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Abstract: Eosinophilic esophagitis (EE) is a chronic clinicopatho-
logic syndrome and is the latest inflammatory disease of the
esophagus described in literature. It seems to have a multifactorial
etiology. Its causes include exposure to food or airborne allergens
that affect individuals who may be genetically predisposed and
exposure to the acid could also modulate the inflammatory
response at esophageal level. However, we currently do not know
how each of these possible etiologic factors contribute to the
development of the disease that is essential to define specific
treatment. We have used 3 different therapeutic approaches that
were effective in patients with EE: various antiinflammatory drugs
that are useful in treating asthma, controlling the exposure to
allergens, particularly with respect to dietary changes and dilation
of the esophagus. Although none of these treatments have absolute
advantages, they can efficiently control the symptoms and
inflammation in a large number of patients. Each treatment option
should be assessed on a case-by-case basis in accordance with
the experience of each center, the patients’ characteristics, their
sensitivity to allergens and their preferences. This article provides
the latest information on the different treatment options for
patients with EE, analyzing the advantages and disadvantages of
each pathology and it offers practical recommendations on how to
manage these patients who are being more frequently diagnosed.
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Eosinophilic esophagitis (EE) is a chronic clinicopatho-
logic syndrome and is the latest inflammatory disease of

the esophagus described in literature. It has become
increasingly recognized in recent years since it was defined
during the mid-nineties as a characteristic clinicopathologic
syndrome different to eosinophilic gastroenteritis.1 The
number of reported cases and publications on the subject
has increased exponentially and many cases have been
brought to our attention from every continent, except
Africa. Although the recognition of EE has led to a
revolution in digestive allergic diseases, many of its physio-
pathologic and therapeutic aspects and matters concerning

the natural history of the disease still remained unanswered
today.

The accumulation of eosinophils in the esophagi of
patients with EE seems to be directed by exposure to certain
antigens, which it why it was considered an immunoallergic
disorder and treated using drugs used for bronchial
asthma.2 More recently, it has been suggested that certain
immune-regulatory genes could be a possible cause of EE3

and gastroesophageal reflux (GER) could be involved in its
physiopathology, although the coexistence of both has been
considered as both the cause and effect.4 EE could therefore
be a disease with multifactorial causes, determined by the
exposure of the esophageal mucosa’s immunologic system
to food or airborne allergens, modulated by the exposure
of genetically predisposed individuals to acid. It would
be essential to know how each of these possible etiologic
factors contribute to the development of the disease to
define specific treatment.

Although EE has gained importance in recent years,
at present, there are no commonly accepted treatment
strategies and the adequate management of these patients
has been somewhat controversial. In addition, there are
no randomized controlled studies available (except for 2
studies of pediatric patients5,6 and a recent study on
adults7) and it is difficult to control all the etiologic factors
that may contribute to the development of EE. In addition,
very little is known of the long-term effects of the different
therapies in controlling inflammation of the organ and of
their ability to modify the natural history of the disease.

The therapies tested include: (a) eliminating potential
allergen triggers from the diet that could be a useful
measure despite their disadvantages; (b) various drugs
useful for the treatment of other inflammatory conditions
but which have not been officially approved for EE, and (c)
endoscopic treatment that aims to correct alterations in the
caliber of the esophagus through dilation. This article
reviews the efficiency and usefulness of the various therapies
for EE documented in literature and aims to provide a
rough guide for the practical management of the patients.

DIETARY MANAGEMENT AND CONTROL
OF ANTIGENIC EXPOSURE

The first studies conducted on children with EE
showed that allergies to certain components of the diet
contributed significantly to its pathogenesis and that its
symptoms and histopathologic findings improved in most
cases once certain foods had been eliminated. After initial
studies based exclusively on elemental diets in which all
proteins were substituted,8 other treatment approaches
simply focused on eliminating the foods that triggered the
disease. These strategies were based on using different
allergy tests such as skin-prick testing (SPT) and atopicCopyright r 2010 by Lippincott Williams & Wilkins
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patch testing (APT) to detect food allergies in children9,10

and both have been quite successful in guiding the
management of these patients. However, because the
involvement of a non-IgE, cell-mediated response in EE11

is becoming more widely accepted, the use of these allergy
techniques has been controversial, especially with regard to
adult patients with EE for whom new specific studies
should be conducted.

