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Eosinophilic colitis (EC) is one of the eosinophilic gastro-
intestinal disorders (EGID). EGID can be classified into 
eosinophilic esophagitis, eosinophilic gastritis, eosinophilic 
gastroenteritis, and eosinophilic colitis. EGID are inflammatory 
disorders in which there is eosinophilic infiltration of the 
gastrointestinal tract without any known cause. We describe a 
case of EC and review its pathogenesis, symptoms, diagnosis, 
complications, treatment and prognosis. 
 
Case 
 
A 67-year-old female with a history of irritable bowel syndrome 
with constipation for over 30 years was seen for mucus in the 
stools and incontinence of mucus for several months. She 
denied any incontinence of stool, abdominal cramping or blood 
in the stools. There was no recent change of bowel habits. 
Approximately 2 years before the office visit she had been 
treated for Clostridium difficile infection and a recent stool test 
for Clostridium difficile was negative. 
 
Her past medical history was significant for essential hyper-
tension, hypothyroidism, right vocal cord paralysis, urticaria 
pigmentosa in her twenties and allergic rhinitis. Her current 
medications included  levothyroxine, losartan, and multi-
vitamins. Her last colonoscopy was over 11 years ago without 
biopsies. Physical examination was unremarkable. Her white 
cell count was 8,100 with 13.8 % eosinophils. Stool tests were 
negative for ova and parasites.  A colonoscopy was performed. 
Except for a diminutive ascending colon polyp, colonoscopy to 
terminal ileum was normal (Figures 1, 2). Random terminal 
ileum biopsies were normal but random right and left colon 
biopsies revealed over 100 eosinophils in each high power field 
(Figures 3, 4) establishing a diagnosis of eosinophilic colitis. 
 
During a post procedure follow up visit, patient stated that since 
her colonoscopy she no longer had mucus incontinence or 
mucus in the stools. Diagnosis of eosinophilic colitis, its 
symptoms, treatment and complications were discussed with 
the patient. Citing her right vocal cord paralysis, patient refused 
to have any additional work up including an endoscopy for 
esophageal, gastric and duodenal biopsies. 
 
Discussion 
 
EC is the rarest type of EGID with a prevalence of approxi-
mately 3 per 100,000 population. It affects both adults and 
children. Pathogenesis of EC is unknown though it is frequently 

associated with other allergic conditions such as allergic 
rhinitis, asthma and eczema. Some infants may have milk-soy 
protein intolerance mimicking EC. In EC eosinophilic 
infiltration can be segmental or pan-colonic and may involve 
mucosal, muscular or subserosal layer.1  There are no distinct 
clinical features that differentiate EC from other types of EGID. 
Patients may be asymptomatic. Mucosa predominant EC can 
present with diarrhea and protein losing enteropathy, with 
transmural disease with colonic wall thickening and features of 
acute intestinal obstruction, intussusception, cecal volvulus or 
even perforation. Subserosal disease can cause eosinophilic 
ascites.2,3 Other symptoms include abdominal pain, nausea, 
vomiting, difficulty feeding and/or gaining weight, poor growth 
and weight loss, bloody diarrhea, malnutrition and fatigue. 
 
Eosinophilic infiltration of the colon can also be present in 
many other conditions including parasitic infections, inflam-
matory bowel disease, drug-induced colitis, allogenic bone 
marrow transplant, eosinophilic granulomatosis with polyangi-
itis (Churg-Strauss syndrome), malignancy, and hypereosino-
philic syndrome. These conditions should be excluded before 
making a diagnosis of EC. There is no involvement of other 
organs in EC. A detailed history should be obtained, especially 
history of all prescribed and over the counter medications as 
well as nutritional supplements. History of any allergic con-
ditions such as allergic rhinitis, asthma and eczema should also 
be documented. 
 
Patients with EC may have peripheral eosinophilia and their 
serum immunoglobulin E levels may be elevated. Radiological 
study findings are nonspecific and may reveal thickening, 
nodularity and narrowing of colon as well as ascites. Diagnosis 
of EC is confirmed by presence of eosinophilic infiltration of 
colon on biopsy and/or eosinophilic ascitic fluid. There are no 
established criteria for ascitic fluid eosinophilia but eosinophil 
counts of up to 88 percent have been reported in eosinophilic 
ascites.4 Eosinophils are normally present in colon. However, 
more than 100 eosinophils per high power field (HPF) in right 
colon, more than 84 eosinophils per HPF in transverse and 
descending colon and more than 64 eosinophils per HPF in 
rectum and sigmoid colon are considered diagnostic of EC.5 
Colonoscopy findings may reveal a normal or hyperemic 
mucosa with or without nodularity and ulceration. Multiple 
biopsies should be taken from terminal ileum and different 
segments of colon. In muscular and subserosal disease, the 
mucosal biopsies may be normal and a full thickness biopsy 
may be necessary. 



  
 
Elimination or elemental diet should be tried in patients who 
have EC associated with eosinophilic gastroenteritis. In patients 
who do not respond to elimination or elemental diet, prednisone 
20-40 mg daily should be used. Prednisone should be tapered 
off as soon as symptoms improve. Aim of treatment is 
symptomatic relief and not elimination of eosinophilic infil-
tration. In recurrent disease, small dose of prednisone may have 
to be used long term.6,7  Other treatments used for EC include 
Cromolyn sodium,8 montelukast,9 suplatast tosilate,10 Ketotifen 
(a second-generation H1-antihistamine not available in the 
US)11 and Omalizumab an anti-Immunoglobulin E (IgE) 
monoclonal antibody. 
 
Natural history of EC is unknown. Patients may remain 
asymptomatic, have intermittent symptoms or have progressive 
disease resulting in stricture formation and perforation. Patient 
response to treatment is also unpredictable. Patients may stay in 
remission after one treatment, may have intermittent flares or 
may need long-term maintenance treatment. EC that develops 
in infancy carries a good prognosis. It usually resolves spon-
taneously, sometimes within a few days.  After a few years, 
these young children can even tolerate the implicated foods. In 
contrast, adults with EC tend to have more chronic presentation 
with periods of activity and remission.  
 
Summary 
 
Primary EC is a rare disorder. It is a mild, food-related disease 
in infants, but a chronic disease in adults. Symptoms depend on 
the colonic layer being predominantly infiltrated with eosino-
phils. Diagnosis of primary EC is based on multiple colonic 
biopsies and elimination of secondary causes. Treatment of EC 
with eosinophilic gastroenteritis is with elimination/elemental 
diets. Patients who do not respond to diet should be given a trial 
of prednisone. Other treatments used for EC include Cromolyn 
sodium, montelukast, suplatast tosilate, Ketotifen (a second-
generation H1-antihistamine not available in the US) and 
Omalizumab an anti-Immunoglobulin E (IgE) monoclonal anti-
body. Infants with EC have a good prognosis with complete 
resolution of disease but adults may have more chronic 
relapsing and remitting disease.  
 
Since this patient was asymptomatic, no treatment was offered 
to her at this time. She was educated on EC advised to keep 
routine follow up office appointments. 
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Figure 1 Terminal ileum 
 

 
Figure 2 Ascending colon 



  
 

 
Figure 3 Right colon 
 

 
Figure 4 Left colon 
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