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Abstract  Case Report 

 

Background: Eosinophilic colitis (EC) is a rare form of primary eosinophilic gastrointestinal disorder, predominantly 

affecting neonates and young adults. Unlike eosinophilic esophagitis, EC remains poorly understood, with limited data 

derived from small case series and reports. It is characterized by eosinophilic infiltration of the intestinal wall, 

submucosal edema, and peripheral eosinophilia. However, the presence of eosinophils in colonic biopsies necessitates 

ruling out secondary causes, making EC a diagnosis of exclusion. Case Presentation: We report the case of a 32-year-

old male with no significant medical history who presented with recurrent watery diarrhea over seven months, associated 

with atypical diffuse abdominal pain, predominantly in the right iliac fossa. Laboratory findings revealed an 

inflammatory syndrome, mild peripheral eosinophilia, and positive ASCA antibodies, while biochemical tests were 

unremarkable. An abdominal CT scan showed thickening of the right colon and cecum with adjacent infiltration. 

Colonoscopy revealed erythematous cecal mucosa with superficial ulcerations, along with edematous and erythematous 

mucosa in parts of the right colon. Histopathological analysis of colonic biopsies demonstrated overlapping features of 

eosinophilic colitis and Crohn’s colitis. The patient was treated with corticosteroids and azathioprine (2.5 mg/kg/day), 

leading to significant clinical and biological improvement. Discussion: A review of the literature reveals considerable 

variability in the role of eosinophils in both inflammatory bowel disease and eosinophilic colitis. While eosinophilic 

infiltration is commonly observed in IBD, its exact significance remains unclear. The coexistence of EC and Crohn’s 

disease is rare and raises questions regarding a possible shared immunopathological mechanism. Conclusion: This case 

underscores the importance of considering eosinophilic colitis in the differential diagnosis of chronic diarrhea with 

eosinophilia, particularly in patients with atypical presentations of IBD. A comprehensive diagnostic workup, including 

histopathological assessment, is essential to distinguish between primary and secondary EC. Further studies are needed 

to elucidate the role of eosinophils in the pathogenesis of Crohn’s disease and their impact on disease progression and 

treatment response. 
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INTRODUCTION 
Eosinophilic gastrointestinal disorders (EGIDs) 

can involve any segment or combination of segments of 

the gastrointestinal tract, from the esophagus to the 

rectum, leading to a variety of clinical presentations. 

These disorders are classified into three main 

subcategories: eosinophilic esophagitis (EE), 

eosinophilic gastroenteritis (EG), and eosinophilic colitis 

(EC) [1]. EC is extremely rare, with only a few cases 

reported since 1979. It most commonly affects neonates 

and young adults and is part of the broader spectrum of 

eosinophilic gastrointestinal disorders [2]. The clinical 

presentation of EC is nonspecific, with symptoms 

including abdominal pain, weight loss, diarrhea (either 

bloody or non-bloody), and malabsorption. When the 

entire bowel wall is involved, intestinal obstruction and 

even perforation may occur [3]. The majority of primary 

EC cases are idiopathic [4, 5]. However, colonic 

eosinophilia can also be secondary to parasitic infections, 

inflammatory bowel disease (IBD), autoimmune 

diseases (e.g., scleroderma, Churg-Strauss syndrome), 

celiac disease, drug reactions, or in association with 

hypereosinophilic syndrome [2-7]. Thus, primary EC is 

a diagnosis of exclusion. The pathogenesis of EC and 

other EGIDs is not well understood, although studies, 

particularly those focusing on pediatric populations, 
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suggest that food allergies, atopy, or gut dysbiosis may 

contribute to the development of these disorders [8]. 

Primary eosinophilic gastrointestinal disease (EGID), 

first described by Kaijser in 1937 [9], is a rare group of 

gastrointestinal disorders characterized by eosinophilic 

inflammation without any identifiable cause for the 

eosinophilia, such as parasitic infection, drug reactions, 

or malignancy [10]. EC represents the least common 

manifestation of EGID, whether it occurs alone or in 

conjunction with disease in other parts of the 

gastrointestinal tract [11]. EC appears to have a bimodal 

distribution, affecting neonates at a relatively high 

prevalence and a separate group of young adults, with no 

gender preference [10]. Peripheral eosinophilia is 

inconsistent. The definitive diagnosis is established 

through biopsy [6]. 

