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ABSTRACT
Dysphagia is a prevalent symptom of the upper gastrointestinal tract causing health related consequences, impacting quality of
life and is associated with global economic burden. Swallowing difficulties are classified into oropharyngeal dysphagia (OD) and
esophageal dysphagia. Despite its clinical importance, dysphagia is associated with several uncertainties regarding its optimal
diagnostic work‐up and management, particularly, considering the progress with diagnostic modalities and technologies. A
Delphi consensus was performed with experts from various disciplines who conducted a literature summary and voting process
on 41 statements. Quality of evidence was evaluated using the grading of recommendations, assessment, development, and
evaluation criteria. Consensus was reached for all the statements. The panel agreed with the definition and prevalence of
esophageal and OD types. The role of endoscopy, high‐resolution manometry, EndoFLIP, barium swallow and other imaging
tests in evaluating esophageal dysphagia has reached overall strong agreement. Videofluoroscopic swallow study, alongside
fiber‐endoscopic evaluation of swallowing, as the methods of choice for the instrumental assessment of oropharyngeal
dysfunction is a strong recommendation. Regarding treatment, a weak recommendation was achieved for the use of PPIs,
calcium‐channel blockers, nitrates, phosphodiesterase type 5 inhibitors, antidepressants or peppermint oil for the treatment of
hypercontractile esophagus. A strong recommendation exists for endoscopic and surgical treatment of achalasia, while a weak
recommendation is provided for other esophageal motility disorders. Regarding OD, a weak recommendation was achieved for
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swallow therapy, to improve swallowing mechanics, reduce symptoms, and enhance quality of life. Swallow therapy could be
more effective when using validated assessment tools, consistent treatment parameters, and considering long‐term follow‐up. A
multinational group of European experts summarized the current state of consensus on the definition, diagnosis, and man-
agement of dysphagia.

1 | Introduction

Dysphagia is a prevalent upper gastrointestinal symptom,
manifesting as a swallowing dysfunction, which has a sub-
stantial impact on patient quality of life [1]. This condition can
involve patients of any age, but its prevalence is particularly
common among elderly individuals and patients with neuro-
logical disorders. However, in recent years the prevalence of
dysphagia is rising among young adults, primarily due to an
increase in diagnosis such as gastroesophageal reflux disease
(GERD) and eosinophilic esophagitis [2, 3].

The primary distinction in dysphagia is based on the anatomical
region involved, whether esophageal or oropharyngeal [3]. Each
of these disease categories impacts the swallowing process
through different mechanisms resulting in distinct clinical
challenges that require different diagnostic approaches, and
tailored management strategies. This complexity underscores
the pivotal relevance of a systematic and rigorous diagnostic
approach, guiding the development of optimal, evidence‐based
management strategies that target the specific mechanisms
underlying dysphagia [4].

Technological innovation has driven improvements in
dysphagia management with substantial progress witnessed in
diagnostic modalities as well as new therapeutic options. High‐
resolution manometry (HRM) is now the gold‐standard method
for the assessment of esophageal peristalsis and the function of
the EGJ [5]. Meaningfully, the evolution of HRM has permitted
the introduction of the Chicago Classification (CC), which is the
accepted working algorithm for analyzing and interpreting
HRM studies. The most recent iteration of the CC divides
esophageal motility disorders into disorders of the esophago‐
gastric junction (such as achalasia, esophagogastric outflow
obstruction) and of esophageal peristalsis (such as esophageal
spasm, ineffective peristalsis) [6]. More recently, the endolu-
minal functional lumen imaging probe (EndoFLIP) has been
introduced and implemented in clinical practice. EndoFLIP is
an innovative technology, performed under sedation, to assess
function of the esophageal body and esophagogastric junction
by using a special balloon designed to measure diameter and
distensibility, respectively [7, 8]. Esophageal imaging, such as
the video fluoroscopic swallowing exam (VFSE), timed barium
swallow (TBS), and timed barium surface area measurement,
further enrich the diagnostic opportunities when investigating
dysphagia.

The effective management of dysphagia demands substantial
healthcare resources, encompassing specialized diagnostic
evaluations, therapeutic interventions, and often long‐term care
for high‐risk patients [9]. Given this knowledge, the United
European Gastroenterology (UEG) and the European Society for

Neurogastroenterology and Motility (ESNM) recognized the
need to develop updated clinical guidelines. These guidelines
aim to raise awareness of dysphagia, support clinicians in
accurately diagnosing and managing these disorders, and ulti-
mately improve patient outcomes.

2 | Methods

In collaboration with other European societies, the UEG and
ESNM have initiated a Delphi process to formulate consensus
statements on various aspects of dysphagia. This approach
combines evidence‐based medicine with systematic literature
reviews and a structured voting procedure to reach consensus
on complex medical topics, particularly when evidence from
randomized controlled trials is limited.

The first step of this process was the selection of a six‐member
Working Group from the ESNM, each with extensive expertise
in gastroenterology, esophageal motility disorders and oropha-
ryngeal conditions, and/or Delphi methodology. Then, the
Working Group identified 41 clinical questions using the PICO
(Patient, Intervention, Comparator, Outcome) framework to
guide each question and allow the selection of a European
Consensus Group consisting of gastroenterology and motility
experts, ear‐nose‐throat specialists and methodologists from 10
European countries, nominated by the ESNM board and UEG‐
associated societies, including the Società Italiana di Gastro-
enterologia ed Endoscopia (SIGE), Romanian Society of Gastro-
enterology & Hepatology (RSGH), Turkish Society of
Gastroenterology (TSG), Israeli Association of Gastroenterology
(IGA), European Society of Gastrointestinal Endoscopy (ESGE),
European Society for Clinical Nutrition and Metabolism
(ESPEN), European Society of Gastrointestinal and Abdominal
Radiology (ESGAR), European Society of Swallowing Disorders
(ESSD). The Consensus Group ESNM and UEG board members
selected a total of 40 experts with different background in
gastroenterology, neurology, radiology, speech therapy, surgery,
and ear‐nose‐throat disorders to ensure multidisciplinary per-
spectives. Table S1 reports all questions and search
methodologies.

A systematic literature review has been conducted for each
question using MEDLINE, EMBASE, and the Cochrane Data-
base, with all sources and references accessible to participants,
until 1st October 2024. Two rounds of voting were required to
refine and approve the final statements. During each round,
statements were rated on a 6‐point Likert scale (Table 1), with
consensus defined as at least 80% agreement. Feedback from
participants guided revisions and additional question develop-
ment were also collected and integrated in the final draft.
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The recommendations were divided into two categories based on
the strength of the evidence according to GRADE methodology
(https://www.gradeworkinggroup.org). Strong recommenda-
tions indicate high or moderate‐quality evidence, suggesting that
the benefits clearly outweigh the risks (for) or vice versa (against),
and should be applied in most patients. In cases where evidence
was insufficient or the application of GRADE was not appro-
priate, we adhered to the good practice statement guidance
established by the GRADE Working Group. The Guidelines In-
ternational Network (GIN) group outlines specific criteria for
issuing good practice statement when formal grading is unsuit-
able. Statements that did not fully meet these criteria were
explicitly labeled as “Expert opinion,”whereas those that satisfied
the requirements without employing GRADE were classified as
“Good Practice Statements” [10]. Specifically, statements were
classified as GPS only if theymet all five GRADE‐defined criteria:
(1) the statement is necessary for healthcare practice; (2) imple-
menting the statement would result in large net positive conse-
quences after consideration of all relevant outcomes and
downstream effects; (3) conducting a systematic collection and
summary of indirect evidence would be an inefficient use of the
guideline panel's limited time and resources; (4) a clear and
explicit rationale connecting the statement to indirect evidence is
provided; and (5) the statement is clear and actionable. State-
ments not meeting all these explicit criteria were labeled as
“Expert opinion” [10].

The quality of the evidence was rated on a scale. High‐quality
evidence meant there was strong confidence in the findings,
with little likelihood that future research would alter the results.
Moderate‐quality evidence indicated a fair level of confidence,
though further studies could potentially impact the conclusions.
When the evidence was low in quality, confidence in the find-
ings was more limited, and additional research could change the
results. Finally, very low‐quality evidence suggested minimal
confidence in the findings due to serious limitations in the data.
Additional considerations included the balance of benefits and
risks, patient preferences, and resource utilization to ensure
practical relevance and applicability.

In August 2024, the Consensus Group completed the initial
voting, and statements were revised before a final voting round
(October 2024). After achieving consensus, the statements were
compiled, reviewed and approved by all participants, and final-
ized for publication. These guidelines represent a collaborative
effort to provide evidence‐based recommendations and support
clinicians in dysphagia management, aiming to enhance patient
outcomes and optimize clinical practices across Europe.

3 | Results

3.1 | Section 1: Definition and Epidemiology

Statement 1.1. UEG/ESNM propose the following definition of
esophageal dysphagia: a difficulty swallowing generally sensed
retrosternally and related to the esophagus or its lower esophageal
sphincter (LES) caused by anatomical, mechanical or functional
abnormalities.