Elemental Diet
The elemental diet consists of feeding using a formula

composed of essential amino acids and water and is
therefore antigen free. It was first used with a group of
children with EE attributed to GER in 1995 by Kelly et al8

and led to complete clinical and histologic remission in 80%
of the cases (and partial in the rest) over a 6-week treatment
period, and the symptoms reappeared once to the children
resumed their normal diets. This study established that
childhood EE could be considered a food allergy. These
results were corroborated by a study carried out in 2003 on
346 children diagnosed with chronic gastroesophageal
reflux disease (GERD) who followed an elemental diet for
1 month. Of these, 51 presented EE, of which 49 showed
clinical remission.12 A large retrospective pediatric study
of cases of EE published by Liacouras et al13 showed
significant improvement in clinical symptoms and esopha-
geal eosinophilia in 160 of the 164 patients (97%), where
food was completely eliminated using an amino-acid
formula that worked successfully.

Aside from being the gold standard for the treatment
of EE, elemental diets have a number of disadvantages in
that they are expensive and have an unpleasant taste, which
in many cases means that patients must be fed through a
nasogastric tube (up to 80% of patients in the most recent
study13). Another important disadvantage is that it cannot
be used in chronic cases or for adults.

Exclusion Diets
Another line of dietary treatment tested for EE

consisted of eliminating foods that were more likely to
trigger allergies, that is those which were more allergenic,
despite the individual allergy test results. In 2006, 6 foods
(cows’ milk protein, soy, wheat, eggs, peanuts, and seafood)
were excluded from a cohort of 35 pediatric patients
diagnosed with EE, who were compared with another
group of 24 patients also with EE following an elemental
diet, both over a 6-week period.14 Seventy-four percent of
the patients following exclusion diets showed clinical
improvement and a decrease in the esophageal infiltrate
by eosinophils and 88% of those on elemental diets. These
positive results were not subsequently reproduced in a small
study carried out on adults using the same strategy, who
reported a symptoms score decrease of 30%, accompanied
by incomplete histologic resolution.15 In conclusion, the
empirical exclusion of the aforementioned 6 foods from the
diet is an efficient treatment method that is well-tolerated in
children with EE as it allows them to eat solid food, but not
enough available information exists to be recommended as
a sole treatment for adults.

Elimination of Specific Foods Based
on Allergy Tests

The third type of dietary treatment for EE involved
excluding foods that provoked allergic reactions. Food
allergens can be identified through clinical history, by

detecting specific IgE levels in the blood, or through SPTs
and/or APTs. This can sometimes be complicated as the
patient does not usually associate the consumption of
certain foods with the development of symptoms of EE,
given that its physiopathology seems to be mediated by a
delayed hypersensitivity reaction, and if a patient suffers
from food allergies, it does not necessarily mean that they
are responsible for eosinophilic inflammation of the organ.

In 2002 Spergel et al9 used SPTs and APTs on patients
with EE for the first time to guide the elimination diet and
obtained positive results especially with regard to the
following food allergens in each test: in SPTs: milk, eggs,
peanuts, seafood, peas, beef, fish, rye, wheat, and tomatoes;
in APTs: wheat, corn, beef, milk, soy, rye, eggs, chicken,
oats, and potatoes. Subsequently, for the first time as a
treatment for patients with EE, the same study group
eliminated the foods against which allergic reactions were
observed during the allergy tests.10 Of the 146 pediatric
patients studied with EE, the corresponding allergy tests
identified specific foods in 77 cases and after they were
eliminated 77% managed to control the disease whereas
10% showed no improvement. Unfortunately, we do not
have any data on studies conducted on adults using the
same strategy.

The disadvantage of this treatment strategy is that it is
difficult to reproduce the results obtained in other studies
because allergy tests are not standardized. Also, most
patients need to exclude more than one food type from their
diet, which can lead to significant nutritional deficiency that
would have to be compensated appropriately, especially in
the case of children.

Food reintroduction is very important in the dietary
management of EE patients, and should always be
considered after taking normal esophageal biopsies from
patients on elemental or elimination diets. Food reintro-
duction aims to improve patients’ acceptance of a less
restrictive diet and selectively identifies foods causing EE.
For the latter reason, a reintroduction sequence must be
planned, beginning with those unlikely to cause EE- foods,
such as vegetables and fruit, followed by those which are
most likely to cause EE, such as corn, chicken, wheat, beef,
milk, soy, or eggs.16 Endoscopic studies and biopsies should
be carried out every 1 to 2 months to ensure that there is no
inflammation, or as soon as the patient develops esophageal
symptoms.