 

The presence of activated tissue and peripheral 

blood eosinophils in chronic inflammatory bowel disease 

(IBD) has been documented for many years. 

Additionally, eosinophilic granulocytes in rectal mucus 

and elevated levels of eosinophil cationic protein in fecal 

or gut lavage fluids have been observed in patients with 

IBD [12]. Interestingly, allergic and respiratory 

symptoms, including cases of eosinophilic pneumonia 

[13], bronchial hyperreactivity, abnormal lung function 

tests, and positive skin prick tests, were more prevalent 

in patients with IBD compared to the control group [14]. 

 

This article presents a case of a patient with 

chronic diarrhea diagnosed with overlapping 

eosinophilic and Crohn's colitis. 

 

CASE REPORT 
A 32-year-old male with no significant medical 

history (such as atopy, medication use, etc.) presented 

with recurrent episodes of watery diarrhea over the past 

seven months, associated with atypical diffuse 

abdominal pain, most pronounced in the right iliac fossa. 

His physical examination did not reveal any remarkable 

findings. Examination of the anal margin and the rectal 

examination were normal. 

 

The biological workup revealed an 

inflammatory syndrome (C-reactive protein = 65 mg/L, 

erythrocyte sedimentation rate = 27 mm/h), fecal 

calprotectin = 1158 mg/kg, slightly elevated eosinophils 

(3200 cells per mm³), and ASCA antibodies were 

positive. Quantiferon, PANCA and antitransglutaminase 

antibodies were negative. Biochemical tests were 

unremarkable. Parasitological examination of stool and 

stool bacterial cultures were negative. Abdominal CT 

scan showed thickening of the right colon and cecum 

with adjacent infiltration, where lymph nodes were 

located. 

 

Gastroscopy showed a congestive gastropathy. 

Pathology was normal for esophageal and duodenal 

biopsies and showed chronic gastritis without HP for 

gastric biopsies. Colonoscopy demonstrated diffuse 

mucosal edema, erythema, and superficial ulcerations 

involving the cecum and adjacent segments of the right 

colon. Multiple colonic biopsies were taken. Histological 

analysis revealed overlapping features of eosinophilic 

colitis and Crohn’s colitis. The inflammatory infiltrate 

was moderate, diffuse, and polymorphous, consisting 

primarily of lymphocytes, plasma cells, and a substantial 

number of eosinophils. The eosinophils were notably 

abundant, with counts exceeding 40 eosinophils per 

high-power field, and exhibited signs of degranulation. 

Focal architectural distortion and fibrosis were also 

observed, suggesting ongoing tissue remodeling. No 

granulomas were present. Biopsies from the terminal 

ileum did not show any significant abnormalities. 

 

The patient was started on high-dose 

corticosteroid therapy with a tapering regimen and 

azathioprine (2.5 mg/kg/day). With this treatment, the 

patient's symptoms regressed, and he became 

asymptomatic during subsequent follow-up visits. 

 

 
Figure 1: Colonoscopic finding erythematous and edematous mucosa 
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DISCUSSION 
A literature review reveals significant 

variability in eosinophil involvement in IBD and 

eosinophilic gastroenteritis, with some rare cases 

resembling the one presented here. Eosinophilic 

gastrointestinal disorders (EGIDs) are chronic conditions 

characterized by eosinophilic infiltration of the digestive 

tract, primarily affecting the stomach and small intestine, 

with colonic involvement being rare. Peripheral 

eosinophilia is inconsistent. EC remains the least 

common form of EGID, though its incidence has 

increased over the past decade [15]. 

 

EC follows a bimodal age distribution, peaking 

in neonates and young adults, with no gender preference 

[16-5]. It can be classified as primary or secondary [17]. 

Secondary EC results from eosinophilic disorders, such 

as hypereosinophilic syndrome, or other conditions, 

including IBD, parasitic infections, autoimmune 

diseases, vasculitis, medications, malignancies, and 

IgG4-related disease [2-19]. Drug-induced EC has been 

linked to various medications, though its exact 

mechanism remains unclear [2-20]. 