Quality of evidence: very low; recommendation: expert opinion

Statement endorsed, overall agreement: 87% (Aþ 69%, A 18%, A
− 8%, D− 0%, D 5%, Dþ 0%)

Summary of evidence

A universal consensus on the definition of dysphagia has been
difficult to establish. In published papers, no uniform, stan-
dardized definition has been applied and different health orga-
nizations have defined esophageal dysphagia variously.
Generally, esophageal dysphagia referred to swallowing
impairment originating from the esophagus [11], characterized
by sensation of retrosternal food sticking [12]. Dysphagia is
classified under “symptoms and signs” in ICD‐10 and is simply
defined as difficulty in swallowing [13]. According to the World
Gastroenterology Organization (WGO), esophageal dysphagia
refers to the sensation that foods and/or liquids are somehow
being obstructed in their passage from the mouth to the stom-
ach (usually described as “esophageal dysphagia”) [14]. The
European Society for Swallowing Disorders has recently pub-
lished a White Paper on screening and non‐instrumental
assessment of dysphagia for adults [15]. The used definition of
dysphagia in this paper was: dysphagia is the dysfunction of one
or more parts of the swallowing apparatus, including the mouth,
tongue, oral cavity, pharynx, airway, and finally esophagus and
its upper and lower sphincters, often due to anatomical or
structural deficiencies or abnormalities [16]. In a recent modi-
fied multi‐professional Danish Delphi study aimed at estab-
lishing an acceptable definition of dysphagia for application
across specialities and sectors to enhance collaborations [17],
the definition that was widely acceptable by most healthcare
professionals who participated in the study was: “Dysphagia is a
functional impairment that either prevents or limits the intake
of food and fluids, and which makes swallowing unsafe, inef-
ficient, uncomfortable or affects quality of life.” In this study, no
particular definition to esophageal dysphagia was given. In
summary, a definition that clearly distinguishes between oro‐
pharyngeal and esophageal dysphagia has not been estab-
lished. To address this, the UEG guidelines propose the
following definition of esophageal dysphagia: a difficulty swal-
lowing generally sensed retrosternally and related to the
esophagus or its LES caused by anatomical, mechanical or
functional abnormalities.

Statement 1.2. UEG/ESNM recognize that OD is defined as a
swallowing dysfunction that causes impairment in moving the
bolus safely and effectively from the mouth through the pharynx
into the esophagus. The main signs are divided into safety (airway
penetration and aspiration) or efficacy (prolonged swallow

TABLE 1 | Six‐point Likert scale.

Point description
Aþ agree strongly

A agree with minor reservation

A− agree with major reservation

D− disagree with major reservation

D disagree with minor reservation

Dþ disagree strongly
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response, impaired labial seal, premature spillage in the pharynx,
piecemeal deglutition, nasal regurgitation, oral or pharyngeal
residue and impaired upper esophageal sphincter opening) swal-
lowing impairments. The main accompanying symptoms include
cough, choking, fear of eating, voice change, globus, prolonged
meal duration, fatigue, and reduced pleasure of eating.

Quality of evidence: very low; recommendation: expert opinion

Statement endorsed, overall agreement: 88% (Aþ 73%, A 15%,
A− 5%, D− 2%, D 5%, Dþ 0%)

Summary of evidence

OD refers to any impairment in the oral preparatory, oral pro-
pulsive and/or pharyngeal phases of swallowing, resulting in the
difficulty or inability tomove an alimentary bolus from themouth
to the esophagus [3, 18].ODcan include oropharyngeal aspiration
and is classified as a health problem under “digestive symptoms
and signs” in the International Classification of Diseases (ICD)
also promoted by the WHO [13].

There are several definitions of OD in the literature. Two clas-
sical ones are:

1. OD results from either oropharyngeal swallowing
dysfunction or perceived difficulty in the process of swal-
lowing. Major categories of swallowing dysfunction are (a)
an inability or excessive delay in initiation of pharyngeal
swallowing, (b) aspiration of ingestate, (c) nasopharyngeal
regurgitation, and (d) residue of ingestate within the
pharyngeal cavity after swallowing and (e) impaired upper
esophageal sphincter (UES) function [19].

2. OD is a symptom of a swallow dysfunction that provokes
difficulty or inability to form or move the alimentary bolus
safely from the mouth to the esophagus. It can include
oropharyngeal aspiration (the entry of secretions, food, or
drink from the oro‐pharynx into the trachea or the lungs)
and choking (the subsequent mechanical obstruction of
pulmonary air flow) [20].

Signs of OD can be divided into signs of impaired safety and
signs of impaired efficacy of swallowing [21, 22]. Signs of
impaired safety refer to airway penetration and aspiration. Signs
of impaired efficacy include prolonged oral or pharyngeal pha-
ses, anterior spillage of the bolus due to impaired labial seal,
premature spillage in the pharynx, piecemeal deglutition, nasal
regurgitation, oral residue, pharyngeal residue and impaired
UES opening.

Patients with OD can experience a wide variety of digestive
and respiratory symptoms. Most commonly reported symp-
toms are: coughing during eating or drinking, choking, fear of
eating/choking, change in vocal quality when eating or
drinking (typically wet/gurgly voice), sensation of food stick-
ing in the throat, feeling of residue in the pharynx, prolonged
meal duration, fatigue at meals, diet restriction to specific
foods or consistencies, and reduced pleasure of eating
[16, 23].

Normal swallowing requires the close functional coordination of
the mouth, pharynx, and esophagus, and if one of these compo-
nents becomes functionally impaired, it is likely that the others
may be affected [24]. There is evidence of OD in non‐obstructive
esophageal dysphagia and in children with eosinophilic esopha-
gitis, butmore studies are needed to explore this relationship [25].

Statement 1.3. UEG/ESNM recognizes that the general prev-
alence of dysphagia is estimated to be between 10% and 20%,
depending on the definition used and the population included.
Notably, no studies have assessed esophageal dysphagia preva-
lence as a separate concrete entity, therefore it is not possible to
estimate its true prevalence.

Quality of evidence: very low; recommendation: expert opinion

Statement endorsed, overall agreement: 87% (Aþ 50%, A 37%,
A− 3%, D− 8%, D 2%, Dþ 0%)

Summary of evidence

The prevalence of dysphagia is hard to estimate due to the use of
different definitions of dysphagia across the various studies, in-
clusion of heterogeneous populations and the application of
various tools or questionnaires. Notably, to the best of our
knowledge, no subclassification to OD and esophageal dysphagia
was performed in epidemiological studies. According to the
limited data collected and with the aforementioned limitations,
the estimated prevalence of dysphagia in the general population
could be around 20%, increasing with age [26]. Wilkins et al.
reported that 22.6% of the USA general population experienced
dysphagia at least several times per month and that the preva-
lence was higher among the elderly population [27]. Adkins et al.
conducted a population‐based survey of over 31,000 USA adults
to evaluate the epidemiology of dysphagia and reported a prev-
alence of 16% [1]. Despite the lack of subclassification into OD
and esophageal dysphagia, 40.6% of respondents reported being
diagnosed with at least one esophageal disorder (most often
Gastro‐Esophageal Reflux Disease) [1]. This survey highlighted
that dysphagia is common, affecting around 1 out of 6 of adults at
some point during their lives. Comparable dysphagia prevalence
was reported among Australian [28] and South American [29]
populations, whereas lower prevalence rates of dysphagia were
reported in Asian populations [30, 31]. On the other hand, when
considering only the diagnoses of functional dysphagia, the
prevalence significantly decreases, ranging between 1.2% and
3.2%, depending on the population studied [32].

To summarize, the global prevalence of dysphagia is challenging
to evaluate but can be estimated to be between 10% and 20%.
Notably, these prevalence estimates are further limited by the
heterogeneity in study methodologies, variations in diagnostic
criteria, and the lack of standardized subclassification between
oropharyngeal and esophageal dysphagia, making direct com-
parisons and accurate epidemiological assessments challenging.

Statement 1.4. UEG/ESNM recognize that the prevalence of OD
varies according to the target population. Elderly patients, patients
with neurological or neurodegenerative diseases, and patients with
head or neck diseases have the highest prevalence.
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Level of evidence: moderate, grade of recommendation: good
practice statement

Statement endorsed, overall agreement: 90% (Aþ 76%, A 14%,
A− 6%, D− 2%, D 0%, Dþ 2%)

Summary of evidence

The prevalence of OD increases with age, and the main pop-
ulations at risk of OD are elderly patients, patients with
neurological or neurodegenerative diseases, and patients with
head or neck diseases [3]. In a recent meta‐analysis investi-
gating the prevalence of OD in a sample of more than 9000
individuals with different phenotypes, the overall estimated
global prevalence was 43.8% (95% CI, 33.3%–54.9%) [33]. How-
ever, there was significant fluctuation in the overall prevalence
of OD according to different populations and diagnostic tools. A
systematic review with meta‐analysis reported an overall prev-
alence of OD in the general population was 13.4% (95% CI,
4.4–34.5), while the prevalence was 31.5% (95% CI, 8.9–68.4) in
patients with head or neck cancer, 48.1% (95% CI, 31.9–64.7) in
elderly people, 55.4% (95% CI, 37.2–72.2) in patients with pre-
vious stroke, and up to 72.4% (95% CI, 26.7–95.0) in patients
with dementia [33]. Specifically in elderly patients, another
systematic review conducted on 31,488 adult patients older than
60 years, estimated a pooled prevalence of OD of 42% [34], but
with different prevalence according to the target populations,
with a prevalence of 23% in community older patients, between
29.4% and 47% in hospitalized patients, but increasing to 75%–
91% in elderly patients admitted to the hospital with a
community‐acquired pneumonia, and between 40% and 51% in
nursing home residents [35]. Another meta‐analysis including
26,366 acute post‐stroke patients estimated a pooled OD prev-
alence of 42% (95% CI, 37%–48%) [36], while in another meta‐
analysis, the prevalence of OD was 36.9% (95% CI: 30.7%–
43.6%) in patients with Parkinson's disease [37], and in a sys-
tematic review was between 27% and 30% in patients with brain
injury [38]. Dysphagia is also prevalent among patients with
idiopathic inflammatory myopathies. A systematic review and
meta‐analysis which included 10,382 patients found that the
overall prevalence of dysphagia among patients with IIM is 36%
(95% CI, 33%–40%) with the highest prevalence in patients with
inclusion body myositis: 56% (95% CI, 47%–65%) [39].

Recently, it was also shown that the global prevalence of OD
varied according to the tool used for the diagnosis, and was
20.4% (95% CI, 9.6–38.4) based on swallow questionnaires,
40.9% (95% CI, 26.3–57.3) based on physical examination, and
54.4% (95% CI, 39.2–68.8) according to the volume‐viscosity
swallow test [33]. Using instrumental explorations further in-
creases the prevalence of the condition, increasing the preva-
lence of OD in the chronic phase of stroke to 45%–81% with
instrumental assessment [35].

