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Abstract

Eosinophilic esophagitis (EoE) is an adaptive immune T-cell-mediated type 2 inflammatory disease
involving the esophagus. Major advances were made in diagnosis and therapy for EoE in the last decade. A
correct diagnosis is important to guide therapy to achieve optimal treatment goals. The diagnostic
algorithm eliminated the need for a proton pump inhibitor (PPI) trial, allowing for direct proceeding to
disease-specific anti-inflammatory drugs if indicated. PPIs are the first line of therapy in EoE. Two topical
steroids and one biologic drug, dupilumab, have been used for the treatment of EoE, with a number of novel
therapeutic agents in the pipeline. Because of the chronicity of the disease and nonresponders to PPIs and
topical steroids, a subgroup of patients may require long-term therapy with dupilumab. More data also
became available on dietary interventions, elimination diets in adults with EoE. A least restrictive diet
should be trialed first with milk or milk and wheat elimination. Importantly, EoE patients with fibrostenotic
disease often do not respond well to drug therapy and require esophageal dilations. Medical therapy may
need to be tailored for each patient depending on the patient’s specific comorbidities, patient preferences,
and health status. This review will summarize a current approach to the treatment of adult patients with
EoE.
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Introduction

Eosinophilic esophagitis (EoE) is a chronic immune, antigen-mediated disease of the esophagus and
clinically presents with a range of upper gastrointestinal (GI) symptoms, including dysphagia, heartburn,
epigastric, chest pain, or food impaction. Diagnosis of EoE is based on histologic findings of eosinophil
predominant inflammation with at least 15 eosinophils per high-power field (eos/hpf) on esophageal
biopsies in conjunction with symptoms of esophageal dysfunction [1, 2]. Recently, the EoE American
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College of Gastroenterology (ACG) clinical guidelines have been published to address the key points in
diagnosis and management of EoE and provide an updated treatment algorithm with the advancements in
the drug therapies [3]. Pathogenesis of EoE is still poorly understood and multifactorial, including genetic,
host immune system, and environmental factors. Adaptive T-cell immunity involving T-helper type II cells
and interleukin (IL)-13, IL-5, and IL-20 appears to play a pivotal role in the pathogenesis of EoE [4, 5]. It is
believed that the mast cells may play a role in esophageal remodeling, leading to muscle cell hyperplasia
and hypertrophy [6]. Therefore, mast cell depletion is one of the targets for therapy in EoE. In addition, high
levels of systemic and local immunoglobulin IgG4 have been reported in EoE patients [7]. There is an
overlap with IgG4 and T-cell responses, with IgE playing a less significant or ancillary role in the
pathogenesis of EoE [8]. A strong association of EoE with allergic conditions has been observed, with a high
number of patients (up to 75%) having atopy and food allergies [9]. It is recognized that EoE can be
reversed by the use of an allergen-free diet.

Elimination diets

The diagnosis of EoE required previous presence of eosinophilia in the esophagus, which was resistant to
proton pump inhibitor (PPI) therapy, but currently this criterion is not required for diagnosis [1, 3].
Establishing the correct diagnosis of EoE is important to select proper therapy and response to it. The
primary goal of treatment in EoE is not only symptom control and improvement in quality of life, but also
histologic improvement in esophageal eosinophilia [10]. In addition, prevention of food impaction,
esophageal stenosis, and perforation is a target of therapy. The treatment for EoE includes dietary
modifications, pharmacologic therapy, and endoscopic interventions for strictures. The treatment response
should be assessed not only by symptom evaluation, but also by endoscopic and histologic disease activity,
requiring a follow-up endoscopy. The approach to therapy of EoE has been outlined in multiple guidelines
from professional societies as well as expert recommendations [1, 3, 10-13]. This article will focus on the
diet and pharmacologic therapy for EoE in adults.

Dietary therapy serves as a non-pharmacologic approach and has been shown to be particularly
effective as a first-line intervention in pediatric patients with EoE. Concurrently, in adults, adherence may
be more challenging due to the restrictive nature and complexity of elimination diets. Given the high
prevalence of food allergies in EoE, dietary triggers are thought to markedly contribute to disease
pathogenesis. Dietary avoidance has been associated with symptom improvement, histologic remission of
esophageal eosinophilia, and, in some cases, reversal of subepithelial fibrosis [14, 15]. However,
discontinuation of the diet can lead to a relapse of symptoms. Three types of dietary modifications have
been proposed, including an empiric elimination diet, an elemental diet, or a test-directed elimination diet.

The empiric elimination diet is the most widely used and effective dietary intervention for patients
with EoE. Cow’s milk has been deemed the most common food trigger causing immediate hypersensitivity
and is therefore frequently eliminated from the diet. The six-food elimination diet (6FED, see Table 1),
which excludes cow’s milk, hen'’s egg, soy, wheat, peanuts/tree nuts, and fish/shellfish, has demonstrated
higher rates of histologic remission, as these food groups account for the majority of IgE-mediated food
reactions [16]. In a prospective study of 50 patients following a 6FED, 70% achieved histologic remission (<
10 eos/hpf), with 94% showing symptomatic improvement [17]. Milk and wheat were the most frequently
implicated food triggers upon reintroduction. A 4FED, targeting cow’s milk, eggs, soy, and wheat, is also
commonly used. Notably, recent evidence suggests that elimination of cow’s milk alone may achieve
remission rates comparable to 4FED or 6FED [18]. Supporting this, a multicenter randomized trial of 129
adults comparing single-food elimination (milk) versus 6FED reported similar improvements in histologic
and peak eosinophil outcomes (34% vs. 40% remission) [18]. Data from the meta-analysis of 14
observational studies indicate that 6FED, 4FED, and 1FED achieve similar efficacy in adults and children
with EoE, with failure rates of 33%, 43%, and 46%, respectively, compared with 88% in untreated controls
[16]. These data support a step-up elimination strategy, initiated with the least restrictive diet. Cow’s milk
elimination (1FED) is recommended as first-line due to its simplicity, tolerability, and reasonable remission
rates. Patients unresponsive to 1FED may escalate sequentially to 2FED, 4FED, and ultimately 6FED if prior
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regimens are unsuccessful [19]. Based on the available data, an initial elimination of cow’s milk in all forms
(1FED) should be trialed first before consideration of multi-FEDs. If the patient has no response to 1FED,
then 2FED/4FED should be considered. In cases of elimination diet, dietitians can be very helpful with
advice regarding substitutes for favorite foods, a nutrition-balanced diet, and suggestions for recipes. The
diet can be started almost immediately following the diagnosis of EoE. Patients typically will need a follow-
up endoscopy to assess a histologic response to the elimination diet. If on follow-up endoscopy no
improvement in histologic or endoscopic findings is observed, pharmacologic therapy may be initiated, or
more strict food elimination or elemental diets may be considered. Possible reasons for elimination diet
failure include lack of all food triggers elimination, poor adherence to the diet, or presence of allergies to
inhalant allergens. For those patients who had symptomatic and histologic responses, food reintroduction
can be initiated. A common approach is reintroduction of food and food groups for 8 to 12 weeks, followed
by repeat endoscopy to reassess histologic response. Recurrence of esophageal eosinophilia can occur
rapidly within 3 to 7 days after food reintroduction [20]. If the patient becomes symptomatic with food
reintroduction and no histologic improvement is found, the food is removed from the diet again. The
decision regarding food reintroduction and diet continuation will often depend on the severity of
endoscopic and histologic findings. It has been suggested that if reintroduction of a particular food failed,
this particular food should be avoided for at least 2 years before another attempt at reintroduction. Once
food triggers are identified, the patient can be maintained long-term on an elimination diet. From a clinical
standpoint, the most important aspect of diet selection is patient adherence to the diet.

Table 1. Overview of the food elimination dietary approach.

Diet Eliminated food

1FED Animal milk

2FED Milk and wheat

4FED Dairy, wheat, egg, and soy

6FED Dairy, wheat, egg, soy, nuts, and seafood
Elemental formula Amino acid-based hypoallergenic formula

FED: food elimination diet.

Elemental diet composed of amino acid-based formulas eliminates all potential dietary allergens and is
generally administered for 6-8 weeks [21, 22]. While highly effective, they are rarely employed as first-line
therapy due to significant adherence challenges, and histologic relapse is common within two weeks of
discontinuation. In a recent randomized trial, adjunctive elemental formula to 4FED for six weeks in 41
adults improved quality of life without a statistically significant enhancement in histologic remission
compared with 4FED alone [23].

Testing-directed elimination diets based on skin prick or atopy patch testing have limited clinical utility
due to cost and complexity [20]. Current ACG guidelines do not recommend routine allergy testing to guide
elimination diets in EoE.

Pharmacologic therapy

Regarding pharmacologic treatment options for EoE, the recommended regimen includes PPIs, topical
steroids (budesonide, fluticasone), and a biologic, dupilumab.