 

Primary EC is often associated with allergic 

reactions, either IgE-mediated (anaphylactic-type food 

allergies) or non-IgE-mediated (food enteropathy), with 

milk proteins being the most common trigger in pediatric 

cases [10]. Allergic conditions such as rhinitis, eczema, 

and asthma are frequently linked to EC [16]. The 

pathogenesis of EGIDs remains unclear, though food 

allergies, atopy, and gut dysbiosis have been implicated 

in pediatric cases [18]. In adults, potential causes remain 

poorly understood. While IgE involvement in EGIDs is 

debated, the dominant hypothesis suggests a Th2-

mediated mechanism, with interleukin-5 and eotaxins 

playing a pathogenic role [19]. 

 

The diagnosis of EGID relies on clinical 

symptoms, peripheral eosinophilia, histological findings, 

and exclusion of secondary causes. EC presentation 

varies with the location and extent of bowel involvement. 

Mucosal involvement leads to abdominal pain, nausea, 

vomiting, and diarrhea, while muscular layer 

involvement may cause obstruction. Subserosal 

infiltration can result in ascites [7]. Laboratory tests, 

including eosinophil counts and IgE levels, have limited 

sensitivity and specificity [15]. Endoscopic findings are 

often normal, making biopsy collection crucial for 

diagnosis, even when the mucosa appears unremarkable 

[21]. 

 

Eosinophils are normally present in the colonic 

lamina propria, with regional variations in density. 

However, there is no consensus on normal eosinophil 

levels. Some studies suggest that an eosinophil count >40 

per high-power field in at least two colonic segments 

confirms EC [17]. Additional histopathological features, 

such as eosinophil degranulation, submucosal 

involvement, and edema, are useful diagnostic markers 

[5]. 

 

The association between eosinophilic disorders 

and IBD is complex. Reports suggest a potential overlap 

between eosinophilic esophagitis and Crohn’s disease 

(CD) [22]. Eosinophilic granulomas have also been 

identified in association with Crohn’s disease in the 

ileum [23]. While EC and CD share histological features, 

key differences exist. Unlike CD, EC typically lacks 

granulomas, fibrosis, and crypt distortion. The 

inflammatory infiltrate in EC is predominantly 

eosinophilic, whereas CD shows mixed inflammatory 

cells. Some cases of EC may eventually be diagnosed as 

CD [24]. 

 

Eosinophils play a role in IBD pathogenesis 

[25]. Studies have shown altered eosinophil and mast cell 

numbers in IBD patients, correlating with disease 

activity [26]. Eosinophilic infiltration is more frequent in 

CD than in UC, making it a useful histological marker 

[27]. Inflammation-driven eosinophil activation leads to 

tissue damage via the release of cytotoxic granule 

proteins and pro-inflammatory cytokines [28]. 

Eosinophil counts are elevated in both active and 

remissive phases of CD and UC, with a strong correlation 

between eosinophil activation and disease severity [29]. 

 

Eosinophils may also contribute to fibrosis and 

disease progression in IBD. Increased eosinophil activity 

and interleukin-5 expression have been linked to higher 

recurrence rates after surgery in CD [30]. Experimental 

models suggest that blocking eosinophil recruitment 

reduces intestinal inflammation and remodeling [31]. In 

UC, eosinophilia correlates with severe disease, surgical 

intervention, and primary sclerosing cholangitis [32]. 

While eosinophils are mainly pro-inflammatory, 

emerging evidence suggests they may also have 

protective roles. Some studies report increased 

eosinophil activation during UC remission, possibly due 

to the release of anti-inflammatory mediators like 

protectin D1 [33-36]. 

 

The overlap between eosinophilic and 

idiopathic colonic diseases may indicate shared 

immunopathogenic mechanisms. The gastrointestinal 

tract is constantly exposed to environmental antigens, 

triggering diverse inflammatory responses. Individual 

variations in immune regulation may explain the 

heterogeneity of these disorders, highlighting the need 

for further research to clarify their pathophysiology and 

treatment implications [37]. 
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