Statement 1.5. UEG/ESNM recognize that OD is associated
with higher hospital stays and costs as well as higher probability
of being transferred to post‐acute care facilities such as nursing
homes. Moreover, the development of nutritional and respiratory
complications, such as malnutrition and respiratory infections,
has been associated with an independent increase in long‐term
costs for follow‐up, especially in post‐stroke patients.

Level of evidence: moderate, recommendation: good practice
statement

Statement endorsed, overall agreement: 95% (Aþ 71%, A 24%,
A− 3%, D− 0%, D 0%, Dþ 2%)

Summary of evidence

Recent literature shows that OD is linked to longer hospital
stays, higher costs, and an increased likelihood of transfer to
post‐acute care facilities. OD‐related complications, such as
malnutrition and respiratory infections, further increase
healthcare resource consumption [40].

An observational study in hospitalized U.S. patients showed
OD significantly longer hospital stays and higher costs (length
of hospital stay was 3.8 days longer, and total inpatient costs
were $6243 higher), with a 33.2% higher probability of
transfer to post‐acute care facilities [41]. A systematic review
and meta‐analysis showed OD secondary to different etiol-
ogies increased hospital stay by 2.99 days and costs by
40.36% [42].

OD's economic impact has been primarily evaluated in stroke
patients. A prospective U.S. study found higher mean hospital-
ization costs for those dependent on tube feeding compared
with non‐tube‐fed patients ($12,538 vs. $5949; p < 0.0001) [43].
A retrospective study found the 1‐year attributable cost of OD
after ischemic stroke to Medicare was $4510, increasing in‐
hospital costs by 23% and length of hospital stay by 30% [44].
European studies also identified post‐stroke OD as a risk factor
for longer hospital stays and the need for discharge to nursing
homes [45].

A prospective study in Catalonia showed OD resulted in an
independent and significant cost increase of 789.68 euros during
hospitalization and significantly higher mean costs of around
12,500 euros for those patients who developed post‐stroke OD,
were at risk or malnourished and had at least one episode of
respiratory infection compared with those who did not develop
OD at 12 months [46]. A retrospective study in Germany found
severe OD as an independent predictor of increased health in-
surance expenditures [47]. Systematic reviews indicate
increased hospital stay lengths for stroke patients with OD and
suggest cost‐effectiveness for interventions aiming to prevent
OD complications [40, 42, 48].

The health economic impact of OD has also been assessed in
geriatric populations. A retrospective study in Denmark found
1‐year significantly higher in‐hospital (3677 euros) and munic-
ipality costs (6192 euros) for geriatric patients with OD after
acute hospitalization [49]. In Canada, hospitalized patients with
Parkinson's disease and OD had 44% longer hospital stays and
46% higher inpatient costs [50].

Given the chronic nature of OD, it is reasonable to assume that
costs associated with OD encompass in‐hospital costs after acute
events to chronic care costs in ambulatory settings, rehabilita-
tion facilities, socio‐sanitary care institutions, or nursing homes.
Programs based on early detection and prevention of OD‐related
complications could be cost‐effective [40, 42, 46, 48].
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Focusing on esophageal dysphagia, the available data are more
limited and often do not permit a separate analysis of this con-
dition apart from OD. From a national database analysis in US of
around 77 million hospital admissions it was found that
dysphagia, regardless of whether it is oropharyngeal or esopha-
geal, is linked to prolonged hospital stays (from 2.4 to 4.04 days),
higher inpatient costs, and increased comorbidities and conse-
quent mortality [51]. Overall, dysphagia impacts healthcare costs
extensively, with an average increase of $6243 in hospital care for
those diagnosed compared to those without it [41]. Furthermore,
patients with dysphagia were 33.2% more likely to be transferred
to post‐acute care facilities, and in‐hospital mortality rates were
1.7 times higher compared to non‐dysphagia cases [41]. The
psychosocial impact, particularly among the elderly population,
is significant, with many avoiding social interaction and meals
due to dysphagia‐related anxiety [52].

3.2 | Section 2: Physiopathology and Related
Conditions

Statement 2.1. UEG/ESNM recognize that a wide range of
systemic neuromuscular, rheumatological/immunological, endo-
crinological, and infectious diseases can be associated with
esophageal and/or OD.

Level of evidence: moderate, recommendation: good practice
statement

Statement endorsed, overall agreement: 82% (Aþ 69%, A 13%,
A− 15%, D− 3%, D 0%, Dþ 0%)

Summary of evidence

A wide range of systemic diseases can lead to esophageal and/or
OD, spanning various categories including neuromuscular,
rheumatological/immunological, endocrinological, and infec-
tious conditions [53]. Each of these disease categories impacts
the swallowing process through different mechanisms, resulting
in significant clinical challenges and requiring tailored man-
agement strategies [28, 53]. Table 2 reports the main disease and
medical disorders associated with dysphagia.

Neurologic and neuromuscular diseases: Esophageal and OD can
result from several neuromuscular disorders. Multiple sclerosis,
Parkinson's disease, and amyotrophic lateral sclerosis are sig-
nificant contributors [54]. Additionally, conditions like myas-
thenia gravis and polymyositis/dermatomyositis specifically
affect the oropharyngeal region due to their impact on muscle
strength and coordination [55, 56].

Rheumatological and immunological diseases: Systemic sclerosis
and rheumatoid arthritis are important rheumatological disor-
ders that can cause esophageal dysphagia due to fibrosis and
inflammation of the esophagus [57, 58]. Sjogren syndrome and
systemic lupus erythematosus are associated with OD, likely
due to their effects on salivary and other exocrine glands,

TABLE 2 | Diseases and medical disorders associated with dysphagia.

Category
Diseases associated with oropharyngeal

dysphagia Diseases associated with esophageal dysphagia
Neurologic/
neuromuscular

Stroke, multiple sclerosis, Parkinson's disease,
amyotrophic lateral sclerosis, myasthenia gravis,
polymyositis/dermatomyositis, Huntington disease

Multiple sclerosis, Parkinson's disease, amyotrophic
lateral sclerosis

Rheumatological Sjogren syndrome, systemic lupus erythematosus Systemic sclerosis, rheumatoid arthritis

Other immunological Pemphigus, sarcoidosis Pemphigus, EoE, sarcoidosis, lichen planus

Endocrinological Diabetes mellitus, hypo/hyperthyroidism Diabetes mellitus, hypothyroidism

Infectious COVID‐19, candidiasis, Epstein–Barr virus,
citomegalovirus, botulism, meningitis, Lyme

disease, diphtheria, syphilis

COVID‐19, candidiasis, herpes simplex virus

Congenital/
developmental

Craniofacial anomalies (cleft lip and/or palate,
Pierre Robin sequence, Treacher Collins syndrome),
neuromuscular disorders (cerebral palsy, congenital
myopathies, Moebius syndrome), congenital brain

malformations (Chiari malformation,
hydrocephalus), congenital laryngeal abnormalities
(laryngomalacia, tracheoesophageal fistula), genetic
syndromes (Down syndrome, DiGeorge syndrome,

Prader–Willi syndrome)

Esophageal atresia, tracheoesophageal fistula
(TEF), congenital esophageal stenosis, vascular
rings and slings, esophageal webs and rings (e.g.,

congenital Schatzki ring)

Structural/mechanical Zenker's diverticulum, cervical osteophytes,
cricopharyngeal bar

Esophageal strictures, esophageal webs, Schatzki
rings, hiatal hernia, esophageal diverticula,

extrinsic compression

Oncological Squamous cell carcinoma, lymphomas, salivary
gland cancer, laryngeal cancer, hypopharyngeal

cancer, nasopharyngeal cancer, metastatic cancers,
treatment‐related causes

Squamous cell carcinoma, adenocarcinoma, lung
cancer, mediastinal lymphoma, thyroid cancer,
metastatic cancers, treatment‐related causes
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leading to dry mouth and swallowing difficulties [59].
Pemphigus and sarcoidosis are immunological diseases that can
cause dysphagia in both the esophageal and oropharyngeal re-
gions due to mucosal involvement and granulomatous inflam-
mation, respectively [60]. Eosinophilic esophagitis (EoE),
characterized by eosinophilic infiltration, specifically affects the
esophagus [2].

Endocrinological diseases: Diabetes mellitus and hypothyroidism
are endocrinological conditions that can lead to dysphagia. In
diabetes, autonomic neuropathy can impair esophageal motility,
while hypothyroidism can lead to muscle weakness and reduced
gastrointestinal motility, affecting both esophageal and
oropharyngeal swallowing processes [61].

Infectious diseases: Various infections can result in dysphagia.
COVID‐19, candidiasis, and herpes simplex virus (HSV) can
cause esophageal dysphagia. While COVID‐19, candidiasis,
Epstein–Barr virus (EBV) infection, and botulism can lead to
OD. These infections can directly damage the mucosa or affect
the neural control of swallowing [62, 63].

Congenital/developmental: Congenital conditions like esopha-
geal atresia, tracheoesophageal fistula, and esophageal webs can
cause dysphagia by altering the esophageal structure from birth.
Developmental disorders such as cerebral palsy contribute to
OD due to impaired muscle coordination [64].

Structural/mechanical: Structural causes like esophageal stric-
tures, rings, webs, and diverticula obstruct food passage, leading
to dysphagia. GERD can result in peptic strictures, while hiatal
hernias and Zenker's diverticulum affect normal swallowing
mechanics [65].

Oncological: Esophageal and oropharyngeal cancers, such as
squamous cell carcinoma, obstruct swallowing pathways. Can-
cer treatments, including surgery and radiation, often result in
scarring or nerve damage, contributing to dysphagia [66].

Statement 2.2. UEG/ESNM recognize that motility disorders
identified on HRM are generally associated with symptoms, pri-
marily dysphagia.