PHARMACOLOGIC TREATMENT FOR EE
Various matters should be taken into consideration

when choosing pharmacologic treatment for EE (Table 1).
As no drugs have been specifically approved for use in EE
to date, we must resort to medication used for other allergic
diseases. EE is also a chronic disease that can require long-
term treatment, which is why each therapy must be
evaluated both in terms of its efficiency and safety to avoid
or minimize its possible adverse effects. Furthermore, none
of the therapies currently available have been capable of
modifying the course of the disease or totally curing its
symptoms in the long term. Despite these problems, the
need to provide treatment for patients with EE has led to
the use of different drugs in recent years, as follows:

Proton Pump Inhibitors (PPIs)
These are not considered to be a specific treatment for

EE but they are useful in distinguishing EE from

González-Castillo et al J Clin Gastroenterol � Volume 44, Number 10, November/December 2010

664 | www.jcge.com r 2010 Lippincott Williams & Wilkins



GERD17–19 and can also offer clear benefits for certain
patients diagnosed with EE who have secondary symptoms
of GERD, which are most likely owing to poor esophageal
acid clearance20 caused by motor alterations associated
with eosinophilic inflammation of the organ.

However, 2 recent studies have shown that PPI-based
therapies can be effective in the short term for some
patients. In the first study, Ngo et al,21 showed how 3
patients with EE (aged 5, 14, and 25) became asymptomatic
after being treated with PPIs for 2 months and had
normalized endoscopic findings and fewer eosinophils in
the epithelial infiltrate. In the second study, Peterson et al7

conducted the first prospective, randomized, controlled trial
on adults comparing 15 patients treated with swallowed
fluticasone to 15 other patients treated with esomeprazole
over 8 weeks, and concluded that neither treatment was
superior to the other and both led to a decrease in
eosinophils and to an improvement of approximately
50% in dysphagia and partial histologic resolution.
However, because the study was small, it could have
prevented a greater difference from being identified. In view
of these results, PPIs can be recommended as a cotherapy
for some patients and not only to differentiate EE from
GERD. Nevertheless, we do not know what effect gastric
acid antisecretory treatment could have on the symptoms
and histopathologic findings of EE over the medium and
long term and cannot rule out that the symptoms may
reappear after some time through continued airborne or
dietary antigen exposure that causes for the disease.

Systemic Corticoids
Various studies in the past have shown that systemic

corticoids are efficient in controlling the symptoms and
esophageal inflammatory infiltrate in EE, but because this
is a chronic illness, systemic steroids are not recommended
owing to their adverse effects in favor of other safer
therapies. Prednisone has been one of the most widely used
drugs since the first cases of the disease came to light. Other
studies have shown that oral dosages of methylpredniso-
lone22 of between 0.5 and 1.5mg/kg/d were also highly
effective, although the symptoms and the esophageal
eosinophilic infiltrate reappeared several months after the
treatment was discontinued.

A recent study compared a systemic corticosteroid
(prednisone) with a topical corticosteroid (fluticasone
propionate), which were equally effective and showed a

rapid clinical and histologic response, although the adverse
effects were greater in the group treated with systemic
corticosteroids and the symptoms reappeared after the
treatment was discontinued.6 For these reasons, systemic
corticosteroids should only be recommended in severe,
refractory, or urgent cases of EE.

Topical Steroids
This has been the front-line treatment chosen in many

cases of EE23 and, in particular, fluticasone propionate is
the most widely used. Since it was first used in EE,24

numerous studies5,22,25–35 have shown that it is as efficient
in children and adults as systemic steroids, but has
minimum side effects, the most common being pharyn-
geal-esophageal candidiasis.

The study by Konikoff et al,5 which consisted of a
randomized, double-blind, placebocontrolled trial using
fluticasone propionate in pediatric patients with EE is the
only study of its kind, and showed that 50% of the patients
treated with fluticasone (880mg divided twice daily over
3 months) experienced histologic remission, a decrease in
the number of eosinophils (65.9 vs. 1.4 eosinophils/HPF)
and in the number of CD8+ lymphocytes, compared with
the placebo group, especially in the proximal third of the
esophagus.