PPIs

PPIs are the first-line treatment option for patients with EoE and may be combined with elimination diets
and topical steroids. The mechanisms of PPI efficacy extend beyond gastric acid suppression to include anti-
inflammatory effects, such as downregulation of eotaxin-3, a chemokine central to eosinophil recruitment,
enhancement of esophageal barrier integrity, and maintenance of epithelial homeostasis [3]. Interestingly,
acid reflux condition may coexist or can contribute to EoE, while EoE may contribute to reflux symptoms by
impairing clearance of the acid from the esophagus. Gastroesophageal reflux disease (GERD) may coexist
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with or exacerbate EoE, whereas EoE can impair esophageal acid clearance, contributing to reflux
symptoms. Standard initial therapy consists of daily or twice-daily PPI administration before meals for a
minimum of eight weeks, followed by reassessment of clinical symptoms and upper endoscopy to evaluate
both endoscopic and histologic response [3]. In case of good response to therapy, PPIs should be continued
at the lowest effective dose to control symptoms, whereas non-responders should be considered for topical
corticosteroids. Comparative data between PPIs, topical corticosteroids, and elimination diets remain
limited. In a randomized trial of 30 adults, esomeprazole 40 mg daily for eight weeks achieved reductions in
esophageal eosinophil counts comparable to fluticasone 440 mcg twice daily, without significant
improvement in dysphagia [24]. Another study of 42 adults demonstrated that esomeprazole 40 mg daily
did not significantly reduce eosinophil counts, though 33% of patients achieved fewer than seven eos/hpf
[25]. A meta-analysis encompassing 33 studies and 619 pediatric and adult patients reported clinical and
histologic response rates of 61% and 51%, respectively [26]. Similarly, a multicenter observational cohort
of 630 patients demonstrated clinical response and histologic remission rates of 71% and 49%, with
significantly lower efficacy in patients with esophageal strictures [27]. The presence of GERD does not
reliably predict response to PPI therapy, although patients with documented pathologic acid exposure may
exhibit enhanced benefit. Across studies, variations in PPI type, dose, frequency, and duration preclude
recommendations regarding a preferred agent or regimen. Patient education emphasizing the anti-
inflammatory benefits of PPIs and strict adherence is critical to optimize therapeutic outcomes.

Potassium-competitive acid blockers (PCABs), such as vonoprazan, approved for erosive esophagitis
and GERD, have been investigated as potential therapies for EoE. In a retrospective cohort of 118 patients,
vonoprazan demonstrated efficacy comparable to rabeprazole (10-20 mg) and esomeprazole (20 mg),
achieving complete symptomatic response in 75.7% versus 54-72% for PPIs, a 2-point reduction in
eosinophilic esophagitis endoscopic reference score (EREFS), and complete histologic remission (0-1
eos/hpf) in 39.4% of patients [28]. A subsequent study of 236 histologically confirmed EoE patients
reported no statistically significant differences between PCAB and PPI therapy in symptomatic response
(84% vs. 80%), endoscopic response (90% vs. 86%), or histologic response (79% vs. 74%) after eight
weeks of treatment [29]. Complete normalization of symptoms, endoscopic findings, and histology was
achieved with vonoprazan in 25%, 50%, and 36% of patients, respectively. While preliminary data are
promising, further prospective studies are required to confirm the efficacy and safety of PCABs in EoE.

Topical glucocorticoids

Budesonide and fluticasone represent the mainstay of pharmacologic therapy for EoE. The majority of
patients demonstrate both symptomatic improvement and histologic reduction in eosinophil counts with
these agents [30]. However, symptom and histologic recurrence are common following treatment
discontinuation. Oral budesonide suspension is generally preferred over fluticasone due to its more
consistent esophageal drug delivery [31]. Fluticasone, while effective, is used off-label and has limitations
related to variable esophageal deposition, higher cost, and availability [32]. Randomized controlled trials
have consistently revealed that topical glucocorticoids were effective in achieving clinical and histological
improvement in patients with EoE. Most studies excluded patients who responded well to PPI therapy. A
large meta-analysis of 6 trials comprising 583 adults and pediatric patients with EoE revealed that topical
therapy was associated with significantly greater symptomatic improvement compared to placebo after 2
to 12 weeks of treatment (RR 1.74) [33]. In a sub-analysis of 12 trials encompassing 978 patients, topical
glucocorticoid therapy was associated with significant histologic remission (RR 11.94). Reported histologic
response rates for both budesonide and fluticasone generally range between 60-70%. Predictors of
treatment response to topical therapy remain poorly understood. Individuals presenting with abdominal
pain had a good response to topical steroids, while those with esophageal stenosis had a much lower
response to the therapy. Current recommendations suggest reassessment with upper endoscopy and
biopsy within 8-12 weeks of initiating steroid therapy to evaluate for endoscopic and histologic
improvement.
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Budesonide has been approved in the United States by the FDA as an oral suspension, consumed 2 mg
twice daily for a total of 12 weeks [34]. Medication should be taken over 5 to 10 minutes, with the
avoidance of food or liquid intake for 30 minutes. The oral suspension provides consistent drug delivery. In
Europe, budesonide is also available as a 1-mg orodispersible tablet administered twice daily [35].
Treatment with budesonide is typically well-tolerated, and symptomatic improvement can be seen within
several days. Adverse effects of budesonide include adrenal suppression, headache, candidiasis, throat
irritation, and respiratory tract infection. In a randomized controlled trial comprising 318 patients with
EoE, oral suspension of budesonide at a dose of 2 mg twice daily was associated with higher rates of
symptomatic improvement (52% vs. 39%), and higher rates of histologic remission (53% vs. 1%) after 12
weeks of therapy compared to placebo [36]. Another randomized, placebo-controlled trial of 93 adolescents
and young adults with EoE and dysphagia demonstrated significant improvements in dysphagia symptom
scores (15 vs. 21.5), endoscopic severity scores (-3.8 vs. 0.4), and histologic response rates (39% vs. 3%)
relative to placebo [37]. In the randomized, double-blind, double-dummy clinical trial of 129 adults,
comparison was made between oral budesonide suspension (1 mg twice daily) versus swallowed
fluticasone provided by metered-dose inhaler (MDI) (880 mcg twice daily) given for 8 weeks. Both agents
produced comparable improvements in dysphagia symptom scores (5 vs. 4), endoscopic severity scores
(EREFS 2 vs. 3), and histologic remission rates (71% vs. 64%), indicating no clear superiority of one topical
steroid over the other [38]. Budesonide suspension preparation off-label can be formulated by
compounding pharmacies by prescription in the USA. However, the concentration of budesonide may vary
in the suspension, which may affect the effectiveness of the medication [39].

Fluticasone propionate is administered via MDI without a spacer, with the spray swallowed. For adults
> 18 years, the recommended induction dose is 220 mcg twice daily for 4-8 weeks. An orally disintegrating
tablet formulation is in phase 3 trials. In the phase 2b FLUTE trial of 106 adults, fluticasone tablets
significantly reduced dysphagia at 12 weeks versus placebo, with sustained benefit at 52 weeks [40].
Histologic response rates were 86% with 1.5 mg BID and 67% with 3 mg daily dosing [40]. Symptomatic
improvement may occur within days to 1 week, but relapse is frequent (14-90%) after discontinuation
[41]. In a study of 21 adults, all reported symptom improvement with 220 mcg BID, though this did not
correlate with eosinophil counts [42]. Reported adverse effects include esophageal candidiasis, herpes
esophagitis, and dry mouth [43]. Although adrenal insufficiency is rare with induction therapy, a meta-
analysis reported a 15.8% rate across steroid trials [44]. Patients with a narrow caliber esophagus or
requiring dilations demonstrate lower response rates [45]. There are no established guidelines for
maintenance therapy, though it is often considered in patients with severe dysphagia, food impactions,
high-grade stenosis, or rapid relapse. A lower maintenance dose (often half of induction) is suggested,
though higher doses may prolong remission [46]. In a randomized trial of 204 adults in remission,
budesonide oral dispersible tablets (0.5-1 mg BID for 48 weeks) maintained remission in 75% compared
with 4% on placebo [47]. A smaller study of 28 adults showed budesonide 0.25 mg BID maintained
remission in 64% versus 36% with placebo at 50 weeks, with improvement in esophageal remodeling [48].
Meta-analyses report pooled histologic responses of 77% for budesonide and 68% for fluticasone [49, 50].
Both agents are considered reasonable first-line options. Other topical glucocorticoids evaluated in EoE,
mainly in pediatrics, include ciclesonide and mometasone furoate [51, 52]. In a retrospective series of 34
children, mometasone induced histologic improvement in 76% and remission in 68% after 1 month [52]. A
novel mometasone delivery system (impregnated membrane) is under investigation (NCT04849390).

Systemic glucocorticoids

Systemic glucocorticoids have a limited role in EoE and should be reserved for patients with severe disease
when dietary and topical steroid therapies are not feasible or have failed. Due to frequent relapse and
chronic disease course requiring repeat therapy, oral steroids should generally be avoided. Prednisone is
typically administered at 1-2 mg/kg/day (maximum 60 mg/day) in divided doses. While oral prednisone
has demonstrated greater efficacy than topical fluticasone, it carries a significantly higher risk of adverse
effects [53]. For refractory cases, dupilumab is now preferred over systemic corticosteroids.
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Dupilumab

Dupilumab, an IL-4 receptor alpha antagonist, blocks signaling of IL-4 and IL-13 and reduces Th2-mediated
inflammation [54]. Initially approved for moderate-to-severe asthma and atopic dermatitis, dupilumab is
now approved for both pediatric and adult EoE in the U.S., administered as 300 mg subcutaneously once
weekly. In a phase 2 randomized trial of adults with active EoE, 12 weeks of dupilumab therapy led to
reductions in dysphagia, histologic activity (68.3% response), improved endoscopic appearance (EREFS),
and increased esophageal distensibility [55]. In a phase 3, three-part trial involving 321 PPI-nonresponsive
patients (= 12 years), dupilumab 300 mg weekly or every 2 weeks for 24 weeks achieved histologic
remission (< 6 eos/hpf) in 60% vs. 6% for placebo (P < 0.001) [54]. Weekly dosing produced significant
improvement in dysphagia symptom questionnaire (DSQ) score and endoscopic severity (EREFS). The 52-
week extension confirmed sustained histologic, symptomatic, and endoscopic benefits, particularly with
weekly dosing [56]. In a pediatric trial of 102 patients with PPI-refractory EoE, both lower and higher
dupilumab doses for 16 weeks induced histologic remission in 58-68% vs. 3% for placebo [57], with
benefits maintained through 36 weeks. A retrospective study of 46 patients with fibrostenotic, refractory
EoE showed histologic remission (< 15 eos/hpf) in 80%, < 6 eos/hpf in 57%, and symptomatic
improvement in 91% after a median of 6 months [58]. Common adverse effects include injection site
reactions, upper respiratory infections, arthralgia, and herpes viral infections; rare cytokine-mediated
complications such as seronegative arthritis, iridocyclitis, and psoriasis have been reported. While long-
term safety beyond one year remains to be established in EoE, safety data from other atopic conditions are
reassuring [59]. A systematic review of five retrospective studies (209 subjects) demonstrated symptom
improvement in 89.2% and significant reductions in endoscopic and histologic scores after an average of
5.6 months of therapy [60]. According to ACG guidelines, dupilumab is recommended for PPI-
nonresponders and may be best suited for refractory EoE, contraindications to steroid therapy, or patients
with concomitant atopic diseases such as asthma or eczema. Although dupilumab is costly, future studies
are needed to define its long-term efficacy in preventing fibrosis or strictures and to assess cost-
effectiveness as a potential first-line therapy. Table 2 provides an overview of medications currently
utilized in the management of EoE in adults.