Level of evidence: high, grade of recommendation: strong

Statement endorsed, overall agreement: 82% (Aþ 59%, A 23%,
A− 5%, D− 3%, D 5%, Dþ 5%)

Summary of evidence

In the absence of organic pathology such as cancer, eosinophilic
esophagitis and anatomic abnormalities (such as a large hiatus
hernia), esophageal motility disorders are the primary cause of
esophageal dysphagia [67]. Esophageal manometry, developed
to diagnose these disorders, has been successfully utilized [68].
HRM marks a significant advancement in identifying esopha-
geal motility disorders [69]. According to the latest iteration of
the Chicago classification (v4.0), esophageal motility disorders
are categorized into disorders of esophagogastric junction
outflow and disorders of peristalsis [6]. Each of these disorders
can explain esophageal dysphagia [70, 71]. A multicenter study

found HRM to be superior to conventional manometry in
diagnosing dysphagia caused by motility disorders, particularly
achalasia [72]. Consequently, esophageal motility disorders
identified by HRM can be considered a cause of esophageal
dysphagia. HRM has also helped define new motility disorders
causing dysphagia, such as EGJ‐OO and hypercontractile
esophagus. Artificial intelligence holds promise for enhancing
HRM diagnosis of esophageal motility disorders as a cause of
dysphagia [73]. HRM investigations should be preceded by a
detailed history, clinical examination, and upper digestive
endoscopy, and, if necessary, complemented by pH‐impedance
or Functional Lumen Imaging Probe (FLIP) evaluation.

Statement 2.3. UEG/ESNM recognize that spastic (premature)
esophageal contraction is a mechanism underlying the symptoms
of esophageal dysphagia.

Level of evidence: low, grade of recommendation: weak

Statement endorsed, overall agreement: 90% (Aþ 62%, A 28%,
A− 8%, D− 0%, D 2%, Dþ 0%)

Summary of evidence

Distal esophageal spasm (DES) occurs due to defective propa-
gation of peristaltic waves through the esophageal wall, while
the LES relaxation is normal [74]. This condition is character-
ized by pathologically rapid wave progression or even simulta-
neous, non‐peristaltic contraction in the distal, smooth muscle
esophagus, an abnormality that impairs propagation of the food
bolus through the esophagus [74, 75].

The development of HRM and the Chicago classification of
esophageal motility disorders introduced the concept of pre-
mature contraction for the first time in 2012, defined by a distal
latency of < 4.5 s [76]. The Chicago definition of DES requires
that at least 20% of swallows induce premature contractions [6,
76]. This definition shifted the focus from peristaltic velocity to
latency as the crucial defining factor for DES, based on a
retrospective review of more than 1000 manometric studies
among which 91 patients had simultaneous contractions: the
rapid contraction group was very heterogeneous while the
premature group more closely fitted the clinical spectrum of
DES [74].

Recent studies have demonstrated that including a standardized
solid test meal in HRM significantly increases the sensitivity of
diagnosing major motility disorders, particularly in patients
with dysphagia, compared to single water swallows. Indeed, 67%
of patients with dysphagia were diagnosed with a major motility
disorder using solid swallow, compared to only 35% with single
water swallows, suggesting that solid bolus ingestion may better
replicate the esophageal challenges encountered during normal
eating [77]. It is important to note that the solid meal used in
studies that redefined the IRP cut‐off included buttered bread,
soft biscuits, dumplings, or cake, as suggested by Chicago
Classification (v4.0). Solid bolus swallows result in higher IRP
values due to increased viscous resistance, better replicating
real‐life esophageal challenges. HRM measurements during
solid swallows follow a protocol similar to wet swallows, with
1–2 cm cubes of solid food taken, chewed, and swallowed. At
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least 5 solid swallows (preferably 10) should be performed,
allowing 30 s between swallows to prevent interference. A
pathological EGJ function is defined as IRP > 25 mmHg,
with effective esophageal contractions requiring peristalsis
(DL > 4.5 s), minimal front break (< 3 cm), and DCI >
1000 mmHg·cm·s [78].

The pathophysiology of premature contractions involves a
defect of deglutitive inhibition. Swallowing induces an inhibi-
tory wave that is followed by a contractile wave involving both
circular and longitudinal muscles in a peristaltic fashion along
the esophageal body. Deglutitive inhibition in the skeletal
muscle of the esophagus is controlled in the brain stem whilst in
the smooth muscle it is determined by regional gradients of
inhibitory (nitrergic) and excitatory (acetylcholinergic) myen-
teric nerves, and the intrinsic properties of the smooth muscle
[79]. Distal latency is a manometric marker of inhibition that
defines premature contraction and thus DES: distal latency
measures the end of inhibition and post‐inhibition after
contraction [79].

The role of premature contractions as a cause of dysphagia is
supported by observational studies [80]. However, DES may be
observed incidentally, and the latest iteration of the Chicago
classification considers that a conclusive diagnosis of DES im-
plies the presence of symptoms such as dysphagia or chest pain
[6]. Moreover, data obtained before the use of HRM have shown
that 50% of patients with DES have normal bolus transit, thus
supporting that these patients represent a heterogeneous group
in which other factors, such as esophageal hypersensitivity may
play a significant role [81, 82].

Statement 2.4. UEG/ESNM recognize that hypercontractile
motility is a mechanism underlying symptoms of esophageal
dysphagia.

Level of evidence: moderate, grade of recommendation: weak

Statement endorsed, overall agreement: 92% (Aþ 67%, A 25%,
A− 8%, D− 0%, D 0%, Dþ 0%)

Summary of evidence

Hypercontractile esophagus (HE) is an esophageal motility
disorder that in the past was referred to as “Nutcracker” or
“Jackhammer” esophagus [6]. HE is characterized by excessive
peristaltic vigor, which can be associated with high pressure of
the LES in the absence of disorders of the esophago‐gastric
junction (EGJ) outflow [6]. Chicago classification v.4 di-
agnoses HE when at least 2 out of 10 liquid swallow‐induced
peristaltic contractions have a Distal Contractile Integral
(DCI) > 8000 mmHg·s·cm (contractile pressures typically
> 280 mmHg) [6]. Three different sub‐groups of HE are
observed: single‐peaked hypercontractile swallows, jackhammer
esophagus and hypercontractile swallows with a vigorous LES
after‐contraction [6].

The pathophysiology of HE seems to be related to an excess of
cholinergic stimulation that may be associated also with a
temporal asynchrony of both internal and external esophageal
muscle layers, as demonstrated by HRM provocative tests [83].

A conclusive diagnosis requires both a conclusive manometric
diagnosis and the presence of clinically relevant symptoms [6].
In medical literature, publications have reported several symp-
toms associated with HE in cohorts of patients with unclear
mechanisms of generation with dysphagia reported by 32%–
100% [83]. Roman et al., before the last update of Chicago
classification, reported that the prevalence of dysphagia was 72%
of patients when at least one contraction had a DCI >
8000 mmHg·s·cm [84]. Herregods et al. confirmed this finding
by observing dysphagia in 67.6% of patients with at least two
contractions with DCI > 8000 mmHg·s·cm in a European cohort
[85]. A Canadian meta‐analysis reached the same conclusion,
underlying that dysphagia is the most commonly reported
symptom in jackhammer esophagus (64.1%) [86]. Several
studies have tried to link higher vigor contraction to symptom
frequency or severity and have confirmed the above rates [87].
The repetitive, prolonged contractions in jackhammer esoph-
agus are typically associated with higher DCI values and worse
symptom severity [87].

We can conclude that dysphagia is the main associated symp-
tom in patients with HE.

Statement 2.5. UEG/ESNM recognize that IEM is a mecha-
nism underlying symptoms of esophageal dysphagia.

Level of evidence: low, grade of recommendation: weak

Statement endorsed, overall agreement: 82% (Aþ 62%, A 20%,
A− 8%, D− 5%, D 3%, Dþ 2%)

Summary of evidence

According to the latest iteration of the Chicago Classification,
ineffective esophageal motility (IEM) is defined as more than
70% ineffective swallows (esophageal contraction with a distal
contractile integral < 450 mmHg·cm·s) or at least 50% failed
peristalsis in a context of normal EGJ relaxation [6]. The defi-
nition of IEM has evolved over the years to improve the clinical
relevance of this disorder [88]. The presence of IEM is common
in patients with GERD and is known to prolong volume and
acid clearance from the esophagus [89], but supporting data to
link IEM and dysphagia are less robust.

One hypothesis to explain dysphagia in patients with IEM might
be a delayed esophageal clearance induced by IEM. Ineffective
swallows and mild bolus stasis were found in asymptomatic
controls in a study combining videofluoroscopy and conven-
tional manometry [90]. Recent evidence has shown that incor-
porating a standardized solid test meal into HRM protocols
significantly enhances diagnostic sensitivity for esophageal
motility disorders, particularly by improving the detection of
IEM in patients with dysphagia compared to using single water
swallows alone [77].

Besides the vigor of the contraction, the presence of a large
break in esophageal contraction might induce delayed esoph-
ageal clearance. Indeed, breaks in peristaltic integrity pre-
dicted abnormal bolus clearance better than distal contractile
integral in asymptomatic controls [91]. Furthermore, they
were considered as a potential cause of unexplained dysphagia
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[92]. Using high‐resolution impedance manometry, a large
break in esophageal contractions was more likely associated
with abnormal bolus transit and more likely encountered in
patients with dysphagia than in controls [93]. A recent study
including 101 patients with IEM and 42 healthy controls
revealed that novel impedance parameters (impedance ratio)
might be useful in the diagnosis of IEM to predict symptom
occurrence [94].

Interestingly, if IEM was associated with impaired bolus
transit, the severity of dysphagia was associated with hyper-
vigilance and visceral hypersensitivity in a study comparing 33
patients with IEM and 44 patients with normal esophageal
motility [95]. Finally, in a series of 130 patients referred for
HRM, patients with IEM (as defined by the Chicago Classifi-
cation v4.0) had a similar dysphagia score as patients with
normal motility, while GERD‐Q score was higher in these
patients [96].

