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Inflammatory Bowel Disease and Amebiasis

Abstract
Amebiasis affects around 500 million people in the world and could lead to 100,000 deaths/year from amebic dysentery and/or liver abscess. It is prevalent in 
developing countries like the Southern and Eastern Mediterranean region, and more in the Indian subcontinent, Southern and Western Africa and South America 
where prevalence could reach 50%. It is mainly caused by Entamoeba Hystolitica (EH). Underlying conditions associated with immunosuppression including 
diabetes mellitus and tuberculosis are present in more than 50% of patients.
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Introduction

Amebiasis affects around 500 million people in the world [1], and could 
lead to 100,000 deaths/year from amebic dysentery and/or liver abscess 
[2]. It is prevalent in developing countries like the Southern and Eastern 
Mediterranean region (1), and more in the Indian subcontinent, Southern 
and Western Africa and South America where prevalence could reach 
50% [3,4]. It is mainly caused by Entamoeba Hystolitica (EH). Underlying 
conditions associated with immunosuppression including diabetes mellitus 
and tuberculosis are present in more than 50% of patients [5].

Clinical manifestations of intestinal amebiasis can overlap with 
symptoms of the Inflammatory Bowel Disease (IBD). In fact, the relation 
between IBD and intestinal amebiasis could be intricate: Asymptomatic 
carriage, coexisting infection or super infection causing exacerbation of 
the inflammatory colitis. Bloody diarrhea, the most common presentation 
of Ulcerative Colitis (UC) can arise from EH infection. The use of steroid 
for IBD treatment can lead to serious results due to delayed recognition of 
the parasite [6,7].

Association between IBD and EH

Several studies evaluated the relationship between IBD and amebic 
infections. The incidence of EH in patients with UC ranged from low (4.85%-
10%) to high (54%-69%) [1,8,9].

In IBD patients during exacerbation periods, amebic colitis should be 
considered as a differential diagnosis especially in endemic zone before 
starting steroids and/or immunosuppressive treatment. In fact the relation 
is bidirectional; UC patients may be more prone to be infected by EH due 
to mucosal alteration, and EH infection could lead to exacerbation of the 
disease [6].

It is well established that the most important host defense against invasive 

amebiasis is the colonic mucosa, through the MUC2 mucin, a glycoprotein 
secreted by goblet cells [2]. EH stimulates a pro-inflammatory response by 
several mechanisms. It possesses an N-acetyl-D-galactosamine (GaINAc), 
responsible for binding colonic mucin, an amoebapore which is a pore 
forming peptide, responsible for host cell killing, and cysteine proteases 
leading to host extracellular matrix lysis [2]. Any depletion and alteration 
of this process in colonic mucus such as in IBD patients lead to parasitic 
invasion.

On another hand, Tumor Necrosis Factor (TNF) is considered a 
principle mediator of cell immunity against amebiasis. It is a chemotactic 
agent to EH and it activates the killing mechanism by macrophages through 
the release of NO [10]. One can conclude that the use of anti-TNF therapy 
may be harmful in terms of increasing amebic virulence. In addition, genetic 
mutations in the CREM/CUL2 locus are associated with EH diarrhea. The 
same mutations have been implicated as a susceptibility locus for IBD and 
Crohn's Disease, which further reinforce the pathologic similarities between 
the two diseases [11].

Diagnosis of EH in IBD Patient

The classic stool ova and parasites examination is a relatively poor 
method for diagnosing intestinal amebiasis with a sensitivity of 33% on a 
single specimen and 85% on 3 stool samples over 10 days [12,13]. It is the 
gold standard but routine microscopy cannot be relied on to distinguish the 
pathogenic EH from the nonpathogenic Entamoeba dispar and Entamoeba 
moshkovskii [6,12].

The antigen detection in stool samples of EH by ELISA has a sensitivity 
of 71% and a specificity of 93% [12]. Antibodies used to diagnose infections 
will be detectable within 5 to 7 days and may persist for years in up to 25% 
of cases [6,12,13].

PCR in stool has led to major advances in making an accurate diagnosis 
within 1 to 2 days, with more than 90% specificity and sensitivity, but with 
a high cost [12].

Colonoscopy can be performed either to diagnose amebiasis or 
to exclude IBD exacerbation. Intestinal amebiasis can be present as a 
classical discrete amebic ulcer with normal mucosa or continuous mucosal 
inflammation indistinguishable from Crohn’s disease or ulcerative colitis 
[6,13,14].

In acute exacerbation of IBD in patients living in endemic EH areas, 
classical stool analysis for ova and parasites taken repetitively from 3 
samples should be the first steps. In the setting of a high clinical suspicion; 
defined either by high grade fever and/or acute onset of symptoms, it is 
recommended to check for serology and to go for further investigations by 
PCR in case of positive serology, even a colonoscopy in case of negative 
serology. In contrast, patients with a low clinical suspicion, even if infected 
with EH, it is preferable to initiate IBD exacerbation treatment (Figure 1).
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Management and Treatment of EH in IBD 
Patients

Treatment of EH is divided into two categories: Colonizing disease 
and invasive disease. In asymptomatic colonized IBD patients, intraluminal 
agents should be used to minimize the spread of the disease and the 
risk of developing invasive disease (paromomycin, diloxanide furoate, 
or iodoquinol) [13,15]. It should be noted that concomitant use of 

immunosuppressive therapy in this category of patients does not preclude 
the use of these agents.

 For symptomatic invasive colitis and/or extra-intestinal infection (liver 
abscess), nitroimidazole followed with luminal agent is recommended 
[13,15-17]. In this cases, patients under 5-ASA therapy can continue their 
treatment, while those under immunosuppressive therapy should stop their 
use until eradication of EH infection (Figure 2).

Figure 1. Diagnosis of EH in IBD patients during exacerbation.
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Conclusion

In Endemic areas for EH, it is important to consider intestinal amebiasis 
in any IBD patient refractory to treatment. In these patients, amebic 
infection should be ruled out before starting treatment with steroid or 
immunosuppressive medications. Empiric treatment of amebiasis should 
be considered where diagnostic testing is not available prior to initiating 
corticosteroids or immunosuppressive treatment. Asymptomatic carriers of 
the amebic cysts should also be treated in IBD patients, in order to decrease 
the risk of activation. It’s suggested that IBD patients traveling to endemic 

areas should receive a course of prophylactic anti-amebic medication until 
the end of the travel.
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*Intraluminal agents are diloxanide furoate for 10 days or paromomycin for 7 days or iodoquinol for 20 days.

**Nitroimadazoles are: Metronidazole: 500 mg IV Q8 h.

   Tinidazole: 2 g as single dose for 2-3 days. 300 twice daily orally for 7 days.

   Ornidazole: 1.5 g once daily for 3 days. 500 twice daily orally for 7-10 days.

   Secnidazole: 2 g as single dose.

***Second and third line treatments are the following:

   Nitazoxanide: 500 mg twice for 3 days. 200 twice daily for 3 days (4-11 years).

   Chloroquine: 300 mg twice daily followed by 300 mg daily for 21 days as an 

   adjunct to metronidazole.
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