
Case Report

Gastroenterology, Hepatology and Endoscopy

Gastroenterol Hepatol Endosc, 2018          doi: 10.15761/GHE.1000164  Volume 3(3): 1-3

ISSN: 2398-3116

Eosinophilic esophagitis evoked by amino acid 
preparations in three brothers to a family with strong 
history of atopy
Asad Dajani1*, Laura Kassym2 and Adnan Abu Hammour3

1Gastroenterology Division, Emirates Medical Association, Pan Arab Association of Gastroenterology, Sharjah, Dubai, UAE
2Asad Dajani Specialized Clinic, Sharjah, UAE
3Abu Hammour Medical Center Dubai, UAE 

Abstract
Eosinophilic esophagitis is increasingly recognized since it was described in 1978. It is an inflammatory disorder of the esophagus characterized by the accumulation 
of eosinophils in the epithelium leading to a range of symptoms that does not respond to PPIs. The mediated inflammatory response is similar to the milieu of 
bronchial asthma reaction however studies had documented food and aero-allergies in its causation with an evidence of disease remission in children fed on elemental 
diet. Seasonality and association with pollen count has also been demonstrated. We describe here, the case of three brothers from a family known to have atopic 
disorders who developed Eosinophilic Esophagitis at about the same time when they started using complex protein shakes and amino acid tablets meant for body 
building. Initially they did not respond to empiric PPIs but when diagnosed by endoscopy and histologic proof was documented they responded to topical steroids 
and a leukotriene analogue. Remission was maintained by eliminating the proteins and amino acids from their diet.
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Introduction
Eosinophilic esophagitis (EoE) is a chronic, immune/antigen 

mediated disease, characterized clinically by dysphagia and 
histologically by eosinophil-predominant inflammation of the 
esophageal mucosa [1]. Epidemiologic data depends on medical 
awareness and the availability of endoscopy services. The incidence 
and prevalence has increased noticeably over the past years [2], In 
the general population the prevalence varies from 0.2 to 4/1000 in the 
asymptomatic patients [3-5], but by endoscopy it is found in 5-16% in 
those who have relevant symptoms [6-8]. 

EoE is more common in males than females and can affect all 
races and ethnicities. Most of the patients are atopic with a familial 
association. There seems to be a stronger genetic component expression 
in EoE than other atopic diseases [9,10].  The risk recurrence ratio 
in the siblings for EoE is approximately 80 [11], compared with 
approximately 2 for asthma [12].

The disease is thought to be due to an allergic reaction to ingested 
food [13], the use of elemental diets with exclusion of certain amino 
acids had led to a significant clinical and histological improvement 
[14]. This was first concluded from the work of Kelly et al., who treated 
children with an elemental diet or amino acid-based formula [15]. 
Amino acid formulas are known now to be the most effective diet for 
EoE therapy, with a remarkable clinical and histological improvement 
rate over 96% of children [16-18]. The natural history of EoE is not 
well described yet; but previous studies [19-22] presume eventual 
progression of an untreated disease. Straumann et al. [23] prospectively 
studied 30 adults with EoE for a mean follow up 7.2 years (1.4-11.5) 
and found that dysphagia increased in 7/30 (23.3%), persisted in 11/30 
(36.7%), improved in 11/30 (36.7%) and only 1/30 (3.4%) became 
asymptomatic. 

Clinical features of EoE are variable in different age groups. 
Feeding intolerance, abdominal pain and vomiting are the most 
frequent symptoms among children. Adolescents and adults suffer 
from dysphagia and food bolus impaction. Laboratory parameters may 
show features of allergic disease like peripheral eosinophilia, a rise of 
total IgE, positive skin prick or allergen patch tests, or detection of IgE 
specific allergic antibodies. Endoscopy with biopsy of the esophageal 
mucosa showing extensive eosinophil infiltration is the indicative 
diagnosis [24]. 

The most typical endoscopic findings of EoE are, fixed or transient 
esophageal rings, linear furrows, white exudates, narrowing of the 
caliber of esophageal lumen [25]. For being defined histologically at 
least 15 eosinophils per high-power field should be found in esophageal 
mucosal biopsy from three different sites. EoE can be diagnosed if there 
are at least 15 eosinophils/hpf on esophageal biopsy performed after a 
high-dose 8-week PPI trial. 

The treatment of EoE consists of an elimination diet and/or drug 
therapy. The amino-acid based formula is recognized to be the more 
successful in achieving clinical and histological remission than the 
targeted elimination diet and empiric elimination diet [26].

Topical corticosteroids as fluticasone, budesonide and ciclosonide 
are more preferable to avoid the side effects of systemic steroids. The 
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Relevant clinical features of the three brothers are summarized in 
table 1, figures 1 and 2, all other lab tests were non-indicative.

The family had moved recently to Dubai, where the three brothers 
joined a sports club for physical training. They were advised by their 
trainer to take protein body building supplements in the form of 
amino acid shake preparations together with branched chain amino 
acid tablets (combination of essential, conditionally essential and non-
essential) amino acids. That was the only change in their life style.