While IEM might be associated with impaired bolus transit, its
role in dysphagia is not consistent. Overall, whether IEM could
be associated with dysphagia is still debated and this uncertainty
is reflected in the voting of the experts.

Statement 2.6. UEG/ESNM recognize that esophageal hyper-
sensitivity is a mechanism underlying symptoms of esophageal
dysphagia.

Level of evidence: very low, grade of recommendation: weak

Statement endorsed, overall agreement: 80% (Aþ 45%, A 35%,
A− 13%, D− 3%, D 2%, Dþ 2%)

Summary of evidence

It is very difficult to demonstrate the role of esophageal hyper-
sensitivity in generating dysphagia, with most evidence being
indirectly deduced: the occurrence of symptoms in the absence
of overt bolus stasis [80, 97, 98]. Indeed, the relationship be-
tween esophageal bolus stasis and the sensation of dysphagia is
not perfect, introducing the concept of esophageal hypersensi-
tivity as a factor contributing to this sensation [80, 99].

Esophageal hypersensitivity as a mechanism of dysphagia can
be suspected in different conditions where patients experience
dysphagia despite normal bolus transit [100, 101].

Dysphagia may occur in patients without any significant
mucosal or structural abnormality and in the absence of sig-
nificant esophageal motor disorder. This is the definition of
functional dysphagia according to the Rome IV criteria [102].
The diagnosis of functional dysphagia will not be detailed here,
but, in this condition, even advanced technologies such as FLIP
or high‐resolution impedance manometry do not consistently
demonstrate significant abnormalities.

During a rapid drink challenge with 200 mL of water, approxi-
mately 25% of patients report dysphagia, while no evidence of
obstruction or hypercontractility is simultaneously observed.
Most of these patients have normal motility or IEM on
HRM [103].

Esophageal hypersensitivity is also suspected in patients with
abnormal esophageal motility. Indeed, 50% of patients with DES
and 88% of patients with HE have normal bolus transit, thus
supporting that these patients represent a heterogeneous group
in which hypersensitivity may play a significant role [82]. Of
note, these results were obtained before the use of HRM.

Solid meals can help uncover underlying causes of esophageal
dysphagia, such as esophageal motor disorders. Indeed, using
solid swallows increases the sensitivity for detecting an under-
lying diagnosis compared to using only liquid boluses [77].

Regarding the potential underlying mechanisms, a superficial
location of nociceptive sensory nerves in the proximal esoph-
agus has recently been reported to be associated with more se-
vere dysphagia in patients with motility disorders [81]. This
suggest that the proximal esophagus, and perhaps the transition
zone between skeletal and smooth muscle contraction seg-
ments, may be important in perceptive dysphagia [81]. How-
ever, this has not yet been reported in patients without
significant motility disorders.

Statement 2.7. UEG/ESNM recognize that decreased EGJ
distensibility is a mechanism underlying symptoms of esophageal
dysphagia.

Level of evidence: high, grade of recommendation: strong

Statement endorsed, overall agreement: 87% (Aþ 62%, A 25%,
A− 10%, D− 0%, D 3%, Dþ 0%)

Summary of evidence

The introduction of the Chicago Classification version 4.0 has
improved our ability to establish a conclusive and clinically
relevant diagnosis of esophageal motor disorders esophageal
motor disorders [6].

In particular, the version 4.0 has better characterized esoph-
agogastric junction outflow obstruction (EGJOO) [6]. Mano-
metric diagnosis of EGJOO requires a pathological integrated
relaxation pressure (IRP) both in supine and upright position,
intact peristaltic activity and an elevated intrabolus pressure in
at least 20% of supine swallows. EGJOO can only be diagnosed
in patients with symptoms of dysphagia and/or chest pain, as its
identification in asymptomatic individuals does not constitute a
true diagnosis and may lead to unnecessary interventions [6]. If
the manometric findings are not conclusive, then an abnormal
timed barium esophagram or impedance planimetry (Endo‐
FLIP) testing can provide additional evidence to support the
diagnosis, and may also elucidate the underlying etiology and
rule out other causes [6, 104]. Jain et al. examined the rela-
tionship between the distensibility index (DI) and IRP and
assessed correlations with dysphagia symptoms in patients with
achalasia and EGJOO. DI does not correlate with HRM metrics
during water swallows (solids not studied) and has the strongest
correlation with the severity of dysphagia [105].

Furthermore, in clinical practice, we often find abnormal
nonspecific HRM findings or distinctive repetitive patterns that
we are not able to decipher. They are not completely understood
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or defined; they don't fall within the diagnostic criteria of the
Chicago Classification version 4.0, but they could clarify some
symptoms [106]. We must consider that there is a poor corre-
lation between the severity of symptoms and manometric pat-
terns and that the physiopathology of dysphagia is associated
not only with the manometric pattern but also with the altered
emptying of the esophagus [107, 108]. Moreover, the CCv 4.0
recommends using solid bolus swallow to clarify the diagnosis
since it has been shown that this increases the diagnostic
sensitivity and accuracy [77].

A new functional technique, the FLIP, can optimize HRM re-
sults, especially when there is an inconclusive diagnosis of
achalasia or EGJOO [106]. In the majority of cases of EGJOO,
timed barium swallow is normal, but solid swallows have high
sensitivity and specificity for uncovering the pathology [109].

FLIP is able to evaluate esophageal and esophagogastric junc-
tion distensibility, providing answers in case of symptomatic
patients with normal manometry or IEM [7, 110]. An EGJ DI of
≤ 2.0 mm2/mmHg−1 indicates poor distensibility [111].

In a recent study, Choi et al. retrospectively analyzed 684 pa-
tients who underwent HRM. Four patients with dysphagia,
esophageal wall thickening, and both a normal HRM result and
an IEM diagnosis underwent FLIP topography. They had poor
EGJ distensibility and underwent peroral endoscopic myotomy
(POEM) with a good therapeutic response. FLIP alone or in
combination with HRM can help identify patients who may
respond to POEM. Poor EGJ distensibility may appear as an
obstruction to bolus flow [106].

We can deduce that decreased EGJ distensibility is a mechanism
underlying symptoms of esophageal dysphagia.

Statement 2.8. UEG/ESNM recognize that impaired LES
relaxation is a mechanism underlying the symptoms of esophageal
dysphagia, apart from achalasia.

Level of evidence: moderate, grade of recommendation: strong

Statement endorsed, overall agreement: 95% (Aþ 67%, A 28%,
A− 3%, D− 2%, D 0%, Dþ 0%)

Summary of evidence

Swallow‐induced impaired relaxation of the LES disrupts
normal transit across the EGJ [112]. In clinical practice, EGJ
pressure and relaxation are assessed using HRM, though it
cannot determine whether the EGJ pressure depends on the
LES or on other contributors such as the crural diaphragm.
Additionally, mechanical causes of EGJOO (such as stenotic
lesions or external compression) may increase intrabolus pres-
sure as seen also with impaired LES relaxation. Consequently,
the Chicago Classification (CC) selected integrated relaxation
pressure (IRP) as the metric to define normal versus abnormal
EGJ relaxation with swallowing [6]. For this reason, impaired
relaxation of the LES is manifested on HRM as median IRP
above the upper limit of normal, which is 15 mmHg (supine)
and 12 mmHg (sitting) [6].

Impaired LES relaxation and/or opening is observed in two
major disorders of EGJ outflow: achalasia and EGJOO. In both
disorders median IRP is higher than the upper limit of normal,
but only in achalasia is it accompanied by complete absence of
peristalsis [6]. Dysphagia is the main clinical presentation in
both achalasia and EGJOO.

In achalasia, dysphagia is related to both esophageal aperistalsis
and impaired LES relaxation. In achalasia, it is thought that an
inflammatory process damages inhibitory neurons (nitric oxide
producers) in the distal esophagus [113]. The loss of inhibitory
neurons at the LES increases the basal sphincter pressure and
impairs LES relaxation [114]. In the distal (smooth muscle) part
of the esophagus, the loss of inhibitory neurons results in
aperistalsis [114]. Although both mechanisms cause dysphagia,
most of the symptoms and signs in primary achalasia are related
to bolus retention in the esophagus caused by the impaired LES
relaxation, which is the cause of impaired EGJ outflow in this
condition [115].

EGJOO is a heterogeneous condition in which dysphagia is
related to impaired EGJ outflow. Underlying mechanisms
include impaired LES relaxation, which may represent an
incomplete expression or evolving case of achalasia, and other
causes that aren't related to the LES such as stenotic strictures,
sliding hiatal hernia, opioid effect and other benign and ma-
lignant infiltrative disorders [116]. In contrast with achalasia,
dysphagia due to EGJOO is not usually associated with aper-
istalsis, as some evidence of peristalsis is almost always present,
precluding a diagnosis of achalasia. For that reason, if the un-
derlying cause is not clear, then EGJOO‐related dysphagia
should be confirmed with complementary testing such as FLIP
or timed barium swallow [117]. It is important to note that
EGJOO can only be diagnosed in patients with symptoms of
dysphagia and/or chest pain [6].

Studies have shown that a solid bolus can reveal motor dys-
functions undetectable with a liquid bolus in approximately
20%–30% of patients. For instance, in an analysis of dysphagic
patients, a solid bolus demonstrated a significant increase in IRP
compared to those obtained with liquid boluses. To note, a with
solid swallows the upper normal limit of IRP with solid swal-
lows is 25 mmHg and a normal peristalsis requires a DCI >
1000 mmHg·s·cm in the absence of a significant break (> 5 cm)
in the contraction front [2].

Finally, elevated basal LES pressure and impaired swallow‐
induced LES relaxation were also observed in non‐achalasia
elderly patients with dysphagia [56, 118]. However, the contri-
bution of HRM findings and of healthy aging to dysphagia re-
quires further investigation. Another controlled study that
evaluated dysphagia in opioid users found that high intake was
associated with impaired swallow‐induced LES relaxation and
abnormal peristaltic sequence [119]. However, in that study, a
significant proportion of dysphagic patients were ultimately
diagnosed with achalasia type 3 and EGJOO.