Table 2. Medications used for the treatment of EoE in adults.

Medication Dosing Duration
PPIs Double dose of omeprazole 20 mg twice daily or 40 mg daily, or another PPI equivalent 8 weeks
Budesonide 2—4 mg/day divided into twice-a-day dosing 8 weeks
Fluticasone 1,760 mcg/day in divided doses; typically, twice a day 8 weeks
Dupilumab 300 mg subcutaneously every week (for a weight of more than 40 kg) Long-term

EoE: eosinophilic esophagitis; PPIs: proton pump inhibitors.

New therapeutics (investigational drugs)

A number of newer generation biologics have been under investigation for the treatment of EoE by
targeting IL-13 and IL-5 (type Il cytokines), interfering with thymic stromal lymphopoietin (TSLP), and the
depletion of mast cells [61].

The anti-IL-13 monoclonal antibodies

Cendakimab (RPC-4046) is a humanized monoclonal antibody directed against soluble IL-13, thereby
attenuating IL-13 receptor-mediated signaling. In a phase 2 randomized controlled trial including 99 adults
with EoE, weekly subcutaneous administration of cendakimab at 180 mg or 360 mg demonstrated
significant reductions in mean eosinophil counts, histologic remission (< 6 eos/hpf), and improved
endoscopic features (EREFS) compared with placebo at week 16. The 360 mg dose additionally improved
dysphagia in steroid-refractory patients. The most common adverse events were headache and upper
respiratory tract infections [62, 63]. A phase 3 study is currently in progress.
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Dectrekumab (QAX576) is a human monoclonal antibody targeting IL-13. In a randomized trial of 23
adults with EoE receiving monthly intravenous infusions of 6 mg/kg, the predefined primary endpoint (>
75% reduction in peak eosinophil count) was not met. However, treatment was associated with a mean
60% reduction in esophageal eosinophil counts compared with a 23% increase in the placebo group, as well
as a non-significant improvement in dysphagia severity and frequency [64].

Anti-IL-5 and IL-5 receptor monoclonal antibodies

IL-5 is a key eosinophil-specific cytokine produced by Th2 lymphocytes, mast cells, and eosinophils,
regulating proliferation, differentiation, and apoptosis. Benralizumab, an anti-IL-5 receptor monoclonal
antibody that induces near-complete eosinophil depletion through antibody-dependent cellular
cytotoxicity, has been evaluated in phase 2 and 3 clinical studies. In a cohort of 211 adults and children with
EoE receiving benralizumab 30 mg subcutaneously every 4 weeks for 24 weeks, histologic remission was
achieved in 87.4% compared with 6.5% in the placebo group, although improvements in DSQ score and
endoscopic (EREFS) scores were not statistically significant [65, 66].

Mepolizumab and reslizumab are monoclonal antibodies targeting soluble IL-5, thereby inhibiting
eosinophil maturation and activation. In adults with chronic EoE and fibrostenotic disease, monthly
intravenous mepolizumab (750 mg) led to significant reductions in eosinophil counts but did not achieve
complete histologic remission (< 5 eos/hpf) [67, 68]. Subcutaneous mepolizumab similarly reduced tissue
eosinophilia without corresponding improvement in symptom scores [69]. Across studies, anti-IL-5 agents
have consistently demonstrated histologic responses superior to placebo but with limited symptomatic
benefit [66, 70, 71].

Anti-TSLP monoclonal antibodies

TSLP is an epithelial-derived cytokine that initiates and amplifies type 2 inflammation via dendritic and
mast cell activation. Tezepelumab, a human monoclonal antibody inhibiting TSLP, is being evaluated in the
phase 3 randomized, double-blind, placebo-controlled CROSSING trial assessing efficacy and safety in adults
and adolescents with EoE over 52 weeks [72]. Tezepelumab is currently approved for severe asthma.
Solrikitug, a next-generation anti-TSLP antibody that prevents TSLP-receptor binding with higher potency
than tezepelumab, is being studied in the phase 2 ALAMARE trial—a 24-week study with a 28-week
extension evaluating histologic and symptomatic responses across three dosing regimens [73].

Anti-KIT monoclonal antibody

Barzolvolimab is a mast cell-depleting anti-tyrosine protein kinase (KIT) monoclonal antibody under
investigation in the phase 2 “EvolvE” trial. In this randomized, double-blind, placebo-controlled study, 151
adults with EoE received barzolvolimab 300 mg every 4 weeks for 8 weeks. The primary endpoint—a
reduction in peak esophageal mast cell count—was achieved, with concomitant decreases in eosinophil
infiltration and improvement in DSQ score, suggesting potential therapeutic efficacy [74].

Anti-IL-15 monoclonal antibody

CALY-002, an anti-IL-15 monoclonal antibody, is being investigated in patients with EoE and celiac disease.
IL-15, expressed by dendritic cells, macrophages, and fibroblasts, is upregulated in basal epithelial layers in
EoE. The ongoing trial (ClinicalTrials.gov Identifier: NCT04593251) aims to evaluate safety, tolerability,
pharmacokinetics, and pharmacodynamics in patients with EoE [75].

Anti-SIGLEC-8 (IgG1) monoclonal antibody

Lirentelimab (AK002) is a humanized IgG1 monoclonal antibody targeting sialic acid-binding Ig-like lectin 8
(SIGLEC-8), a receptor selectively expressed on mast cells and eosinophils. The antibody inhibits mast cell
activation and induces eosinophil apoptosis through antibody-dependent cytotoxicity. In the KRYPTOS trial,
both high- and low-dose lirentelimab achieved complete histologic remission in 88% and 92% of patients,
respectively, compared with 11% in the placebo group; however, the primary endpoint of symptomatic
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improvement (by DSQ) was not met [76]. A meta-analysis of 17 randomized trials, including topical
steroids, PPIs, dupilumab, and lirentelimab, demonstrated that monthly lirentelimab (1 mg/kg) achieved
the highest rates of histologic remission, though without consistent endoscopic or symptomatic
improvement [77].

Other biologic and small-molecule agents

The prostaglandin D, receptor antagonist 0C000459, evaluated in a randomized controlled trial of 26
adults with steroid-dependent or steroid-refractory EoE, resulted in significant reductions in eosinophil
counts and symptomatic improvement over 8 weeks compared with baseline [78]. A meta-analysis of six
randomized controlled trials (533 patients) demonstrated that monoclonal antibodies significantly reduced
both peak and mean esophageal eosinophil counts compared with placebo. Agents targeting 1L-13
(dupilumab, dectrekumab, cendakimab) were associated with the most consistent improvements in
histologic (EoE-HSS), endoscopic (EREFS), and DSQ score. The incidence of serious adverse events was
comparable to placebo across studies [79]. Several investigational therapies targeting key inflammatory
pathways are under evaluation in phase 2 and 3 clinical trials, as outlined in Table 3.

Table 3. Investigation of drugs in phase 2 or 3 for the treatment of EoE.

Drug Targets
Cendakimab (RPC-4046) IL-13
Dectrekumab (QAX576) IL-13
Benralizumab IL-5
Reslizumab IL-5
Mepolizumab IL-5
CALY-002 IL-15
Lirentelimab SIGLEC-8
Tezepelumab TSLP
Solrikitug TSLP
Barzolvolimab KIT

KIT: tyrosine protein kinase; TSLP: thymic stromal lymphopoietin; SIGLEC-8: sialic acid-binding Ig-like lectin 8.

Other medications trialed in EoE

Montelukast, a leukotriene receptor antagonist, has been evaluated in EoE with inconsistent outcomes, and
its therapeutic role remains uncertain [80, 81]. Omalizumab, an anti-IgE monoclonal antibody, did not
demonstrate meaningful histologic or clinical improvement, with a response observed in only 33% of
patients, further supporting that EoE is not primarily an IgE-mediated disorder [82, 83]. Likewise,
infliximab, an anti-TNFa IgG1 antibody, failed to show a significant benefit in EoE [84]. Accordingly, recent
ACG guidelines do not recommend the use of these agents in EOE management [3].