The dosages of fluticasone propionate used in the
different articles published on EE range from 176mg/d in
children to 1mg/d in adults (2 dosages given), over a period
of 6 to 12 weeks. The main disadvantage of this treatment is
that it is difficult to administer (normally by inhaler and
must be applied on the tongue and then swallowed to treat
EE). Consequently, it is very important to teach patients
how to take the drug correctly and inform them that they
should not eat or drink for at least 30 minutes afterward.
We have a liquid form of fluticasone, which was originally
intended for nasal administration, making it easier to
swallow. To facilitate correct administration, particularly in
the case of children, Aceves et al,36 used a viscous
budesonide solution that gave positive results in 80% of
the patients, showing a decrease in the number of
eosinophils and remission of symptoms, and no safety
issues relating to the drug were reported. The budesonide
dosages used for these children were 1 to 2mg/d in a
volume of 8 to 12mL, taken once per day.

TABLE 1. Summary Table of Pharmacologic Treatment in Eosinophilic Esophagitis

Pharmacologic Treatment Recommendations

Proton pump inhibitors (PPIs) PPI should be used to distinguish between EE and GERD. Also can be
recommended in some patients as a cotherapy

Systemic corticoids Systemic corticosteroids should be used only in severe, refractory, or urgent cases of EE
Topical steroids Topical steroides are used as first line treatment in both pediatric and adults
Mast cell stabilizers Mast cells stabilizers have not shown clinical nor histologic improvement,

so its use is not recommended
Antileukotrienes Monteleukast does not improve clinical and histologic remission, although

more studies are needed
Azathioprine/6-mercaptopurine The good results of AZA or 6-MP need confirmation with further studies
MepolizumAb Mepolizumab not improve clinical manifestations of the disease while reducing

the number of eosinophils
Experimental therapies OmalizumAb and InfliximAb not seem effective in the treatment of EE, although

more studies are required
or Future therapies Therapies using anti IL-13 or antieotaxin 3 antibodies, FGF-9, and Suplatast

tosilate could be assessed in the future

J Clin Gastroenterol � Volume 44, Number 10, November/December 2010 Treatment Options for Eosinophilic Esophagitis

r 2010 Lippincott Williams & Wilkins www.jcge.com | 665



Mast Cell Stabilizers
Although disodium cromoglycate has been used for

eosinophilic gastroenteritis owing to its resistance to gastric
acidity,37 no clinical or histologic improvement was
observed in a study of 14 children with EE who were given
dosages of 100mg/d (divided into 4 dosages) over 1
month,13 and, accordingly, we do not have enough evidence
to recommend the use of this treatment for EE.

Antileukotrienes
Montelukast, a leukotriene receptor antagonist used

to treat bronchial asthma was used in a small group of 8
patients with EE who were given high dosages (up to
100mg/d).38 After several weeks of treatment, 7 patients
showed remission of symptoms but none had significant
histologic improvement. After the treatment was discon-
tinued the symptoms reappeared. In a more recent study39

the gene expression levels of the cysteinyl leukotrienes in the
esophageal epithelium were determined and no differences
were detected between children with EE and normal
controls. It seems obvious that Montelukast does not
achieve clinical and histologic remission of EE, although
further studies are required to determine whether or not
Montelukast is efficient in maintaining steroid-induced
remission.

Azathioprine/6-mercaptopurine
Like in inflammatory bowel disease, thiopurinic im-

munomodulators were tested on steroid-dependent patients
to control eosinophilic inflammation of the esophagus. In
this study conducted by Netzer et al,40 3 steroid-dependent
adults with EE were treated with AZA or 6-MP (2 to
2.5mg/kg/d), showing remission of symptoms and of the
eosinophilic infiltrate that remained stable over the course
of the therapy (3 to 8 y) without requiring steroids. After
the treatment was discontinued, the disease recurred in 2
patients.

Further research based on a larger number of cases is
required to evaluate the efficiency of the treatment.

Experimental Therapies or Future Therapies
Knowledge of the molecular mechanisms giving rise to

the development of EE has led to the use of monoclonal
antibodies against cytokines that mediate the physiopathol-
ogy of the disease. We already have some experimental
studies that evaluate the use of these possible therapies.