Statement 2.9. UEG/ESNM recognize that esophageal dys-
motility may predispose to disorders like epiphrenic diverticulum,
candida esophagitis and strictures.
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Level of evidence: very low, GRADE of recommendation: weak

Statement endorsed, overall agreement: 87% (Aþ 62%, A 26%,
A− 10%, D− 3%, D 0%, Dþ 0%)

Summary of evidence

Various esophageal motility disorders may predispose in-
dividuals to conditions such as epiphrenic diverticulum,
candida esophagitis, and strictures. Indeed, motility disorders
such as achalasia, diffuse esophageal spasm, and IEM often lead
to impaired clearance of food and secretions, creating an envi-
ronment conducive to the development of these complications.
However, there are no prospective, randomized controlled
studies specifically addressing these outcomes in the context of
chronic motility disorders, leaving the current level of evidence
as very low.

Epiphrenic diverticula are rare protrusions through the esoph-
ageal muscular layer forming saccular cavities. The true prev-
alence of epiphrenic diverticula is unknown, but radiological
studies have shown it to be around 0.015% in the United States,
up to 0.77% in Japan, and 2.0% in Europe [120]. Esophageal
dysmotility, such as achalasia and diffuse esophageal spasm,
appear to be a risk factor for epiphrenic diverticula. The natural
history of epiphrenic diverticula is unclear, and optimal man-
agement is debated. Symptomatic patients require therapy, but
it can be challenging to determine if symptoms stem from the
anatomical abnormality or the underlying esophageal dysmo-
tility [121].

Candida esophagitis is common in immunosuppressed in-
dividuals even in the absence of motility disorders. Any
impairment of esophageal clearance may lead to food and
secretion stasis, promoting Candida albicans overgrowth and
infection [122]. Management typically involves oral antifungal
therapy, though severe cases may require intravenous treat-
ment. Recurrence is higher if underlying motility issues are
untreated.

Strictures are rare in esophageal dysmotility but can occur in
overlapping conditions like eosinophilic esophagitis and GERD.
GERD can cause scarring, narrowing, and impaired esophageal
propulsion and clearance. Esophageal dilation is often required
for narrowing or strictures, following general treatment princi-
ples and endoscopic dilation.

Other potential complications over time include aspiration
pneumonia, chronic cough, and recurrent infections [114]. In
cases of severe dysmotility, food and liquids may regurgitate
into the airways, leading to chronic aspiration and increasing
the risk of aspiration pneumonia. This is particularly common
in advanced achalasia and other disorders with impaired
esophageal clearance [114].

Nutritional management, particularly when the esophageal
dysmotility cannot be treated endoscopically or surgically, lacks
consensus and high‐quality studies, with most research focused
on OD. General recommendations include small, frequent,
high‐energy, high‐protein meals of appropriate consistency,
avoiding large meals or snacks before bedtime, and sitting

upright for 30–60 min after eating. Thickened liquids can reduce
choking, aspiration, and reflux complications [123].

Statement 2.10. UEG/ESNM recognize that the main pheno-
types of patients with OD are older adults, patients with neuro-
logical and neurodegenerative diseases, patients with head and
neck cancer (pre‐ or post‐treatment), and patients with anatom-
ical/structural alterations. A less prevalent group includes pa-
tients with infectious or metabolic diseases, side effects of drugs, or
iatrogenic conditions.

Level of evidence: high, grade of recommendation: good practice
statement

Statement endorsed, overall agreement: 93% (Aþ 76%, A 17%,
A− 7%, D− 0%, D 0%, Dþ 0%)

Summary of evidence

The main phenotypes of patients with OD can be classified into
four primary groups: aging, neurogenic diseases, head and neck
cancer, and anatomical or structural alterations. Less prevalent
causes include metabolic, iatrogenic, and infectious diseases,
recently including COVID‐19 [3, 124].

OD is recognized as a major geriatric syndrome due to its high
prevalence among older adults and its association with other
geriatric syndromes, such as functional and cognitive de-
pendency [125]. Age‐related changes in the swallowing system
include osteophytes in the cervical spine, sarcopenia, reduced
muscle mass, tissue elasticity, saliva production, poor dental
status, and weakened oral and pharyngeal muscles [126]. These
changes lead to difficulties in all phases of swallowing. For
instance, impaired lip closure can cause bolus spillage, and
tongue sarcopenia can result in weak propulsion and premature
spillage, leading to aspiration. Elderly individuals also exhibit
impaired oropharyngeal sensory function and reduced cough
reflex, increasing the risk of silent aspiration [127].

Oropharyngeal dysphagia in neurogenic diseases includes both
non‐progressive and progressive neurological disorders. Stroke
patients often have impairments in all swallowing phases due to
cortical lesions, leading to aspiration, pharyngeal residue, and
impaired swallowing response. Subcortical and brainstem le-
sions can cause pharyngeal phase dysfunction and a prolonged
risk of aspiration [128]. Traumatic brain injury (TBI) can result
in dysphagia from neurological and cognitive deficits, affecting
oral and pharyngeal phases and increasing aspiration risk due to
glottic anatomical changes [129]. Cerebral palsy (CP) involves
movement and motor function disorders causing dysphagia,
with difficulties in oral and pharyngeal phases, including
inadequate lip seal, reduced tongue movement, and aspira-
tion [130].

Dysphagia in Parkinson's disease (PD) results from degenera-
tion of dopaminergic and non‐dopaminergic pathways,
impacting all swallowing phases. PD patients can also have
impaired esophageal motility. Additionally, there is increased
aspiration risk due to muscle rigidity and coordination issues. In
dementia and Alzheimer's disease (AD), progressive cognitive
decline and cortical network changes cause dysphagia, with
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prolonged bolus preparation, delayed swallow initiation, and
pharyngeal residue leading to aspiration [131].

In head and neck cancer patients, dysphagia depends on tumor
size, location, and treatment [132]. Radiotherapy and chemo-
radiotherapy can cause long‐term neuromuscular injury, with
early radiation‐induced dysphagia characterized by inflamma-
tion and mucositis, and late dysphagia by fibrosis and muscle
atrophy, impairing swallowing kinematics and increasing
aspiration risk [132]. Structural alterations like cervical osteo-
phytes, cricopharyngeal bar, and Zenker's diverticulum impair
swallowing by causing airway protection issues and pharyngeal
residue, with Zenker's diverticulum linked to restricted UES
opening and significant dysphagia symptoms [133]. Other
causes of OD include metabolic, iatrogenic, and infectious
diseases, with COVID‐19 recently identified as a contributor
due to associated comorbidities and neurological symptoms
[3, 124].

Statement 2.11. UEG/ESNM recognize that patients with OD
have impaired biomechanics of the oropharyngeal swallow
response, including delayed total deglutition time, delayed time to
laryngeal vestibule closure, delayed UES opening, and reduced
bolus kinematics (propulsion force and bolus velocity). Neuro-
physiologically, they exhibit impairments in both afferent (sen-
sory) and efferent (motor) pathways. Additionally, specific
structural changes in the oral cavity, pharynx, larynx, and UES
can lead to the development of structural OD.

Level of evidence: moderate, recommendation: good practice
statement

Statement endorsed, overall agreement: 86% (Aþ 67%, A 19%,
A− 0%, D− 3%, D 5%, Dþ 6%)

Summary of evidence

Patients with OD (OD) have impaired biomechanics of the
oropharyngeal swallow response, including delayed total
deglutition time, delayed time to laryngeal vestibule closure
(LVC), delayed UES opening (UESO), and reduced bolus kine-
matics (propulsion force and bolus velocity) [3]. Neurophysio-
logically, they may exhibit impairments in both afferent
(sensory) and efferent (motor) pathways. Additionally, specific
structural changes in the oral cavity, pharynx, larynx, and UES
can lead to the development of structural OD [3].

OD can result from biomechanical alterations in oropharyngeal
physiology, affecting swallow safety and efficacy. Impaired
tongue movement and mastication during the oral phase can
cause pre‐deglutitive aspiration, where food falls into the
pharynx and open airway before swallowing. Delays in trig-
gering the oropharyngeal swallow response and LVC can lead to
aspiration during swallowing. Weak tongue propulsion, reduced
laryngeal elevation, and weak pharyngeal contraction cause
residue in the pharynx, potentially leading to post‐deglutitive
aspiration [3].

The central nervous system mediates swallowing through dy-
namic interactions between sensory and motor neural path-
ways. Functional imaging studies show cortical involvement in

swallowing, with activity in several cortical regions, including
the primary motor cortex, sensory cortex, insula, and supple-
mentary motor area [134]. Sensory inputs from the oral and
pharyngeal regions are essential for initiating and regulating
swallowing motor sequences. These sensory signals are pro-
cessed in the brainstem and cortex, generating motor signals
that execute swallowing [135].

In older and post‐stroke patients with OD, studies show im-
pairments in sensory and motor pathways. In older patients
with OD have higher motor thresholds and delayed motor re-
sponses, indicating reduced excitability of the pharyngeal motor
cortex [136]. Dysphagia in neurological disorders, such as Par-
kinson's disease (PD) and amyotrophic lateral sclerosis (ALS), is
associated with distinct cortical activation patterns, suggesting
unique adaptive mechanisms [137].

Structural alterations in the oral cavity, pharynx, larynx, and
UES can cause OD. Head and neck cancer (HNC) and its
treatments (surgery and radiotherapy) can lead to dysphagia
due to tumor obstruction, tissue damage, and fibrosis [132].
Cervical osteophytes, typically seen in the elderly, can impair
swallowing by causing airway obstruction and reduced laryn-
geal elevation [133]. Zenker's diverticulum is associated with
reduced UES opening, leading to significant dysphagia symp-
toms [138].

Statement 2.12. UEG/ESNM recognize that OD is associated
with serious nutritional and respiratory complications, including
malnutrition, dehydration, and respiratory infections such as
aspiration pneumonia. These complications are linked to poor
health outcomes, including hospital readmissions and increased
morbidity and mortality.