Long-term monitoring of EoE

There are no standardized recommendations for long-term monitoring in EoE. Follow-up endoscopic
evaluation should be individualized based on symptom trajectory, esophageal pathology, need for
therapeutic adjustment, and patient preference. Endoscopy is particularly warranted in patients with
worsening dysphagia, therapeutic modification, or when dilation is anticipated. The reliance on serial
endoscopic assessments remains a major limitation in EoE care. Although several noninvasive biomarkers
have been investigated for diagnostic and monitoring purposes, heterogeneity among candidate markers
and methodologies limits their clinical utility [85]. Endoscopy with biopsy remains the gold standard for
both diagnosis and surveillance. Nonetheless, the development of validated noninvasive biomarkers could
substantially reduce procedural burden and improve cost-effectiveness in the future.
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Esophageal dilation

Disease progression may lead to a fibrostenotic phenotype, characterized by persistent dysphagia and the
need for repeated dilations. Esophageal dilation is typically reserved for patients refractory to medical
therapy or those with high-grade strictures. Given the increased risk of deep mucosal tears or perforation,
dilation should be performed gradually, with luminal expansion not exceeding 3 mm per session [86, 87].
Earlier reports suggested a perforation rate of 5-7%, whereas more recent evidence demonstrates a
markedly lower risk. In a meta-analysis of 37 studies encompassing 977 patients and 2,034 dilations, the
perforation rate was only 0.03%, with hospitalization required in 0.7% of cases [88, 89].

A stepwise approach to the management of EoE in adults is outlined in Figure 1.

Diagnosis of EoE

m Clinically significant stricture Ves |
l'-‘ present L Yes f

Anti-inflammatory therapy Esophageal dilation

|
|

Food elimination diet PPIs Topical steroids Concomitant
anti-inflammatory therapy
Empiric food elimination I | Long term monitoring
Milk (1FED); or milk and
wheat (2FED) ~ Assessresponse i Response Retreatment with PPIs or
l (clinical, histological, endoscopic) topical steroids if recurrence
More restrictive diet
4FED or 6FED
I Maintenance therapy
No response

|Modify prior treatments }——{ No response Dupilumab Dupilumab ‘FED ‘ Topical steroids

Long term
PPIs
Reassess response

(clinical, histological, endoscopic)

Figure 1. Proposed management algorithm for EoE in adults. PPIs: proton pump inhibitors; FED: food elimination diet.

Discussion

EoE is a chronic immune-mediated esophageal disorder that often requires long-term maintenance therapy
to prevent relapse and complications. Dietary therapy remains a key therapeutic option, though adherence
in adults is limited by complexity and social constraints. A step-up elimination approach is recommended,
starting with the least restrictive 1FED or 2FED, progressing to 4FED or 6FED if necessary. Treatment
response should be assessed by endoscopic and histologic improvement, rather than symptoms alone,
given the poor correlation between symptom severity and histologic activity. Collaboration with a dietitian
is strongly advised to enhance adherence and ensure nutritional adequacy. High-dose PPI therapy is
recommended as initial management, with appropriate counseling to clarify its anti-inflammatory
mechanism in EoE rather than solely acid suppression. For patients with persistent disease, topical
corticosteroids are considered first-line pharmacologic therapy, either as monotherapy or in combination
with PPIs. Oral viscous budesonide is generally preferred over fluticasone due to more consistent mucosal
contact, although both agents are comparably effective. Some patients may benefit from as-needed use
during flares, while those with severe or recurrent disease often require long-term maintenance therapy to
prevent relapse. Therapeutic decisions should be individualized based on disease severity, symptom
burden, histologic findings, and patient preference. For patients who are refractory or intolerant to PPIs
and topical glucocorticoids, dupilumab represents an effective next-line therapy. Current data primarily
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involve patients with longstanding or treatment-resistant EoE, and its role in newly diagnosed disease
remains undefined. Identifying clinical or biomarker predictors of dupilumab response could enable more
personalized treatment and reduce reliance on invasive monitoring. Patients with concomitant atopic
diseases such as severe asthma or eczema may particularly benefit from dupilumab due to its dual
therapeutic effects. For those with fibrostenotic disease, esophageal dilation remains an important
adjunctive therapy. Dilation may be performed concurrently with or following anti-inflammatory
treatment, depending on the severity of symptoms and degree of luminal narrowing. In patients with
critical strictures, dilation should precede anti-inflammatory therapy to restore luminal patency. The
approach should always be individualized, balancing efficacy, safety, and patient tolerance. Given the
chronic relapsing nature of EoE, recurrence of histologic and symptomatic disease is common upon
discontinuation of therapy, underscoring the need for maintenance treatment and periodic reassessment.
Follow-up should include clinical, endoscopic, and histologic evaluation, as symptom improvement alone
does not reliably indicate disease remission. Even asymptomatic patients warrant long-term follow-up for
potential recurrence and therapy adjustment. The economic burden of EoE is substantial, with estimated
annual healthcare costs exceeding $1 billion in the United States [90]. Biologic therapies, while effective,
significantly increase treatment costs. Therefore, adopting guideline-based, stepwise management
algorithms and optimizing the use of existing therapies remain critical for cost-effective care. Future studies
are needed to define the optimal duration of maintenance therapy, the role of biologics in earlier disease
stages, and the cost-effectiveness of emerging treatment strategies.

Conclusions

Substantial progress has been achieved in recent years in elucidating the pathogenesis and optimizing the
therapeutic approach to EoE. The recent approval of the first biologic agent represents a significant
milestone, providing new therapeutic opportunities and prompting the refinement of contemporary
management algorithms. Evidence-based clinical guidelines now support a systematic, stepwise treatment
strategy favoring initiation with a single therapeutic modality rather than combination therapy, followed by
objective assessment of treatment response through endoscopy with biopsy. Therapeutic escalation should
be pursued in patients demonstrating persistent histologic or clinical activity despite initial intervention.
The role of biologic therapy in the long-term management of EoE remains to be fully defined. Currently,
dupilumab is recommended for patients refractory to PPIs and topical corticosteroids, as well as those with
concomitant atopic disease. While highly efficacious, its substantial cost underscores the need for careful
patient selection and cost-effectiveness analyses. Future research should focus on delineating predictors of
treatment response, establishing noninvasive biomarkers for disease monitoring, and defining the optimal
duration and sequencing of biologic therapy. Despite these ongoing challenges, the therapeutic landscape of
EoE is rapidly evolving. Emerging targeted therapies hold considerable promise to improve disease control,
reduce treatment burden, and ultimately transform the long-term management of EoE.

Abbreviations

ACG: American College of Gastroenterology

DSQ: dysphagia symptom questionnaire

EoE: eosinophilic esophagitis

eos/hpf: eosinophils per high-power field

EREFS: eosinophilic esophagitis endoscopic reference score
FED: food elimination diet

GERD: gastroesophageal reflux disease

KIT: tyrosine protein kinase

MDI: metered-dose inhaler

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 10



PCABs: potassium-competitive acid blockers
PPI: proton pump inhibitor

SIGLEC-8: sialic acid-binding Ig-like lectin 8
TSLP: thymic stromal lymphopoietin

Declarations
Author contributions

AW: Conceptualization, Writing—original draft, Writing—review & editing. AU: Conceptualization,
Writing—original draft, Writing—review & editing, Supervision. Both authors read and approved the
submitted version.

Conflicts of interest

The authors declare that they have no conflicts of interest.

Ethical approval
Not applicable.

Consent to participate

Not applicable.

Consent to publication

Not applicable.

Availability of data and materials

Not applicable.

Funding
Not applicable.

Copyright
© The Author(s) 2025.

Publisher’s note

Open Exploration maintains a neutral stance on jurisdictional claims in published institutional affiliations
and maps. All opinions expressed in this article are the personal views of the author(s) and do not
represent the stance of the editorial team or the publisher.

References

1.  Dellon ES, Liacouras CA, Molina-Infante ], Furuta GT, Spergel M, Zevit N, et al. Updated International
Consensus Diagnostic Criteria for Eosinophilic Esophagitis: Proceedings of the AGREE Conference.
Gastroenterology. 2018;155:1022-33.e10. [DOI] [PubMed] [PMC]

2. Hahn JW, Lee K, Shin JI, Cho SH, Turner S, Shin JU, et al. Global Incidence and Prevalence of
Eosinophilic Esophagitis, 1976-2022: A Systematic Review and Meta-analysis. Clin Gastroenterol
Hepatol. 2023;21:3270-84.e77. [DOI] [PubMed]

3. Dellon ES, Muir AB, Katzka DA, Shah SC, Sauer BG, Aceves SS, et al. ACG Clinical Guideline: Diagnosis
and Management of Eosinophilic Esophagitis. Am ] Gastroenterol. 2025;120:31-59. [DOI] [PubMed]

4.  Rothenberg ME. Eosinophilic gastrointestinal disorders (EGID). ] Allergy Clin Immunol. 2004;113:
11-28. [DOI] [PubMed]

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 11


https://dx.doi.org/10.1053/j.gastro.2018.07.009
http://www.ncbi.nlm.nih.gov/pubmed/30009819
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6174113
https://dx.doi.org/10.1016/j.cgh.2023.06.005
http://www.ncbi.nlm.nih.gov/pubmed/37331411
https://dx.doi.org/10.14309/ajg.0000000000003194
http://www.ncbi.nlm.nih.gov/pubmed/39745304
https://dx.doi.org/10.1016/j.jaci.2003.10.047
http://www.ncbi.nlm.nih.gov/pubmed/14713902

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

Mishra A, Wang M, Pemmaraju VR, Collins MH, Fulkerson PC, Abonia JP, et al. Esophageal Remodeling
Develops as a Consequence of Tissue Specific IL-5-Induced Eosinophilia. Gastroenterology. 2008;134:
204-14. [DOI] [PubMed] [PMC(]

Niranjan R, Mavi P, Rayapudi M, Dynda S, Mishra A. Pathogenic role of mast cells in experimental
eosinophilic esophagitis. Am ] Physiol Gastrointest Liver Physiol. 2013;304:G1087-94. [DOI]
[PubMed] [PMC]