MepolizumAb
This is a humanized monoclonal antibody against

Interleukin (IL)-5, a TH2 cytokine that plays a key role in
the proliferation, differentiation, survival, and activation of
eosinophils, whose expression is increased41,42 both in
humans43 and in animal models of EE.44 MepolizumAb
had been successfully used in the treatment of hypereosi-
nophilic syndrome,45,46 although rebound eosinophilia was
detected after the therapy was discontinued. In 2006 Stein
et al47 showed that it was useful for EE, as it reduced the
eosinophilia in periferic blood and had no side effects
having treated 4 patients with the disease. Straumann et al48

recently conducted a double-blind, randomized, placebo-
controlled clinical trial on adult patients with EE, which
showed a significant reduction in mean esophageal eosino-
philia (�54%) compared with the placebo group (�5%) 4
weeks after the treatment began and there was no further
decrease after additional doses were administered. The

expression of molecules associated with esophageal remo-
deling (TGF-b and tenascin C) was reversed, but these
changes showed minimal symptomatic improvement in EE
patients.

OmalizumAb
This is a monoclonal anti-IgE antibody that was not

effective in treating EE in any of the few studies
conducted.49,50

InfliximAb
Recent studies showed an increase in the expression of

tumor necrosis factor (TNF)-a in patients with EE.
InfliximAb is an anti-TNF-a antibody. A study of 3
patients treated with InfliximAb (5mg/kg over 4 or 6wk)
did not show an improvement of symptoms or eosinophi-
lia51 although further studies are required using more
patients to confirm these results.

Anti IL-13
High levels of IL-1352 and eotaxin-343,53 were observed

in the esophageal mucosa of patients with EE and therapies
using anti IL-13 or anti-eotaxin 3 antibodies could there-
fore be assessed in the future.

Fibroblast Growth Factor (FGF-9)
FGF-9 is involved in homeostasis and proliferative

response to damage. In a recent study,54 an increase was
observed in FGF-9 levels in the esophageal epithelial cells
of EE patients owing to the release of major basic protein
by the eosinophils, indicating that FGF-9 could play an
important role in EE and be a new therapeutic target for
study.

Suplatast Tosilate
This is an antiallergic agent that inhibits the produc-

tion and degranulation of mastocytes, the production of
TH2 cytokines (IL-4, IL-5), IgE production and the local
accumulation of eosinophils.55 Asthma studies were carried
out on animal models56 yielding good results. Although this
drug has had positive results in eosinophilic gastroenter-
itis,57 new studies on patients with EE are required to learn
about its mechanism of action and results.

ENDOSCOPIC TREATMENT: BENEFITS AND
CONTROVERSY

The esophageal mucosa is extremely fragile in cases of
EE. A high rate of tears and lacerations of the mucosa has
been reported, which is probably caused by efforts made by
patients to induce vomiting and dislodge impacted food.
The chronically maintained esophageal inflammation alone
could alter the elasticity and resistance of the layers of the
esophageal wall to the extreme that a simple brush of the
endoscope could cause mucosal rents. Cases of spontaneous
esophageal perforation58 and Boerhaave syndrome59 have
even been reported following the simple passage of the
endoscope60 in patients with EE, which means that the
various endoscopic procedures should be gently carried out
on them.

The clinical manifestation of EE that most frequently
leads to diagnosis in adult patients is food impaction in the
esophagus and this complication must be urgently resolved.
A study of 251 Swiss patients with EE showed that 34.7%
required extraction of the impacted bolus using flexible or
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rigid esophagoscopy in which a 20% rate of transmural
perforations was observed61 using the latter technique
meaning that bolus removal by rigid endoscopy is a high-
risk procedure and should not be used for EE patients.

Alterations in the caliber of the esophagus including a
narrowing of the lumen may be observed during the
performance of endoscopies or other radiology techniques
on EE patients (Fig. 1). From the earliest documented
cases, mechanical dilation has been used as a treatment
option for EE, in a similar manner to how it is used in other
cases of rigid or fibrous esophageal stenosis resulting from
the cicatrisation of prolonged inflammatory processes
affecting the mucosa of the digestive tract (like in GERD
or after caustication). The chronic inflammatory phenom-
ena that take place in EE also determine subepithelial
fibrous remodeling, as recently shown in childhood forms
of the disease62 and in animal models.63 Also, in recent
years, various studies have addressed the relationship
between EE and GERD4 proving that both diseases can
coexist in the same patient, causing dysmotility of the distal
third of the esophagus, poor acid clearance, and the
possibility of lesions by reflux.64