Level of evidence: moderate; recommendation: good practice
statement

Statement endorsed, overall agreement: 90% (Aþ 76%, A 14%,
A− 7%, D− 0%, D 0%, Dþ 3%)

Summary of evidence

Oropharyngeal dysphagia (OD) leads to severe complications,
including choking, tracheobronchial aspiration, and aspiration
pneumonia (AP), as well as malnutrition (MN) and dehydration
(DH), potentially resulting in morbidity and mortality [3]. OD is
a significant risk factor for lower respiratory tract infections in
older, independently living patients [139].

Among stroke patients, up to 20% suffer from early AP, a major
cause of mortality within the first year after discharge. AP is also
the leading cause of death in Parkinson's disease patients [140].
The prevalence of AP is underestimated, estimated at 5%–15%
among patients hospitalized with community‐ and hospital‐
acquired pneumonia [141].

Poor oral health, malnutrition, and aspiration are major risk
factors for AP in older patients and those with neurological
diseases [141, 142]. A possible mechanism involves reduced
neurotransmitter release, impairing the swallow response and
cough reflex [141, 142]. Microaspiration during sleep may be
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considered normal, but large‐volume aspiration (macro-
aspiration) of colonized secretions is a major cause of AP [142].

A study involving 2359 elderly patients found that OD was
diagnosed in 47.5%, with 7.9% experiencing pneumonia read-
missions, indicating a higher incidence in dysphagic patients
[125]. AP leads to muscle atrophy and pneumonia‐associated
sarcopenia, contributing to recurrent pneumonia, feeding diffi-
culties, and malnutrition. Frailty‐associated pneumonia pri-
marily affects adults over 80, leading to significant functional
decline and mortality [143]. The increasing elderly population
and life expectancy contribute to rising pneumonia incidence,
emphasizing the need for effective diagnosis, treatment, and
prevention [3, 142].

Impaired swallowing efficacy, associated with reduced tongue
propulsion and volume due to sarcopenia, leads to malnutrition
and dehydration [139]. Malnutrition prevalence varies by pa-
tient phenotype; in independent older adults with OD, the
annual incidence is 18.6%, with a 26% prevalence compared to
11.4% without OD [139]. In acute geriatric units, malnutrition is
present in 45.3% of OD patients, linked to longer hospital stays,
higher institutionalization risk, and increased mortality [144].
There is limited high‐quality literature on malnutrition and
dysphagia prevalence in long‐term care [145].

A 2009 review found a strong relationship between dysphagia
and malnutrition following stroke, with malnutrition preva-
lence ranging from 8.2% to 49% [146]. Neurodegenerative dis-
eases like multiple sclerosis and Parkinson's present high OD
risks, significantly influencing clinical outcomes [140]. In chil-
dren with cerebral palsy, OD contributes significantly to
malnutrition and dehydration [130]. A 2022 review found
dehydration prevalence in OD patients ranged from 19% to
100%, with low thickened fluid consumption necessitating strict
monitoring [147].

Statement 2.13. UEG/ESNM recognize dysphagia and anxi-
ety/depression can be associated conditions. While this link is well
addressed in the case of OD, data on esophageal dysphagia are
scarce.

LE: very low; recommendation: expert opinion

Statement endorsed, overall agreement: 87% (Aþ 44%, A 44%,
A− 10%, D− 3%, D 0%, Dþ 0%)

Summary of evidence

Previous studies have assessed the putative link between
dysphagia and psychological and emotional disorders, mainly
depression and anxiety. Importantly, most of these studies have
addressed OD, not esophageal dysphagia [52, 56, 148, 149].
Ekberg et al. investigated the psychological and social impact of
dysphagia on a sample of 350 patients. Forty‐one percent of
patients reported that they experienced panic or anxiety during
mealtimes, with 36% avoiding eating with others because of
their dysphagia [52]. This study found an independent rela-
tionship between intermittent dysphagia and anxiety, while
progressive dysphagia was associated with depression. None-
theless, no specific reason for this finding was determined by

studies that have reported links between dysphagia and psy-
chological/emotional disorders [52, 149].

Eslick and Talley [28] performed a survey‐based epidemiological
study that aimed to estimate the prevalence of dysphagia in an
Australian population and assessed the correlation to anxiety
and depression among patients with dysphagia compared to
those without dysphagia. The prevalence of clinical depression
was 7% (95% CI: 3%–14%) versus 5% (95% CI: 3%–7%), anxiety
20% (95% CI: 13%–29%) versus 14% (95% CI: 11%–17%). Ana-
lyses of those with dysphagia compared with no dysphagia
found that there was a significant difference for anxiety
(OR = 1.08, 95% CI: 1.03–1.13) and depression (OR = 1.06, 95%
CI: 1.01–1.13). Several studies have reported that patients with
OD (from several etiologies, i.e., mental, neurological, onco-
logical etc.), may also suffer from increased psychological con-
ditions such as of anxiety and depression [150–152].
Nonetheless, no accurate data exist regarding the link between
esophageal dysphagia and anxiety/depression.

Finally, it is important to highlight that this association may fall
within the context of functional dysphagia, which is defined
according to the Rome IV criteria as a difficulty in swallowing in
the absence of structural, motor, or obstructive abnormalities
that could explain the symptoms. Functional dysphagia is
diagnosed when no identifiable organic causes are found [153].

3.3 | Section 3: Diagnosis

Statement 3.1. UEG/ESNM recommends careful focused his-
tory taking, although it is insufficient to differentiate between
esophageal and OD.

Quality of evidence: very low; recommendation: expert opinion

Statement endorsed, overall agreement: 85% (Aþ 65%, A 20%,
A− 10%, D− 5%, D 0%, Dþ 0%)

Summary of evidence

A careful history taking is an important first step when assess-
ing dysphagia. It could aid in identifying the anatomical origin
(esophageal vs. oropharyngeal) of the symptoms as well as its
pathophysiological background (obstructive vs. non‐obstructive)
[154]. For instance, globus sensation and xerostomia are com-
mon conditions that could mimic OD and should be carefully
evaluated during history taking [53]. Moreover, distinguishing
between oropharyngeal and esophageal dysphagia is crucial to
identify the etiology and plan a correct diagnostic work up [155].
Notably, direct questioning regarding the location where the
patient is experiencing dysphagia has limited accuracy [156].
This discomfort was felt anteriorly at the suprasternal notch and
not posteriorly at the back of the throat. This is in line with the
fact that OD is not uncommon in achalasia [157, 158]. Besides
questioning regarding the site of the swallowing difficulty
sensation, four questions have been highlighted for their prac-
tical clinical utility in differentiating oropharyngeal from
esophageal dysphagia with 80% accuracy if any of the questions
are answered positively ((1) Is there a delay in initiating the
swallow? (2) Is there deglutitive postnasal regurgitation? (3) Is
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there deglutitive coughing? (4) Is repetitive swallowing needed
to achieve satisfactory clearance?) [159]. Lastly, careful history
taking could aid in recognizing the primary pathology likely to
be responsible for esophageal dysphagia (obstructive vs. non‐
obstructive/esophageal motility disorder) [160]. In particular, it
is imperative to differentiate whether the dysphagia is related to
solids and liquids (suggestive of non‐obstructive pathologies), or
solids alone (suggestive of obstructive pathologies), and whether
it is progressive and worsening over time (obstructive) or
intermittent (non‐obstructive) [53, 154].

Statement 3.2. UEG/ESNM recommend upper gastrointestinal
endoscopy (EGD) to evaluate esophageal dysphagia in all adult
patients. EGD also plays a pivotal role in cases of acute onset of
inability to swallow, which suggests a food impaction in the
esophagus.

Level of evidence: low, grade of recommendation: strong

Statement endorsed, overall agreement: 92% (Aþ 79%, A 13%,
A− 5%, D− 0%, D 3%, Dþ 0%)

Summary of evidence

Since the introduction of flexible fiberoptic endoscope, there has
been an explosion of technical achievements in EGD that enable
direct assessment of the esophagus‐stomach‐duodenum, allow
biopsies and, when required, therapeutic interventions [161].
Most guidelines recommend EGD as the first test for the eval-
uation of esophageal dysphagia to define the exact cause and to
initiate appropriate therapy [162]. Dysphagia only in relation to
the ingestion of solids suggests a mechanical obstruction.
Dysphagia to both solids and liquids is probably due to an un-
derlying esophageal motility disorder. Esophageal dysphagia
due to malignancy progresses more rapidly. Additionally,
esophageal dysphagia has a high predictive value for cancer in
older patients [163]. However, a definitive diagnosis cannot be
established in most instances by history alone [164], reinforcing
the clinical dogma that patients need urgent endoscopy.
Dysphagia in a primary care setting is associated with an overall
positive predictive value up to 5.5% for esophageal cancer and
the National Institute for Health and Care Excellence (NICE) in
the UK recommends that direct, open access EGD should be
offered to all patients with dysphagia within 2 weeks to rule out
an organic process [165]. Dysphagia has a high predictive value
for finding significant pathology [163]. It is equally important to
make a precise and early diagnosis of a major non‐malignant
condition, so that treatment can be initiated rapidly instead of
waiting for diagnoses to emerge [166]. A sudden acute onset of
inability to swallow solids and/or liquids, including secretions,
suggests food impaction in the esophagus. It represents a major
challenge and EGD is the most common therapeutic
approach [167].

Statement 3.3. UEG/ESNM recognize that the yield of EGD for
diagnosing structural abnormalities underlying esophageal
dysphagia varies among studies. However, structural abnormal-
ities are well visualized on EGD. Erosive reflux disease that can
progress to peptic strictures and EoE, which can be associated with
fibrotic narrowing of the esophagus, are common. Idiopathic

fibrosis (Schatzki ring), complications of hiatus hernia, as well as
malignancies, are less frequent.