Wright BL, Kulis M, Guo R, Orgel KA, Wolf WA, Burks AW, et al. Food-specific IgG, is associated with
eosinophilic esophagitis. ] Allergy Clin Immunol. 2016;138:1190-2.e3. [DOI] [PubMed] [PMC]

Dellon ES, Guo R, McGee S], Hamilton DK, Nicolai E, Covington ], et al. A Novel Allergen-Specific
Immune Signature-Directed Approach to Dietary Elimination in Eosinophilic Esophagitis. Clin Transl
Gastroenterol. 2019;10:e00099. [DOI] [PubMed] [PMC]

Oliva S, McGowan EC. Associations of Eosinophilic Gastrointestinal Disorders with Other

Gastrointestinal and Allergic Diseases. Immunol Allergy Clin North Am. 2024;44:329-48. [DOI]
[PubMed]

Arnim Uv, Biedermann L, Aceves SS, Bonis PA, Collins MH, Dellon ES, et al. Monitoring Patients With
Eosinophilic Esophagitis in Routine Clinical Practice - International Expert Recommendations. Clin
Gastroenterol Hepatol. 2023;21:2526-33. [DOI] [PubMed]

Liacouras CA, Furuta GT, Hirano I, Atkins D, Attwood SE, Bonis PA, et al. Eosinophilic esophagitis:
Updated consensus recommendations for children and adults. ] Allergy Clin Immunol. 2011;128:
3-20.e6. [DOI] [PubMed]

Hirano [, Chan ES, Rank MA, Sharaf RN, Stollman NH, Stukus DR, et al. AGA institute and the joint task
force on allergy-immunology practice parameters clinical guidelines for the management of
eosinophilic esophagitis. Ann Allergy Asthma Immunol. 2020;124:416-23. [DOI] [PubMed] [PMC]
Aceves SS, Alexander JA, Baron TH, Bredenoord AJ, Day L, Dellon ES, et al. Endoscopic approach to
eosinophilic esophagitis: American Society for Gastrointestinal Endoscopy Consensus Conference.
Gastrointest Endosc. 2022;96:576-92.e1. [DOI] [PubMed]

Abu-Sultaneh SMA, Durst P, Maynard V, Elitsur Y. Fluticasone and Food Allergen Elimination Reverse

Sub-epithelial Fibrosis in Children with Eosinophilic Esophagitis. Dig Dis Sci. 2011;56:97-102. [DOI]
[PubMed]

Lieberman JA, Morotti RA, Konstantinou GN, Yershov O, Chehade M. Dietary therapy can reverse
esophageal subepithelial fibrosis in patients with eosinophilic esophagitis: a historical cohort. Allergy.
2012;67:1299-307. [DOI] [PubMed]

Mayerhofer C, Kavallar AM, Aldrian D, Lindner AK, Miiller T, Vogel GF. Efficacy of Elimination Diets in
Eosinophilic Esophagitis: A Systematic Review and Meta-analysis. Clin Gastroenterol Hepatol. 2023;
21:2197-210.e3. [DOI] [PubMed]

Gonsalves N, Yang G, Doerfler B, Ritz S, Ditto AM, Hirano I. Elimination Diet Effectively Treats
Eosinophilic Esophagitis in Adults; Food Reintroduction Identifies Causative Factors.
Gastroenterology. 2012;142:1451-9.e1. [DOI] [PubMed]

Kliewer KL, Gonsalves N, Dellon ES, Katzka DA, Abonia JP, Aceves SS, et al. One-food versus six-food
elimination diet therapy for the treatment of eosinophilic oesophagitis: a multicentre, randomised,
open-label trial. Lancet Gastroenterol Hepatol. 2023;8:408-21. [DOI] [PubMed] [PMC(]

Molina-Infante J, Arias A, Alcedo J, Garcia-Romero R, Casabona-Frances S, Prieto-Garcia A, et al. Step-
up empiric elimination diet for pediatric and adult eosinophilic esophagitis: The 2-4-6 study. ] Allergy
Clin Immunol. 2018;141:1365-72. [DOI] [PubMed]

Rank MA, Sharaf RN, Furuta GT, Aceves SS, Greenhawt M, Spergel JM, et al.; Joint Task Force on
Allergy-Immunology Practice Parameters collaborators. Technical Review on the Management of
Eosinophilic Esophagitis: A Report From the AGA Institute and the Joint Task Force on Allergy-
Immunology Practice Parameters. Gastroenterology. 2020;158:1789-810.e15. [DOI] [PubMed] [PMC]

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 12


https://dx.doi.org/10.1053/j.gastro.2007.10.002
http://www.ncbi.nlm.nih.gov/pubmed/18166354
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2654267
https://dx.doi.org/10.1152/ajpgi.00070.2013
http://www.ncbi.nlm.nih.gov/pubmed/23599040
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3680716
https://dx.doi.org/10.1016/j.jaci.2016.02.024
http://www.ncbi.nlm.nih.gov/pubmed/27130859
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5053831
https://dx.doi.org/10.14309/ctg.0000000000000099
http://www.ncbi.nlm.nih.gov/pubmed/31789931
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6970559
https://dx.doi.org/10.1016/j.iac.2024.01.005
http://www.ncbi.nlm.nih.gov/pubmed/38575227
https://dx.doi.org/10.1016/j.cgh.2022.12.018
http://www.ncbi.nlm.nih.gov/pubmed/36572109
https://dx.doi.org/10.1016/j.jaci.2011.02.040
http://www.ncbi.nlm.nih.gov/pubmed/21477849
https://dx.doi.org/10.1016/j.anai.2020.03.020
http://www.ncbi.nlm.nih.gov/pubmed/32336462
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC8135034
https://dx.doi.org/10.1016/j.gie.2022.05.013
http://www.ncbi.nlm.nih.gov/pubmed/35965102
https://dx.doi.org/10.1007/s10620-010-1259-5
http://www.ncbi.nlm.nih.gov/pubmed/20458625
https://dx.doi.org/10.1111/j.1398-9995.2012.02881.x
http://www.ncbi.nlm.nih.gov/pubmed/22913672
https://dx.doi.org/10.1016/j.cgh.2023.01.019
http://www.ncbi.nlm.nih.gov/pubmed/36731591
https://dx.doi.org/10.1053/j.gastro.2012.03.001
http://www.ncbi.nlm.nih.gov/pubmed/22391333
https://dx.doi.org/10.1016/S2468-1253(23)00012-2
http://www.ncbi.nlm.nih.gov/pubmed/36863390
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC10102869
https://dx.doi.org/10.1016/j.jaci.2017.08.038
http://www.ncbi.nlm.nih.gov/pubmed/29074457
https://dx.doi.org/10.1053/j.gastro.2020.02.039
http://www.ncbi.nlm.nih.gov/pubmed/32359563
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9473155

21.

22,

23.

24.

25.

26.

27.

28.

29.

30.

31

32.

33.

34.

35.

36.

Markowitz JE, Spergel JM, Ruchelli E, Liacouras CA. Elemental diet is an effective treatment for

eosinophilic esophagitis in children and adolescents. Am ] Gastroenterol. 2003;98:777-82. [DOI]
[PubMed]

Peterson KA, Byrne KR, Vinson LA, Ying ], Boynton KK, Fang JC, et al. Elemental Diet Induces Histologic
Response in Adult Eosinophilic Esophagitis. Am ] Gastroenterol. 2013;108:759-66. [DOI] [PubMed]

de Rooij WE, Vlieg-Boerstra B, Warners M], Van Ampting MT], van Esch BCAM, Eussen SRBM, et al.
Effect of amino acid-based formula added to four-food elimination in adult eosinophilic esophagitis
patients: A randomized clinical trial. Neurogastroenterol Motil. 2022;34:e14291. [DOI] [PubMed]
[PMC]

Peterson KA, Thomas KL, Hilden K, Emerson LL, Wills JC, Fang JC. Comparison of Esomeprazole to

Aerosolized, Swallowed Fluticasone for Eosinophilic Esophagitis. Dig Dis Sci. 2010;55:1313-9. [DOI]
[PubMed]

Moawad FJ, Veerappan GR, Dias JA, Baker TP, Maydonovitch CL, Wong RK. Randomized Controlled
Trial Comparing Aerosolized Swallowed Fluticasone to Esomeprazole for Esophageal Eosinophilia.
Am ] Gastroenterol. 2013;108:366-72. [DOI] [PubMed]

Lucendo AJ, Arias A, Molina-Infante J. Efficacy of Proton Pump Inhibitor Drugs for Inducing Clinical
and Histologic Remission in Patients With Symptomatic Esophageal Eosinophilia: A Systematic
Review and Meta-Analysis. Clin Gastroenterol Hepatol. 2016;14:13-22.e1. [DOI] [PubMed]
Laserna-Mendieta EJ, Casabona S, Guagnozzi D, Savarino E, Perellé A, Guardiola-Arévalo A, et al.
Efficacy of proton pump inhibitor therapy for eosinophilic oesophagitis in 630 patients: results from
the EoE connect registry. Aliment Pharmacol Ther. 2020;52:798-807. [DOI] [PubMed]

Kuzumoto T, Tanaka F, Sawada A, Nadatani Y, Otani K, Hosomi S, et al. Vonoprazan shows efficacy
similar to that of proton pump inhibitors with respect to symptomatic, endoscopic, and histological
responses in patients with eosinophilic esophagitis. Esophagus. 2021;18:372-9. [DOI] [PubMed]
Fujiwara Y, Sawada A, Ominami M, Fukunaga S, Otani K, Hosomi S, et al. Responses of Proton Pump
Inhibitors and Potassium-Competitive Acid Blockers According to Outcomes of Symptom, Endoscopy,

and Histology in Patients With Eosinophilic Esophagitis. ] Clin Gastroenterol. 2024;58:337-41. [DOI]
[PubMed]