In this context, various investigators have used
hydropneumatic dilators or bougies to treat EE since the
cases were first reported (Table 2). A study of the literature
shows that esophageal dilation is an efficient treatment
providing immediate symptomatic relief,76,80 which is why

many authors regard it as a front-line treatment.69,70

However, endoscopic dilation has been warned to pose a
higher risk of complications in patients with EE. It has been
suggested that the long evolution of dysphagia, esophageal
stenosis, and the high density of eosinophils are predictive
factors of these complications during dilation.81 Most of
the cases of esophageal perforation described (spontaneous
or after endoscopic procedures) only led to pneumome-
diastinum,75,79 but in 2 cases, an emergency esophagectomy
through thoracotomy and an esophagogastroplasty were
required (in 1 case after esophageal bouginage65 and in
another after spontaneous rupture82). No patient fatalities
have been reported, but to minimize complications, it
would be practical to proceed slowly and carefully and
dilate using smaller calibers than those used in various
forms of stenosis.

Conversely, endoscopic dilation is a mechanical
procedure that has no effect on the underlying inflamma-
tory process,78 and, accordingly, its efficiency could be
limited over time. In published cases, the duration of the
effect cannot be appropriately estimated owing to the short
monitoring period, although it usually ranges from 3 to
12 months, and it is very usual for patients to undergo
repeated dilations (up to 5 times77,83) to control their
symptoms.

It could therefore be risky to use endoscopic dilation
on these patients,78 and it should be considered as an

A B

C D

FIGURE 1. Several endoscopic appearances of eosinophilic esophagitis. A, Normal-caliber esophagus with longitudinal linear furrows
and smooth mucosa. B, Ringed esophagus, with multiple simultaneous contraction rings along the organ. C, Concentric stenosis in the
mid third of the esophagus, obstructing the passage of the endoscope. D, Esophageal mucosal surface covered in cotton-like exudates
mimicking candiadiasis, but biopsy finds them to be multiple eosinophil-containing microabscesses.
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alternative treatment for patients with EE and esophageal
stenosis when other measures have failed, especially topical
steroids.84,85

PRACTICAL CONSIDERATIONS
The information at our disposal concerning the

efficiency of the different treatments to control EE is based

on a limited number of patients monitored over short
periods of time. It consists of single treatment strategies
that were not compared with a placebo group and mostly
relate to pediatric cases of EE, the results of which are
subsequently extrapolated to adults. We do not know the
long-term consequences of eosinophilic inflammation,
fibrous remodeling of the esophagus, or of its possible
modification using different therapies. For these reasons, it

TABLE 2. Summary of Published Cases of Dilations, Their Results, and Complications

Author and Year

Patients

Studied Efficiency Repeated Sessions

Perfora-

tion Other Complications

Riou et al 199665 1 patient Stenotic esophagus
despite dilation

No Yes Pneumomediastinum and
early mediastinitis,
requiring subtotal
esophagectomy

Morrow 200166 1 adult 16 clinically improved 1 required repeated
dilation

No Deep mucosal tears

Increased post endoscopy
analgesia.

Difficulty in inserting the
endoscope

Vasilopoulos et al
200267

5 adults 5/5 clinically improved Yes (4 of them) No Two extensive esophageal
tearing, chest pain and
overnight hospitalization

Straumann
200868

11 adults A single dilation of 7
patients 50%
reduction in symptoms
1 patient did not show
improvement of
symptoms

Yes (in 4 patients) No Severe mucosal tearing

Croese et al
200369

17 adults 16/17 improved
clinically

Mean 3.4 dilations per
patient, (range 1-13)

No Tears were recorded in 13
(87%)

Straumann et al
200370

5 adults 5 asymptomatic for 3
to 24mo

No No Development of disquieting
lesions in response to the
procedure

Nurko et al
200464

7 children 5 total symptomatic
relief 2 partial
response

Not specified No No

Potter et al
200471

13 adults 7/13 showed transient
(<3mo) improvement

Repeated in 6 patients at
least twice over the
following year

No Extensive esophageal
trauma.
Moderate chest pain.
Overnight hospitalization

Langdon 200572 11 (not
specified)

Not specified Not specified Yes 2-3 d hospitalization, severe
chest pain and
odynophagia

Zimmermann
et al 200573

8 adults 8 temporary relief
of dysphagia

4 patients with recurrent
dysphagia (mean
number of procedures,
2.5; range, 2-4) over an
average period of 4.5 y
(range 1-10 y)

No No

Cantù et al
200574

2 adults Both cases No No No

Eisenbach et al
200675

1 adult Asymptomatic Repeated esophageal
dilation

Yes No

Zuber-Jerger et al
200676

1 adult Clinical improvement
for 3 y

Yes, after dysphagia
recurred.

