gastric antrum and small bowel walls

Figure 2. Figure 2a: High-power oil immersion view of the peripheral 
blood film shows eosinophils (Wright-Giemsastain; x1000). Figure 2b: 
Diagnostic paracentesis demonstrates ascitic fluid rich in eosinophils 
(H&E, x40). Figure 2c: Eosinophiles scattered towards the surface of the 
mucosa in the endoscopic biopsyspecimen of esophageal mucosa (H&E, 
x40). Figure 2d: Prominent eosinophilic infiltration in the intersitisiel 
connective tissue in the laparoscopic biopsy



266

Doğan et al. 
Eosinophilic Ascites

Peripheral eosinophilia is a very common finding in EoG 
(9). Eosinophilia was determined to be 58.4% in our case due 
to serosal involvement. When searching for other eosinophilia 
causes, the results of the relevant tests were negative. 
The patient was not taking any prescribed medications 
such as aspirin, penicillin, cephalosporins, cotrimoxazole, 
or carbamazepine. The patient refused colonoscopy, which 
would have been the next step in the clinical workup of 
eosinophilic gastroenteritis. Clinical, laboratory, and 
histological findings of our patient were not compatible with 
Crohn’s disease. Ascites does not appear in most patients at 
the time of exacerbation of Crohn’s disease (10).

An EoGs diagnosis is based on high clinical suspicion with 
histopathological findings. If the diagnosis is uncertain, CT 
imaging can help to determine the location of the thickened 
GIT areas. The presentation of ascites that develops in 
serosal involvement is exudative and eosinophil-rich, as 
detected in this patient (9). EGD examination can detect 
hyperaemia, ulceration, stricture, nodular appearance and 
ulcer in EoGs. Pangastritis, bulbitis and duodenitis were seen 
in this case. A full-thickness biopsy is taken laparoscopically 
for subserosal involvement and is sometimes necessary 
for diagnosis (1,3). In this case, a seromuscular biopsy was 
obtained and the presence of a dense eosinophil infiltration 
in the biopsy specimen revealed a diagnosis of EoG (Figure 3).

Conclusion
The first-line treatment for EoG is the removal of the 

responsible food from the diet (1). However, nutritional 
elimination treatment is only valid in some patients, as there 
are difficulties inherent in identifying the responsible food 
(4). We treated the present case with food elimination only. 
Subsequently, ascites and eosinophilia reduction occurred. 
This is a different outcome from other studies that required 
steroid therapy (7,9). Corticosteroids are an important 
treatment option if dietary therapy is unsuccessful in 
promoting remission, although they should be used with 

caution due to associated side effects and it should be 
kept in mind that relapses may occur at a later time 
after medication discontinuation (1). Therefore, nutritional 
elimination should be tried prior to the introduction of steroid 
therapy in clinically appropriate patients. Since an outcome 
similar to our case who responded to the elimination of 
nutrients alone had not been previously reported, we would 
like to present our report as documentation to contribute 
to the literature.
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Figure 3. Laporoscopic evaluation of the patient revealed serosal 
inflammation involving the portion of antrum




