7 osinophilic oesophagitis (EO), an iso-
lated eosinophilic inflammation of the
J— oesophagus, is the most common of the
eosinophilic gastrointestinal disorders. EO is of
increasing clinical significance in many devel-
oped countries,' in parallel with the recent
increase in food allergic disorders. A retrospec-
tive study of Western Australian children
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Evidence-based practice tip

Infants and young children with
eosinophilic oesophagitis often respond
to an elemental diet, while older children
and adults have been successfully treated
with swallowed topical corticosteroid
aerosols (fluticasone) (Level I11-2).*
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gens,” but prospective studies are needed to
evaluate their predictive value.

Management. To date, no completed ran-
domised controlled trials evaluating the bene-
fits and adverse effects of medical treatments
for EO are available.

Infants and young children may respond to
dietary allergen restriction or an elemental diet.

reported a dramatic rise in prevalence of EO
(from 0.05 cases per 10000 children in 1995
to 0.89 cases per 10000 children in 2004)
(Level 111-2).? The estimated prevalence in the
US population aged 0-19 years is even higher,
at 4.3 cases per 10000 individuals.?

Clinical features. Patients present with symp-
toms indistinguishable from those of gastro-
oesophageal reflux (GOR); however, unlike
people with GOR, they are generally unre-
sponsive to treatment with proton pump
inhibitors (Level III-2). Infants often have
additional clinical features, including feeding
difficulties, feeding refusal and/or poor
weight gain. In older children and adults,
oesophageal food impaction is the most char- M

acteristic symptom (Level III-3), and should

alert clinicians to include EO in the differen-

tial diagnosis. Typically, patients with EO have associated atopic
disorders, including asthma and eczema.

Cause. The cause of EO is not clear, but the condition is closely
associated with atopic disorders, and there is evidence that both
IgE- and non-IgE-mediated food allergy are involved in its aetiol-
ogy. Foods commonly implicated include cows milk, soy, wheat
and egg.’ Data from animal experiments and anecdotal clinical
observations suggest that inhalant allergens may also contribute.

In keeping with murine models, recent gene array studies in
people with EO have shown increased gene expression for eotaxin-
3, a chemokine that promotes the migration of eosinophils into the
oesophagus.!

Diagnosis. The diagnostic hallmark of EO is a dense, eosinophilic
infiltrate involving the entire oesophageal mucosa, which is nor-
mally free of eosinophils. Key diagnostic criteria are basal layer
hyperplasia and the presence of more than 20 eosinophils per high
power field (x 400 magnification) in gastroscopic biopsies of the
lower and upper oesophagus (Level III-3). Although oesophageal
eosinophils are also seen in patients with reflux oesophagitis,
mucosal eosinophil counts in such patients are lower (<5 per high
power field), and the eosinophils are limited to the lower oesopha-
gus. There is a typical mucosal appearance in many patients with
EO (thickened mucosa, with longitudinal furrowing and superfi-
cial white plaques [Box]) — although in about a third of patients
the mucosa will look macroscopically normal.

Skin prick testing (SPT) and atopy patch testing (APT) (the
application of food or food extracts to the skin for 48 hours) are
thought to be helpful in identifying potential causative food aller-

* NHMRC levels of evidence. *

A diagnostic trial of an amino acid-based for-
mula (AAF) for 6-8 weeks may be useful in
determining whether a patient is diet-respon-
sive. The treatment response needs to be
assessed by repeat endoscopy, as not all
patients will improve. If remission is achieved,
food items can be gradually reintroduced into
the diet, as tolerated, taking SPT and APT
findings into consideration.’

In older children and adults, an elemental
diet is often impractical and poorly tolerated
due to the taste of AAE These patients can be
treated with swallowed topical corticosteroid
aerosols (fluticasone) or, in refractory cases,
with systemic corticosteroids.’ Other drugs,
including cromoglycate and montelukast,
have been used in uncontrolled trials, but
their efficacy is poorly documented. Novel
monoclonal antibodies against interleukin-5
may also be of benefit in treating EO, but prospective studies are
not yet available.

Prognosis. The long-term prognosis for EO is largely unknown. In
some infants and young children with food protein-induced EO, the
disease may remit due to development of oral tolerance to the
offending food protein. However, EO usually follows a chronic
relapsing course. To date, no studies have shown an increased risk of
malignancy in patients with EO, but there is evidence that uncon-
trolled chronic eosinophilic inflammation may cause subepithelial
fibrosis and remodelling, which eventually may cause obstructive
dysphagia, strictures or persistent oesophageal narrowing.
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