Remedios M, Campbell C, Jones DM, Kerlin P. Eosinophilic esophagitis in adults: clinical, endoscopic,
histologic findings, and response to treatment with fluticasone propionate. Gastrointest Endosc. 2006;
63:3-12. [DOI] [PubMed]

Noel R], Putnam PE, Collins MH, Assa’ad AH, Guajardo JR, Jameson SC, et al. Clinical and
immunopathologic effects of swallowed fluticasone for eosinophilic esophagitis. Clin Gastroenterol
Hepatol. 2004;2:568-75. [DOI] [PubMed]

Alexander JA, Jung KW, Arora AS, Enders F, Katzka DA, Kephardt GM, et al. Swallowed Fluticasone
Improves Histologic but Not Symptomatic Response of Adults With Eosinophilic Esophagitis. Clin
Gastroenterol Hepatol. 2012;10:742-9.e1. [DOI] [PubMed]

Franciosi JP, Gordon M, Sinopoulou V, Dellon ES, Gupta SK, Reed CC, et al. Medical treatment of
eosinophilic esophagitis. Cochrane Database Syst Rev. 2023;7:CD004065. [DOI] [PubMed] [PMC]
Budesonide oral suspension [Internet]. U.S. Food and Drug Administration; [cited 2025 Oct 7].
Available from: https://www.accessdata.fda.gov/drugsatfda_docs/label /2024 /213976s0001bl.pdf
Lucendo A], Miehlke S, Schlag C, Vieth M, von Arnim U, Molina-Infante ], et al.; International EOS-1
Study Group. Efficacy of Budesonide Orodispersible Tablets as Induction Therapy for Eosinophilic

Esophagitis in a Randomized Placebo-Controlled Trial. Gastroenterology. 2019;157:74-86.e15. [DOI]
[PubMed]

Hirano I, Collins MH, Katzka DA, Mukkada VA, Falk GW, Morey R, et al.; ORBIT1/SHP621-301
Investigators. Budesonide Oral Suspension Improves Outcomes in Patients With Eosinophilic

Esophagitis: Results from a Phase 3 Trial. Clin Gastroenterol Hepatol. 2022;20:525-34.e10. [DOI]
[PubMed]

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 13


https://dx.doi.org/10.1111/j.1572-0241.2003.07390.x
http://www.ncbi.nlm.nih.gov/pubmed/12738455
https://dx.doi.org/10.1038/ajg.2012.468
http://www.ncbi.nlm.nih.gov/pubmed/23381017
https://dx.doi.org/10.1111/nmo.14291
http://www.ncbi.nlm.nih.gov/pubmed/34792264
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9286809
https://dx.doi.org/10.1007/s10620-009-0859-4
http://www.ncbi.nlm.nih.gov/pubmed/19533356
https://dx.doi.org/10.1038/ajg.2012.443
http://www.ncbi.nlm.nih.gov/pubmed/23399553
https://dx.doi.org/10.1016/j.cgh.2015.07.041
http://www.ncbi.nlm.nih.gov/pubmed/26247167
https://dx.doi.org/10.1111/apt.15957
http://www.ncbi.nlm.nih.gov/pubmed/32677040
https://dx.doi.org/10.1007/s10388-020-00783-0
http://www.ncbi.nlm.nih.gov/pubmed/32960382
https://dx.doi.org/10.1097/MCG.0000000000001869
http://www.ncbi.nlm.nih.gov/pubmed/37267311
https://dx.doi.org/10.1016/j.gie.2005.07.049
http://www.ncbi.nlm.nih.gov/pubmed/16377308
https://dx.doi.org/10.1016/s1542-3565(04)00240-x
http://www.ncbi.nlm.nih.gov/pubmed/15224281
https://dx.doi.org/10.1016/j.cgh.2012.03.018
http://www.ncbi.nlm.nih.gov/pubmed/22475741
https://dx.doi.org/10.1002/14651858.CD004065.pub4
http://www.ncbi.nlm.nih.gov/pubmed/37470293
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC10358040
https://www.accessdata.fda.gov/drugsatfda_docs/label/2024/213976s000lbl.pdf
https://dx.doi.org/10.1053/j.gastro.2019.03.025
http://www.ncbi.nlm.nih.gov/pubmed/30922997
https://dx.doi.org/10.1016/j.cgh.2021.04.022
http://www.ncbi.nlm.nih.gov/pubmed/33887475

37.

38.

39.

40.

41.

42,

43.

44,

45.

46.

47.

48.

49.

50.

51.

52.

Dellon ES, Katzka DA, Collins MH, Hamdani M, Gupta SK, Hirano I, et al.; MP-101-06 Investigators.
Budesonide Oral Suspension Improves Symptomatic, Endoscopic, and Histologic Parameters
Compared With Placebo in Patients With Eosinophilic Esophagitis. Gastroenterology. 2017;152:
776-86.e5. [DOI] [PubMed]

Dellon ES, Woosley JT, Arrington A, McGee SJ, Covington ], Moist SE, et al. Efficacy of Budesonide vs
Fluticasone for Initial Treatment of Eosinophilic Esophagitis in a Randomized Controlled Trial.
Gastroenterology. 2019;157:65-73.e5. [DOI] [PubMed] [PMC]

Joshi S, Rubenstein JH, Dellon ES, Worthing N, Stefanadis Z, Chang JW. Variability in Practices of
Compounding Budesonide for Eosinophilic Esophagitis. Am ] Gastroenterol. 2021;116:1336-8. [DOI]
[PubMed] [PMC(]

Dellon ES, Lucendo A], Schlag C, Schoepfer AM, Falk GW, Eagle G, et al. Fluticasone Propionate Orally
Disintegrating Tablet (APT-1011) for Eosinophilic Esophagitis: Randomized Controlled Trial. Clin
Gastroenterol Hepatol. 2022;20:2485-94.e15. [DOI] [PubMed]

Furuta GT, Katzka DA. Eosinophilic Esophagitis. N Engl ] Med. 2015;373:1640-8. [DOI] [PubMed]
[PMC]

Arora AS, Perrault ], Smyrk TC. Topical Corticosteroid Treatment of Dysphagia Due to Eosinophilic
Esophagitis in Adults. Mayo Clin Proc. 2003;78:830-5. [DOI] [PubMed]

Dellon ES, Woosley JT, Arrington A, McGee S], Covington ], Moist SE, et al. Rapid Recurrence of
Eosinophilic Esophagitis Activity After Successful Treatment in the Observation Phase of a
Randomized, Double-Blind, Double-Dummy Trial. Clin Gastroenterol Hepatol. 2020;18:1483-92.e2.
[DOI] [PubMed] [PMC]

Philpott H, Dougherty MK, Reed CC, Caldwell M, Kirk D, Torpy D], et al. Systematic review: adrenal
insufficiency secondary to swallowed topical corticosteroids in eosinophilic oesophagitis. Aliment
Pharmacol Ther. 2018;47:1071-8. [DOI] [PubMed] [PMC(]

Wolf WA, Cotton CC, Green D], Hughes ]JT, Woosley JT, Shaheen NJ, et al. Predictors of Response to
Steroid Therapy for Eosinophilic Esophagitis and Treatment of Steroid-Refractory Patients. Clin
Gastroenterol Hepatol. 2015;13:452-8. [DOI] [PubMed] [PMC]

Greuter T, Godat A, Ringel A, Almonte HS, Schupack D, Mendoza G, et al. Effectiveness and Safety of
High- vs Low-Dose Swallowed Topical Steroids for Maintenance Treatment of Eosinophilic
Esophagitis: A Multicenter Observational Study. Clin Gastroenterol Hepatol. 2021;19:2514-23.e2.
[DOI] [PubMed] [PMC(]

Straumann A, Lucendo A], Miehlke S, Vieth M, Schlag C, Biedermann L, et al.; International EOS-2
Study Group. Budesonide Orodispersible Tablets Maintain Remission in a Randomized, Placebo-
Controlled Trial of Patients With Eosinophilic Esophagitis. Gastroenterology. 2020;159:1672-85.e5.
[DOI] [PubMed]

Straumann A, Conus S, Degen L, Frei C, Bussmann C, Beglinger C, et al. Long-Term Budesonide
Maintenance Treatment Is Partially Effective for Patients With Eosinophilic Esophagitis. Clin
Gastroenterol Hepatol. 2011;9:400-9.e1. [DOI] [PubMed]

Cotton CC, Eluri S, Wolf WA, Dellon ES. Six-Food Elimination Diet and Topical Steroids are Effective for
Eosinophilic Esophagitis: A Meta-Regression. Dig Dis Sci. 2017;62:2408-20. [DOI] [PubMed] [PMC]
Numan L, Kalot MA, Brotherton T, Tarakji A, Hamdeh S. Comparison of viscous budesonide and
fluticasone in the treatment of patients with eosinophilic esophagitis: a systematic review and meta-
analysis. Ann Gastroenterol. 2023;36:511-6. [DOI] [PubMed] [PMC]

Lee J], Fried AJ], Hait E, Yen EH, Perkins JM, Rubinstein E. Topical inhaled ciclesonide for treatment of
eosinophilic esophagitis. ] Allergy Clin Immunol. 2012;130:1011. [DOI] [PubMed] [PMC(]

Syverson EP, Hait E, McDonald DR, Rubinstein E, Goldsmith JD, Ngo PD, et al. Oral viscous
mometasone is an effective treatment for eosinophilic esophagitis. ] Allergy Clin Immunol Pract. 2020;
8:1107-9. [DOI] [PubMed]

