
EoE, eosinophilic esophagitis.
For illustration purposes only.

THERE'S
NO WAIT  
AND SEE

WITH EoE
Diagnose EoE earlier and 
manage long-term to help 

avoid progression and 
serious damage



EoE is an inflammatory disease that is chronic  
and progressive1-4

EoE significantly impacts patient and caregiver burden and 
quality of life12

•  EoE patients may have dysphagia often causing chest pain and discomfort 
during meals13

•  Social interactions involving food may cause stress, anxiety, and/or 
embarrassment, leading EoE patients to eat alone and avoid eating with others14

• Pediatric patients may struggle to maintain a healthy weight14

EoE is a lifelong disease that can take years to diagnose accurately  
and get under control2,5,6

•  Driven primarily by underlying type 2 inflammation, EoE can progress to 
cause long-term damage, including esophageal remodeling and fibrosis2,3

• Suspect EoE if your patients have other allergic diseases7

°  ~75% of patients with EoE have at least one coexisting type 2  
inflammatory disease: allergic rhinitis, asthma, atopic dermatitis,  
chronic rhinosinusitis with nasal polyps (CRSwNP), and/or food allergies8-11

•  EoE requires a long-term management plan to help achieve and  
maintain control6

adults and minors with  
EoE and their caregivers 
report being unable to 
make plans with family  
or friends in advance12

of adults with  
EoE are concerned  
about disease impact  
on social relationships15

65% 1IN3

2

EoE, if left uncontrolled, often progresses from an inflammatory 
to a fibrostenotic disease2,3,16,17

Esophageal Fibrosis  
+ Inflammation

Inflammation  
+ FibrosisInflammationNormal
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Disease progression leads to serious long-term complications  
and damage to the esophagus, including2,14:

Increase of fibrotic features alone or with  
inflammatory features with uncontrolled disease5,a47%

Fibrosis Stenosis Food Impaction

The impact of chronic and progressive EoE on patients' 
lives reinforces the need for long-term disease control6

To manage a chronic condition like EoE, you need a long-term plan6

 •  According to the ACG, because EoE is chronic, disease activity almost  
always recurs when treatment is stopped4,7

Eosinophils

Fibrosis in 
lamina propriaLamina propria

Squamous epithelium

aBased on a diagnostic delay of 0-2 years.5

Esophagogastroduodenoscopy (EGD) 

Histology



EoE is driven primarily by type 2 inflammation3,18

When overactive, type 2 inflammation can result  
in diseases such as EoE, atopic dermatitis, asthma,  
and other atopic conditions8-10

IFN, interferon; IL, interleukin; Th, T helper cell; TNF, tumor necrosis factor.

TYPE 2 INFLAMMATION IS A MAJOR TYPE OF  
CELL-MEDIATED IMMUNE RESPONSE18,19

Type 1 
Defense against  

intracellular bacteria  
and viruses 
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• Rheumatoid arthritis 
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•  Insulin-dependent  
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disease 
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Allergy, fibrosis

•  Eosinophilic  
esophagitis 

• Atopic dermatitis
• Asthma
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with nasal polyps
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Autoimmunity,  
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• Rheumatoid arthritis 
• Psoriasis 
•  Insulin-dependent  

diabetes mellitus
•  Inflammatory bowel 

disease 
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EoE PATHOGENESIS EXTENDS BEYOND EOSINOPHILS AND  
INVOLVES UNDERLYING TYPE 2 INFLAMMATION3

IL-4, IL-5, and IL-13 are key mediators of type 2 
inflammation, directly impacting EoE symptoms, 
histology, and endoscopic appearance3

IL-4

Release of alarmins
IL-25 | IL-33 | TSLP

Release of key  
type 2 cytokines3,20-23

IgE, immunoglobulin E; ILC, innate lymphoid cell, TSLP, thymic stromal lymphopoietin.

• Eosinophil activation
•  Epithelial barrier  

disruption
• Tissue inflammation
•  Mast cell proliferation  

and survival
• IgE antibody production
•  Amplifies and sustains  

type 2 inflammation

IL-13
•  Eosinophil activation
•  Epithelial barrier 

disruption
•  Tissue inflammation
•   Esophageal muscular 

dysfunction
•  Esophageal remodeling
• Fibrosis

IL-5
• Eosinophil activation

EosinophilsTh2 cells ILC2 cells BasophilsMast cells

Adaptive and innate immune cells3

Food allergens Aeroallergens

Esophageal barrier

•  Eosinophil maturation 
and survival
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EoE requires a long-term management approach  
that focuses on 3 key areas6 

Symptoms are one part of diagnosing and monitoring EoE,  
and can vary between patients and across age groups14

Even in the absence of symptoms, the underlying type 2  
inflammation can still be present26

•  Symptoms don’t always correlate with histology26

•  If the disease and underlying inflammation is not monitored, patients are at 
risk of undetected recurrence26

SYMPTOMS

Children 
(≤11 years)

•  Regurgitation
•  Vomiting
•  Food refusal

•  Dysphagia
•  Food 

impaction

•  Abdominal  
pain

•  Failure  
to thrive

•  Heartburn
•  Nonswallowing 

chest pain
•  Regurgitation

Adult and  
adolescent
(≥12 years)