Discussion and conclusion
This report presents three brothers belonging to a family with a 

strong history of atopy. They had several variable features during their 
childhood: atopic dermatitis (case 1), bronchial asthma (case 2) and 
urticaria with allergic rhinitis (case 3). Their younger sister has also same 
features of allergic dermatitis. They suddenly developed dysphagia with 
transient food impaction soon after they started taking concentrated 
protein shakes and amino acids as a nutritional supplement to achieve 
desired body building. The first case encountered was treated initially 
with a proton pump inhibitor on an empiric basis assuming that it was 
a case of dysphagia due to acid reflux. Having failed to respond to the 
treatment further evaluation was planned which proved that he was 
suffering from EoE. The diagnosis was easier in the second and third 
case due to similar background.

It is assumed that the protein concentrates which the three brothers 
were taking for the first time in their life had a possible contribution to 
the induction of the disease in a predisposed consanguineous family 
having a strong association with atopic diseases. The compounds they 
were using was so heterogeneous containing all types of amino acids, 
whey protein and flavours. It was the only change in their life style 
since they started this activity. The pathogenesis of EoE is still poorly 
understood. A possible association or overlap with a subset of patients 
having GERD may exist. Eosinophil derived inflammatory proteins 
(Il-6, PAF’s, vasoactive peptides) induce LES relaxations and decrease 
esophageal contractions [27]. Acid/pepsin can damage tight junctions 
and lead to increased permeability with consequent antigen exposure 

efficacy of other drug groups such as biologic agents, leukotriene 
antagonists, mast cell stabilizers and immune-modulators is still 
arguable and needs to be studied over the coming years [26]. 

Case report
FMA is a 24 years old Lebanese patient who presented with a two 

weeks history of progressive food impaction. Passage of solids and 
fluids would become difficult within minutes after ingesting them. 
The impaction resolves after 10-15 minutes. This was observed with 
most of the meals that he would take. History indicated that he had 
a sound healthy childhood and adolescence lest for atopic skin rash 
that used to appear from time to time. He is born to a first-degree 
relative marriage and his mother’s side was known to have bronchial 
asthma, allergic rhinitis and atopic dermatitis amongst different 
siblings. Review of the other systems and clinical examination was 
unremarkable. Empiric high dose PPI given twice daily for 2 weeks 
did not help resolve the symptoms. Decision was to proceed with 
further investigation.  Laboratory evaluation revealed an elevated CRP, 
peripheral eosinophilia (11.5%) and a very high IgE (840 IU), all other 
lab parameters were normal. An upper GI endoscopy revealed classical 
features of Eosinophilic esophagitis (fixed circular contractions and 
diffuse oesophageal exudates). Biopsy from the upper, middle and 
lower oesophagus was conclusive of Eosinophilic esophagitis (Figures 
1 and 2).

One week later his younger brother HMA, 19 years old, presented 
with a similar history of food impaction for an upper GI endoscopy, 
which had confirmed the same findings of Eosinophilic esophagitis. 
This brother had a history of bronchial asthma during childhood that 
resolved at the age of 14.

At about the same time the elder brother AMA 26 years old 
developed a sudden severe bronchial asthma and was admitted to 
hospital with status asthmaticus. He also admitted to having the same 
complaint of food impaction. An EGD was done two weeks later which 
confirmed the diagnosis of EOE.

Figure 1. Endoscopic findings in the three cases

FMA    HMA     AMA  

Figure 2. Histologic findings
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to the deeper layers [28] which maintains the allergic cascade. It was 
only after elimination of these proteins from their diet that they started 
to respond to topical steroids (Fluticasone 2 oral puffs three times 
daily) with continuation of the PPI at a high dose (Rabeprazole 20 mg 
bd). Three months later as the first patient felt being normal and well 
he decided to re-use the same protein compounds to resume his body 
building program and this had led to a severe relapse of symptoms. 
Treatment was re-instated with fluticasone, Rabeprazole and the 
addition of Montelukast (a leukotriene analogue) 10 mg once daily. 
This has provided a strong evidence that the protein compounds that 
he took were the initiators of this disease. The other two brothers were 
maintained on the topical steroid and rabeprazole for 8 weeks and 
medicine was withdrawn gradually thereafter. They are in a controlled 
state with no symptoms appearing since then.
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FMA HMA AMA

Childhood feature of allergy Atopic dermatitis Broncial asthma Urticaria, allergic rhinitis and difficulty 
swallowing tablets

CRP 27 12 54
Peripheral Eosinophils 11.5% 8.7% 9.1%
Total IgE 840 420 650
EGD Fixed ring contractions with extensive exudates Fixed ring contractions Extensive exudates
Esophageal biopsy > 25 eosinophils/hpf 15-20 eosinophils/hpf > 25 eosinophils/hpf
Gastric biopsy Eosinophils < 7/hpf Eosinophils < 7/hpf Eosinophils < 7/hpf
Duodenal biopsy Eosinophils < 7/hpf Eosinophils < 7/hpf Eosinophils < 7/hpf

Table 1. Clinical features
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