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 14


https://dx.doi.org/10.1053/j.gastro.2016.11.021
http://www.ncbi.nlm.nih.gov/pubmed/27889574
https://dx.doi.org/10.1053/j.gastro.2019.03.014
http://www.ncbi.nlm.nih.gov/pubmed/30872104
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6581596
https://dx.doi.org/10.14309/ajg.0000000000001170
http://www.ncbi.nlm.nih.gov/pubmed/33538420
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9161310
https://dx.doi.org/10.1016/j.cgh.2022.02.013
http://www.ncbi.nlm.nih.gov/pubmed/35181572
https://dx.doi.org/10.1056/NEJMra1502863
http://www.ncbi.nlm.nih.gov/pubmed/26488694
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4905697
https://dx.doi.org/10.4065/78.7.830
http://www.ncbi.nlm.nih.gov/pubmed/12839078
https://dx.doi.org/10.1016/j.cgh.2019.08.050
http://www.ncbi.nlm.nih.gov/pubmed/31499249
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC7058486
https://dx.doi.org/10.1111/apt.14573
http://www.ncbi.nlm.nih.gov/pubmed/29508432
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5867261
https://dx.doi.org/10.1016/j.cgh.2014.07.034
http://www.ncbi.nlm.nih.gov/pubmed/25086190
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4312270
https://dx.doi.org/10.1016/j.cgh.2020.08.027
http://www.ncbi.nlm.nih.gov/pubmed/32798703
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC8108396
https://dx.doi.org/10.1053/j.gastro.2020.07.039
http://www.ncbi.nlm.nih.gov/pubmed/32721437
https://dx.doi.org/10.1016/j.cgh.2011.01.017
http://www.ncbi.nlm.nih.gov/pubmed/21277394
https://dx.doi.org/10.1007/s10620-017-4642-7
http://www.ncbi.nlm.nih.gov/pubmed/28608048
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5709168
https://dx.doi.org/10.20524/aog.2023.0822
http://www.ncbi.nlm.nih.gov/pubmed/37664238
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC10433255
https://dx.doi.org/10.1016/j.jaci.2012.06.053
http://www.ncbi.nlm.nih.gov/pubmed/23021144
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3882762
https://dx.doi.org/10.1016/j.jaip.2019.08.042
http://www.ncbi.nlm.nih.gov/pubmed/31521829

53.

54.

55.

56.

57.

58.

59.

60.

61.

62.

63.

64.

65.

66.

67.

68.

69.

Schaefer ET, Fitzgerald JF, Molleston JP, Croffie JM, Pfefferkorn MD, Corkins MR, et al. Comparison of
Oral Prednisone and Topical Fluticasone in the Treatment of Eosinophilic Esophagitis: A Randomized
Trial in Children. Clin Gastroenterol Hepatol. 2008;6:165-73. [DOI] [PubMed]

Dellon ES, Rothenberg ME, Collins MH, Hirano I, Chehade M, Bredenoord AJ, et al. Dupilumab in Adults
and Adolescents with Eosinophilic Esophagitis. N Engl ] Med. 2022;387:2317-30. [DOI] [PubMed]
Hirano [, Dellon ES, Hamilton ]JD, Collins MH, Peterson K, Chehade M, et al. Efficacy of Dupilumab in a
Phase 2 Randomized Trial of Adults With Active Eosinophilic Esophagitis. Gastroenterology. 2020;
158:111-22.e10. [DOI] [PubMed]

Rothenberg ME, Dellon ES, Collins MH, Hirano I, Chehade M, Bredenoord A], et al. Efficacy and safety
of dupilumab up to 52 weeks in adults and adolescents with eosinophilic oesophagitis (LIBERTY EoE
TREET study): a multicentre, double-blind, randomised, placebo-controlled, phase 3 trial. Lancet
Gastroenterol Hepatol. 2023;8:990-1004. [DOI] [PubMed]

Chehade M, Dellon ES, Spergel JM, Collins MH, Rothenberg ME, Pesek RD, et al. Dupilumab for

Eosinophilic Esophagitis in Patients 1 to 11 Years of Age. N Engl | Med. 2024;390:2239-51. [DOI]
[PubMed]

Lee CJ, Dellon ES. Real-World Efficacy of Dupilumab in Severe, Treatment-Refractory, and
Fibrostenotic Patients With Eosinophilic Esophagitis. Clin Gastroenterol Hepatol. 2024;22:252-8.
[DOI] [PubMed]

Camela E, Giampetruzzi AR, De Pita O, Pallotta S, Russo F. Dupilumab in real-life settings: a review of
adverse events and their pathogenesis. Expert Opin Drug Saf. 2024;23:439-47. [DOI] [PubMed]

Garg A, Moond V, Velpari S, Broder A, Mohan BP. Real-world Effectiveness of Dupilumab in
Eosinophilic Esophagitis: A Systematic Review and Meta-analysis. ] Clin Gastroenterol. 2025;59:
483-90. [DOI] [PubMed]

Dellon ES, Spergel JM. Biologics in eosinophilic gastrointestinal diseases. Ann Allergy Asthma
Immunol. 2023;130:21-7. [DOI] [PubMed] [PMC]

Hirano I, Collins MH, Assouline-Dayan Y, Evans L, Gupta S, Schoepfer AM, et al.; HEROES Study Group.
RPC4046, a Monoclonal Antibody Against IL13, Reduces Histologic and Endoscopic Activity in
Patients With Eosinophilic Esophagitis. Gastroenterology. 2019;156:592-603.e10. [DOI] [PubMed]
Dellon ES, Collins MH, Rothenberg ME, Assouline-Dayan Y, Evans L, Gupta S, et al. Long-term Efficacy
and Tolerability of RPC4046 in an Open-Label Extension Trial of Patients With Eosinophilic
Esophagitis. Clin Gastroenterol Hepatol. 2021;19:473-83.e17. [DOI] [PubMed]

Rothenberg ME, Wen T, Greenberg A, Alpan O, Enav B, Hirano I, et al. Intravenous anti-IL-13 mAb

QAX576 for the treatment of eosinophilic esophagitis. | Allergy Clin Immunol. 2015;135:500-7. [DOI]
[PubMed]

A Study of Benralizumab in Patients with Eosinophilic Esophagitis (MESSINA) [Internet]. [cited 2025
Aug 7]. Available from: https://clinicaltrials.gov/study/NCT04543409?cond=NCT04543409&rank=1
Rothenberg ME, Dellon ES, Collins MH, Bredenoord A], Hirano I, Peterson KA, et al.; MESSINA Trial
Investigators. Eosinophil Depletion with Benralizumab for Eosinophilic Esophagitis. N Engl ] Med.
2024;390:2252-63. [DOI] [PubMed]

Stein ML, Collins MH, Villanueva JM, Kushner JP, Putnam PE, Buckmeier BK, et al. Anti-IL-5

(mepolizumab) therapy for eosinophilic esophagitis. ] Allergy Clin Immunol. 2006;118:1312-9. [DOI]
[PubMed]

Straumann A, Conus S, Grzonka P, Kita H, Kephart G, Bussmann C, et al. Anti-interleukin-5 antibody
treatment (mepolizumab) in active eosinophilic oesophagitis: a randomised, placebo-controlled,
double-blind trial. Gut. 2010;59:21-30. [DOI] [PubMed]

Dellon ES, Peterson KA, Mitlyng BL, Iuga A, Bookhout CE, Cortright LM, et al. Mepolizumab for
treatment of adolescents and adults with eosinophilic oesophagitis: a multicentre, randomised,
double-blind, placebo-controlled clinical trial. Gut. 2023;72:1828-37. [DOI] [PubMed] [PMC(]

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 15


https://dx.doi.org/10.1016/j.cgh.2007.11.008
http://www.ncbi.nlm.nih.gov/pubmed/18237866
https://dx.doi.org/10.1056/NEJMoa2205982
http://www.ncbi.nlm.nih.gov/pubmed/36546624
https://dx.doi.org/10.1053/j.gastro.2019.09.042
http://www.ncbi.nlm.nih.gov/pubmed/31593702
https://dx.doi.org/10.1016/S2468-1253(23)00204-2
http://www.ncbi.nlm.nih.gov/pubmed/37660704
https://dx.doi.org/10.1056/NEJMoa2312282
http://www.ncbi.nlm.nih.gov/pubmed/38924731
https://dx.doi.org/10.1016/j.cgh.2023.08.015
http://www.ncbi.nlm.nih.gov/pubmed/37660770
https://dx.doi.org/10.1080/14740338.2024.2326480
http://www.ncbi.nlm.nih.gov/pubmed/38470213
https://dx.doi.org/10.1097/MCG.0000000000002146
http://www.ncbi.nlm.nih.gov/pubmed/39998943
https://dx.doi.org/10.1016/j.anai.2022.06.015
http://www.ncbi.nlm.nih.gov/pubmed/35738437
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC10191215
https://dx.doi.org/10.1053/j.gastro.2018.10.051
http://www.ncbi.nlm.nih.gov/pubmed/30395812
https://dx.doi.org/10.1016/j.cgh.2020.03.036
http://www.ncbi.nlm.nih.gov/pubmed/32205221
https://dx.doi.org/10.1016/j.jaci.2014.07.049
http://www.ncbi.nlm.nih.gov/pubmed/25226850
https://clinicaltrials.gov/study/NCT04543409?cond=NCT04543409&rank=1
https://dx.doi.org/10.1056/NEJMoa2313318
http://www.ncbi.nlm.nih.gov/pubmed/38924732
https://dx.doi.org/10.1016/j.jaci.2006.09.007
http://www.ncbi.nlm.nih.gov/pubmed/17157662
https://dx.doi.org/10.1136/gut.2009.178558
http://www.ncbi.nlm.nih.gov/pubmed/19828470
https://dx.doi.org/10.1136/gutjnl-2023-330337
http://www.ncbi.nlm.nih.gov/pubmed/37423717
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC11315207

70.

71.

72.

73.

74.

75.

76.

77.