No No

Pasha et al 200777 13 adults 11/13 clinically
improved

Mean number of
dilations was 2
(range, 1-5)

No Superficial mucosal tears
occurred in 31% of
dilations

Schoepfer et al
201078

10 adults 10/10 clinically
improved over an
average 6-month
period

Mean number of
dilations was 2.7
(range, 1-5)

No Transient postprocedural
odynophagia for 1-3 d

Rajagopalan and
Triadafilopou-
los 200979

1 adult Symptoms improved for
6mo

2 dilations in a 6-week
period

No Severe pain during the
subsequent 24-48-hour
period
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is difficult to recommend common guidelines for all
patients. The experience of each center and the availability
of techniques and studies also limit the treatment options
and the objectives established in each case: merely to
control the symptoms or resolve the epithelial inflammatory
infiltrate. A group of EE experts recommended treating
asymptomatic cases of EE to avoid the potential con-
sequences of fibrous remodeling of the organ,17 although
these long-term consequences are not known. In any case,
in the absence of treatment, we should consider EE to be a
chronic disease with intermittent symptoms but persistent
histologic inflammation over time, which affects patients’
quality-of-life.68

Owing to the coexistence of GER in many cases of EE
and the effect shown by acid secretion inhibitors in
controlling symptoms, in the case of suspected EE, it
would be appropriate to carry out a therapeutic test using
PPIs over a period of 8 weeks before repeating the
endoscopy and taking further biopsies. Aside from ruling
out GERD as the cause of eosinophilia, this measure could
correctly characterize the patients in whom EE and GERD
coexist, which would be better than monitoring the pH of
the esophagus.86 We will only be able to propose specific
treatment when the persistence of the eosinophilic inflam-
matory infiltrate and the symptoms deriving there from
have been verified (Fig. 2).66

Given that swallowed topical steroids are very efficient
and have few side effects (fluticasone propionate or
budesonide), these drugs could be the number 1 alternative,
both in children and adults with EE, provided that the
relevant sensitivity studies to allergens are also conducted.
The difficulty in swallowing these drugs when they are
administered by inhalers (they are sold in the form of an
aerosol spray to treat bronchial asthma), could impair their
efficiency, especially in the case of children. The use of
liquid formulas (liquid fluticasone is available for intranasal
administration) or viscous compounded medication mini-
mizes this problem. Owing to their safety profile and good
tolerance, empirical treatment using montelukast could also
be proposed in certain cases.

Because good results were obtained from children with
EE who modified their diets (elemental diets and the
exclusion of 6 foods), this treatment option should always
be considered, in cooperation with a nutritional expert to
guarantee a balanced diet to prevent nutritional deficiency.
In adults, the elemental diet is not a feasible alternative and
the few experiences involving food exclusion have not been
widely studied, although perhaps it could be less effective
given the increasing involvement of airborne allergens in
the physiopathology of EE in adults.15 At centers where
food sensitivity studies can be conducted thoroughly,
empirical elimination diets should be tested using the foods
to which sensitivity is shown. It should be noted that these
studies are not very standardized.

Although unresponsive cases to topical steroids—at
least symptomatically—are not very common and when
dietary treatment has not been effective, treatment using
thiopurinic immunomodulators (azathioprine/6-mercapto-
purine), drugs that are widely used in inflammatory bowel
disease could be proposed for adolescents or adults, and
although experience is limited,40 they have been very
efficient in inducing and maintaining remission of the
inflammation.

As mentioned earlier, endoscopic dilation would only
be considered in cases of persistent symptoms and of a

reduction in the caliber of the esophagus that have failed to
respond to the aforementioned therapies. It should also be
carried out gently using medium-sized bougies.

Mepolizumab is currently an experimental treatment
whose safety profile and long-term effects are unknown and
it should only be considered in studies or in symptomatic
patients who have not responded to the earlier described
options.

The various therapeutic approaches to EE suggest that
none have absolute advantages. Options should therefore
be chosen on a case-by-case basis once the patients’
characteristics, their sensitivity to allergens and treatment
preferences are known. The frequent association of other
atopical manifestations in EE patients makes it essential to
coordinate the work between gastroenterologists and
allergologists, and involve nutritional experts in cases of
significant food restriction, to provide comprehensive
treatment for patients.
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