54% of adult patients who present on 
an emergency basis with esophageal 
food impaction have EoE24,25

Symptoms1 Histology2 Endoscopic 
appearance

3

1

As EoE progresses, dysphagia can worsen, leading to food  
impactions that require ER visits2

•  The ACG and ASGE recommend a biopsy at the time of food impaction 
removal to help confirm EoE diagnosis as early as possible7

ACG, American College of Gastroenterology; ASGE, American Society for Gastrointestinal Endoscopy.6 aDiagnostic delay of >5-8 years.5

Children may exhibit 
different types of  
adaptive behaviors  
than adult patients17

It’s important to look beyond only symptoms and address 
the persistent inflammation, which can cause structural  
changes to the esophagus26

•  Refusing food and  
pocketing food in  
their cheek

•  Difficulty advancing from 
pureed to solid food 

•  Having trouble expanding  
their diet to include new 
flavors and textures.8

Consider asking your adult  
patients questions to uncover  
these common adaptive behaviors17:

I

M

P

A

C

T

mbibe fluids with meals

odify foods (cut into small pieces/puree) 

rolong meal times

void hard texture foods 

hew excessively

urn away tablets/pills 

of patients developed 
inflammation and fibrosis5

of patients showed 
endoscopic evidence  
of stricture5,a

Adaptive behaviors can mask EoE symptoms and delay  
diagnosis, management, and assessment of treatment5,27

•  Most people with EoE develop adaptive behaviors (coping mechanisms) 
to help manage their symptoms and avoid food impactions13

•  Adaptive behaviors can contribute to a delay  
in EoE diagnosis that can increase the risk  
of severe disease complications.2,5  

~60%

~39%

7



Histology can reveal eosinophilic infiltrate  
as well as other abnormalities6

•  Esophageal eosinophil counts are used to establish a diagnosis of EoE  
and are commonly used to assess treatment outcomes1,28

•  Due to the patchiness of the disease, the ACG and ASGE recommend  
taking ≥6 biopsy samples from two distinct esophageal levels (proximal/
mid, distal) to diagnose EoE6,7

•  Histology can be used to reveal tissue abnormalities driven by  
inflammatory cells and mediators other than eosinophils6

Thickened fibers in  
the lamina propria

Epithelium from a patient 
with EoE shows markedly 
thickened basal layer

Infiltrating eosinophils

Normal lamina propria

Healthy tissue29

Select EoE tissue 
abnormalities,  
indicative of fibrosis7,29

Normal epithelium  
(basal layer ≤ 3 cell layers thick)

EoE requires a long-term management approach  
that focuses on 3 key areas (cont'd)6 

HISTOLOGY2

The ACG guidelines and ASGE consensus paper recommend  
evaluating endoscopic appearance and histology, and not 
symptoms alone, to assess EoE activity during treatment6,7

8

Endoscopic appearance can reveal inflammatory and  
fibrotic structural changes in the esophagus6,30

• Endoscopic features can be used to help evaluate disease6,30

•  Endoscopic reference score (EREFS) assesses and grades the severity of 5 
key esophageal features: edema, rings, exudates, furrows, and stricture6,30,31

Edema

Rings

Rings

Furrows

Furrows
Stricture

Exudates

ENDOSCOPIC APPEARANCE3

9

The ACG guidelines and ASGE consensus paper recommend  
routinely using EREFS when assessing EoE activity during 
endoscopy6,7
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EoE requires long-term comprehensive management

PPI, proton pump inhibitor; TCS, topical corticosteroid.

Aim for initial treatment response across 3 key areas28

of patients on TCS 
showed histologic 
relapse despite 
continuous treatment33

n=58/82

Assess treatments to confirm response and disease control
•  Many patients don’t respond adequately to common therapies like  

PPIs and TCS, or lose response later on32,33

~67%
of patients on PPIs did 
not achieve histologic 
remission.32

Based on 33 studies of 619 
patients 

~50%

To maintain long-term control of EoE, ACG recommends6,7:
•  Staying on a maintenance treatment even after achieving initial response  

or a state of remission

•  Regular monitoring to ensure continued response and confirm there  
hasn’t been a recurrence of symptoms, inflammation, or structural changes  
in the esophagus 

SYMPTOMS HISTOLOGY ENDOSCOPIC  
APPEARANCE

Response  
criteria

Decrease in 
symptoms,  
such as 
dysphagia

Reduced  
eosinophilia and 
inflammation

Improved findings 
in visible features 
such as edema, 
rings, exudate,
furrows, or 
stricture
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Address the underlying  
type 2 inflammation  

a driver of EoE progression3

Monitor and assess  
treatment response to therapy and consider 

incorporating periodic endoscopy with  
biopsy to ensure maintenance of remission6 

Aim for long-term remission  
Continuous treatment of a chronic 

disease helps control inflammation and 
prevent disease progression6

Understand the risk  
Relying on an episodic approach to 
treatment increases risk for relapse 

and disease progression6,7

EoE requires long-term comprehensive  
management and control

To improve long-term outcomes, EoE requires prompt  
diagnosis and comprehensive management to control both  
the inflammatory and fibrostenotic aspects of the disease1,5-7
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