78.

79.

80.

81.

82.

83.

84.

85.

86.

87.

88.

Spergel JM, Rothenberg ME, Collins MH, Furuta GT, Markowitz JE, Fuchs G 3rd, et al. Reslizumab in
children and adolescents with eosinophilic esophagitis: results of a double-blind, randomized,
placebo-controlled trial. ] Allergy Clin Immunol. 2012;129:456-63. [DOI] [PubMed]

Assa’ad AH, Gupta SK, Collins MH, Thomson M, Heath AT, Smith DA, et al. An Antibody Against IL-5
Reduces Numbers of Esophageal Intraepithelial Eosinophils in Children With Eosinophilic
Esophagitis. Gastroenterology. 2011;141:1593-604. [DOI] [PubMed]

Hoy SM. Tezepelumab: First Approval. Drugs. 2022;82:461-8. [DOI] [PubMed]

A Study to Investigate the Efficacy and Safety of NSI-8226 in Adults With Eosinophilic Esophagitis
[Internet]. [cited 2025 Aug 7]. Available from: https://clinicaltrials.gov/study/NCT06598462

A Study of CDX-0159 in Patients With Eosinophilic Esophagitis (EvolvE) [Internet]. [cited 2025 Aug
7]. Available from: https://classic.clinicaltrials.gov/ct2/show/NCT05774184?cond=barzolvolimab&d
raw=2&rank=1

Dose Escalation Study to Evaluate an Experimental New Treatment (CALY-002) in Healthy Subjects
and Subjects With Celiac Disease and Eosinophilic Esophagitis [Internet]. [cited 2025 Aug 7].
Available from: https://clinicaltrials.gov/study/NCT04593251?cond=NCT04593251&rank=1

Dellon E, Chehade M, Genta RM, Leiman DA, Peterson KA, Spergel ], et al. Results from KRYPTOS, a
Phase 2/3 Study of Lirentelimab (AK002) in Adults and Adolescents with EoE. Am ] Gastroenterol.
2022;117:e316-7. [DOI]

Visaggi P, Barberio B, Del Corso G, de Bortoli N, Black C], Ford AC, et al. Comparison of drugs for active
eosinophilic oesophagitis: systematic review and network meta-analysis. Gut. 2023;72:2019-30.
[DOI] [PubMed]

Straumann A, Hoesli S, Bussmann Ch, Stuck M, Perkins M, Collins LP, et al. Anti-eosinophil activity and
clinical efficacy of the CRTH2 antagonist 0C000459 in eosinophilic esophagitis. Allergy. 2013;68:
375-85. [DOI] [PubMed]

de Oliveira FD, Costa RC, de Santana Sato EDB, Khalil SM, Meine GC. Efficacy and Safety of Monoclonal
Antibodies for the Treatment of Eosinophilic Esophagitis: A Systematic Review and Meta-Analysis of
Randomized Controlled Trials. Dig Dis Sci. 2024;69:2530-9. [DOI] [PubMed]

Lucendo A], De Rezende LC, Jiménez-Contreras S, Yaglie-Compadre JL, Gonzalez-Cervera ], Mota-
Huertas T, et al. Montelukast Was Inefficient in Maintaining Steroid-Induced Remission in Adult
Eosinophilic Esophagitis. Dig Dis Sci. 2011;56:3551-8. [DOI] [PubMed]

Attwood SE, Lewis CJ], Bronder CS, Morris CD, Armstrong GR, Whittam ]. Eosinophilic oesophagitis: a
novel treatment using Montelukast. Gut. 2003;52:181-5. [DOI] [PubMed] [PMC]

Loizou D, Enav B, Komlodi-Pasztor E, Hider P, Kim-Chang ], Noonan L, et al. A Pilot Study of
Omalizumab in Eosinophilic Esophagitis. PLoS One. 2015;10:e0113483. [DOI] [PubMed] [PMC(]
Clayton F, Fang JC, Gleich GJ, Lucendo A], Olalla JM, Vinson LA, et al. Eosinophilic Esophagitis in Adults
Is Associated With IgG4 and Not Mediated by IgE. Gastroenterology. 2014;147:602-9. [DOI] [PubMed]
Straumann A, Bussmann C, Conus S, Beglinger C, Simon H. Anti-TNF-alpha (infliximab) therapy for
severe adult eosinophilic esophagitis. ] Allergy Clin Immunol. 2008;122:425-7. [DOI] [PubMed]

Noble SL, Tyrrell R, Mules TC, Inns S. Non-invasive biomarkers to diagnose and monitor eosinophilic
esophagitis: a systematic review. Front Med (Lausanne). 2025;12:1607306. [DOI] [PubMed] [PMC(]
Eluri S, Runge TM, Cotton CC, Burk CM, Wolf WA, Woosley |JT, et al. The extremely narrow-caliber
esophagus is a treatment-resistant subphenotype of eosinophilic esophagitis. Gastrointest Endosc.
2016;83:1142-8. [DOI] [PubMed] [PMC(]

Jung KW, Gundersen N, Kopacova J, Arora AS, Romero Y, Katzka D, et al. Occurrence of and risk factors
for complications after endoscopic dilation in eosinophilic esophagitis. Gastrointest Endosc. 2011;73:
15-21. [DOI] [PubMed]

Hirano I. Dilation in eosinophilic esophagitis: to do or not to do? Gastrointest Endosc. 2010;71:713-4.
[DOI] [PubMed]

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 16


https://dx.doi.org/10.1016/j.jaci.2011.11.044
http://www.ncbi.nlm.nih.gov/pubmed/22206777
https://dx.doi.org/10.1053/j.gastro.2011.07.044
http://www.ncbi.nlm.nih.gov/pubmed/21835135
https://dx.doi.org/10.1007/s40265-022-01679-2
http://www.ncbi.nlm.nih.gov/pubmed/35184265
https://clinicaltrials.gov/study/NCT06598462
https://classic.clinicaltrials.gov/ct2/show/NCT05774184?cond=barzolvolimab&draw=2&rank=1
https://classic.clinicaltrials.gov/ct2/show/NCT05774184?cond=barzolvolimab&draw=2&rank=1
https://clinicaltrials.gov/study/NCT04593251?cond=NCT04593251&rank=1
https://dx.doi.org/10.14309/01.ajg.0000858424.48968.ad
https://dx.doi.org/10.1136/gutjnl-2023-329873
http://www.ncbi.nlm.nih.gov/pubmed/37491157
https://dx.doi.org/10.1111/all.12096
http://www.ncbi.nlm.nih.gov/pubmed/23379537
https://dx.doi.org/10.1007/s10620-024-08413-w
http://www.ncbi.nlm.nih.gov/pubmed/38709421
https://dx.doi.org/10.1007/s10620-011-1775-y
http://www.ncbi.nlm.nih.gov/pubmed/21674173
https://dx.doi.org/10.1136/gut.52.2.181
http://www.ncbi.nlm.nih.gov/pubmed/12524397
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC1774975
https://dx.doi.org/10.1371/journal.pone.0113483
http://www.ncbi.nlm.nih.gov/pubmed/25789989
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4366078
https://dx.doi.org/10.1053/j.gastro.2014.05.036
http://www.ncbi.nlm.nih.gov/pubmed/24907494
https://dx.doi.org/10.1016/j.jaci.2008.06.012
http://www.ncbi.nlm.nih.gov/pubmed/18678345
https://dx.doi.org/10.3389/fmed.2025.1607306
http://www.ncbi.nlm.nih.gov/pubmed/40641963
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC12240998
https://dx.doi.org/10.1016/j.gie.2015.11.019
http://www.ncbi.nlm.nih.gov/pubmed/26608127
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4875811
https://dx.doi.org/10.1016/j.gie.2010.09.036
http://www.ncbi.nlm.nih.gov/pubmed/21067739
https://dx.doi.org/10.1016/j.gie.2009.12.026
http://www.ncbi.nlm.nih.gov/pubmed/20363413

89. Dougherty M, Runge TM, Eluri S, Dellon ES. Esophageal dilation with either bougie or balloon
technique as a treatment for eosinophilic esophagitis: a systematic review and meta-analysis.
Gastrointest Endosc. 2017;86:581-91.e3. [DOI] [PubMed] [PMC(]

90. Dellon ES. Cost-effective care in eosinophilic esophagitis. Ann Allergy Asthma Immunol. 2019;123:
166-72. [DOI] [PubMed] [PMC]

Explor Asthma Allergy. 2025;3:100998 | https://doi.org/10.37349/eaa.2025.100998 Page 17


https://dx.doi.org/10.1016/j.gie.2017.04.028
http://www.ncbi.nlm.nih.gov/pubmed/28461094
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC5601027
https://dx.doi.org/10.1016/j.anai.2019.04.010
http://www.ncbi.nlm.nih.gov/pubmed/31009702
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC6679981

	Abstract
	Keywords
	Introduction
	Elimination diets
	Pharmacologic therapy
	PPIs
	Topical glucocorticoids
	Systemic glucocorticoids
	Dupilumab

	New therapeutics (investigational drugs)
	The anti-IL-13 monoclonal antibodies
	Anti-IL-5 and IL-5 receptor monoclonal antibodies
	Anti-TSLP monoclonal antibodies
	Anti-KIT monoclonal antibody
	Anti-IL-15 monoclonal antibody
	Anti-SIGLEC-8 (IgG1) monoclonal antibody
	Other biologic and small-molecule agents
	Other medications trialed in EoE
	Long-term monitoring of EoE
	Esophageal dilation

	Discussion
	Conclusions
	Abbreviations
	Declarations
	Author contributions
	Conflicts of interest
	Ethical approval
	Consent to participate
	Consent to publication
	Availability of data and materials
	Funding
	Copyright

	Publisher’s note
	References