Level of evidence: low, grade of recommendation: strong

Statement endorsed, overall agreement: 93% (Aþ 63%, A 30%,
A− 3%, D− 0%, D 2%, Dþ 2%)

Summary of evidence

The diagnostic role of EGD in the initial evaluation of dysphagia
has evolved over time. In the past, it was considered an invasive
and expensive tool, so its use was restricted. However, when
endoscopic therapy complements the diagnostic value of
endoscopy, cost savings could be achieved compared to a diag-
nostic approach starting with barium esophagography followed
by therapeutic endoscopy [168] and, in addition, the overall
incidence of complications of diagnostic endoscopy is low (0.1%)
[169]. EGD allows for the direct visualization of structural ab-
normalities such as strictures, rings, esophagitis, mucosal fea-
tures of eosinophilic esophagitis (EoE), Barrett's and cancer that
commonly share the process of narrowing the lumen of the
esophagus with subsequent delay in passage of solid foods. In-
fectious esophagitis, such as that caused by Candida, herpes
simplex virus (HSV), or cytomegalovirus (CMV), can also be
identified with EGD, often presenting with characteristic
mucosal lesions or ulcers that may require biopsy for definitive
diagnosis [65]. Krishnamurthy et al. analyzed retrospectively the
frequency of various endoscopic findings in 30,377 patients who
underwent EGD for the evaluation of dysphagia and found
abnormal findings in 66% of them, with esophageal strictures
being the most frequent, followed by esophagitis/ulcers and
Schatzki's ring. Other etiologies that accounted for < 10% were
retained food and suspected malignancy [170]. It should also be
recognized that GERD might be associated with esophageal
dysphagia [171]. A recent study confirmed the presence of ab-
normalities at EGD in 64% of the patients with dysphagia with a
higher percentage of esophagitis (36%) and, a decrease in peptic
strictures (1.43%) compared to previous studies [172]. Hiatal
hernia was a frequent finding (31%), however, it is unlikely that
small and uncomplicated hernias could cause dysphagia by a
mechanical mechanism [173]. Barrett's esophagus, Schatzki's
ring, malignancies and candidiasis accounted for < 10% in this
study [172]. There is evidence of a change in the relative pro-
portion of the various disease in the last few decades [174]. In
Western countries benign esophageal peptic stricture has
become less common. This finding is possibly due to the in-
crease in the use of proton pump inhibitors (PPI) [175], while
EoE is increasing. Currently, EoE is identified in 12%–23% of
patients undergoing EGD for dysphagia and appears to be rising
in incidence at a rate faster than would be expected based solely
on increased recognition of the disease [2].

Statement 3.4. UEG/ESNM suggest that esophageal biopsy
sampling should be obtained in all patients with dysphagia,
especially if clinical characteristics (male, young age, history of
atopy or allergy) are suggestive for eosinophilic esophagitis even if
macroscopic endoscopy results normal.

Level of evidence: low, grade of recommendation: strong

868 United European Gastroenterology Journal, 2025



Statement endorsed, overall agreement: 97% (Aþ 76%, A 22%,
A− 3%, D− 0%, D 0%, Dþ 0%)

Summary of evidence

Esophageal biopsies in patients with dysphagia should be
collected in all cases of evidence of mucosal lesions, ulcers,
nodules, or precancerous lesions. New advances in endoscopic
techniques and technology have improved diagnostic accuracy
and increased the therapeutic potential of EGD [176–179].
Despite that, routine biopsies in dysphagic patients may still be
warranted to avoid missed diagnoses, especially in non‐classical
presentations of eosinophilic esophagitis (EoE). According to
major guidelines on the management of EoE, at least 6 esoph-
ageal biopsies should be obtained from a minimum of 2
esophageal levels (e.g., proximal/mid and distal), ideally tar-
geting endoscopic findings of EoE to optimize the assessment of
histologic features consistent with the condition [180, 181].

Dellon et al. developed in 2015 a predictive model in which
younger age,male gender,white race ethnicity, history of atopy or
food allergies, and presence of dysphagia of food impaction were
highly associated with risk of eosinophilic esophagitis (87%–90%)
[182]. A similarmodel was recently evaluated by Cotton et al. The
authors showed that clinical features and endoscopic findings
were able to identify patients with EoE with an AUC of 0.92 even
without histologic data and in the absence of dysphagia [183]. The
authors concluded that a predictivemodel could help clinicians to
make decisions in patients with upper GI symptoms about
whether to perform early diagnostic endoscopy or gastroenter-
ology referral for suspicion of EoE [183, 184]. Prasad et al. showed
that EoE was present in at least 10% of patients with solid food
dysphagia who appeared endoscopically normal. An endoscopic
appearance suggestive of EE accurately predicted the presence of
EoE in 38% of patients. Younger age, history of food impaction,
lack of PPI use, and endoscopic appearance suggestive of EE
predicted a higher likelihood of EE on biopsy [185]. Diagnosis of
EoE was found in 10% of normal endoscopies, in 14% of patients
with reflux esophagitis; 5% of patients with Schatzki's ring, in 50%
of patients with esophageal non‐neoplastic strictures and in 38%
of patients with endoscopic findings of EoE. This study supports a
practice of routine esophageal biopsy in all patients with non‐
malignant solid food dysphagia regardless of endoscopic findings.

Mackenzie et al. showed in a large group of patients that EoE
was diagnosed in 12% of the patients presenting with dysphagia
with relative risk of 9.5 if age < 50 years. Esophageal biopsies
are warranted in patients presenting with dysphagia especially
in the younger population [186]. In this study, 13 of 31 (41%)
EoE patients did not have findings thought to be classical for
EoE and would have been missed without esophageal biopsies.

A meta‐analysis from Kim et al. concluded that esophageal bi-
opsies should be obtained from all patients who present with
symptoms of EoE, regardless of the endoscopic appearance of
the esophagus [176].

Statement 3.5. UEG/ESNM recognize that Edema, Rings, Ex-
udates, Furrows and Stenosis are the most relevant endoscopic
findings of EoE.

Level of evidence: high, grade of recommendation: strong

Statement endorsed, overall agreement: 95% (Aþ 71%, A 24%,
A− 3%, D− 2%, D 0%, Dþ 0%)

Summary of evidence

On a practical level, endoscopic assessment is easy and reliable,
requiring little additional time during standard‐of‐care proced-
ures. Studies in the U.S. and Europe have validated the EoE
Endoscopic Reference Score (EREFS) with high inter‐ and intra‐
observer agreement, showing 90% sensitivity and specificity in
both pediatric and adult patients [187–191]. Additionally, the
responsiveness of the EREFS to therapy has been confirmed in
clinical trials, with placebo studies supporting the objectivity of
the endoscopic assessment, free from placebo effect bias [192,
193]. Normalization of inflammatory features provides imme-
diate feedback on the effectiveness of medical or dietary in-
terventions, guiding decisions on esophageal dilation in
dysphagia cases when disease activity is controlled.

The EREFS score, a validated classification system for endo-
scopic findings in EoE, stands for furrows (linear or longitudi-
nal: 80%), edema, rings (64%), exudates (16%), and strictures
(12%), showing high diagnostic accuracy [187, 191]. Longitudi-
nal furrows appear as long, linear lines parallel to the esoph-
agus's long axis, while esophageal exudates, whitish plaques,
may be misinterpreted as candidiasis [187]. Edema is charac-
terized by loss of vascular pattern and mucosal pallor [187].
Fibrotic changes can be focal, long, or diffuse, and milder
strictures with a diameter > 10 mm can be subtle [187]. How-
ever, patients with EoE may have a normal‐appearing esoph-
agus during endoscopic examination [194]. Esophageal biopsy
remains necessary to confirm suspected EoE [195].

The EREFS classification effectively identifies most patients
with EoE, though its performance in determining treatment
response is limited, with an area under the curve from 0.79 to
0.88 when histologic remission is defined as a peak eosinophil
count ≤ 15 eos/HPF [190, 191, 196]. A meta‐analysis by Kim
et al. showed higher prevalence of individual endoscopic find-
ings (rings, furrows, exudates) in prospective studies compared
to retrospective ones. Prevalence of findings also varied by age,
with rings and strictures more common in adults, and white
plaques and pallor more common in children [176].

The updated international consensus diagnostic criteria for
eosinophilic esophagitis (AGREE conference) confirmed that
endoscopy should evaluate for EoE signs according to the
EREFS Score and alternative esophageal disorders, with
numerous biopsies collected [197].

The University of North Carolina, Chapel Hill, developed an AI
algorithm (AI‐EoE‐EREFS) that outperformed human endo-
scopists of varying experience levels. The AI algorithm showed a
sensitivity of 0.96, specificity of 0.94, accuracy of 0.95, and an
AUC of 0.992, performing significantly better than beginners
and senior fellows on the same set of images [198].

Statement 3.6. UEG/ESNM recommend the use of HRM in
esophageal dysphagia as HRM is the most important technology
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focused on assessing esophageal motor function causing
dysphagia in endoscopy‐negative dysphagia patients.

Level of evidence: high, grade of recommendation: strong

Statement endorsed, overall agreement: 95% (Aþ 74%, A 21%,
A− 5%, D− 0%, D 0%, Dþ 0%)

Summary of evidence

Patients suspected of having esophageal dysphagia should be
referred for an EGD, as this test helps rule out mechanical
obstruction or an inflammatory process; however, endoscopic
observations only occasionally indicate the presence of an
esophageal motor disorder [199, 200]. The most important
technology for assessing esophageal motor function in cases of
endoscopy‐negative dysphagia is HRM [201]. Since its intro-
duction over two decades ago, HRM has evolved significantly,
with major advancements in classification schemes and bio-
markers of esophageal function. The current classification
scheme for esophageal motor dysfunction is the Chicago Clas-
sification v4.0 [6]. Compared to conventional manometry, HRM
has vastly improved sensitivity for detecting achalasia, primarily
due to its objective and accurate identification of impaired
esophagogastric junction (EGJ) relaxation [115].

Multiple rapid swallows (MRS) assess esophageal contractile
reserve by inducing inhibition of esophageal peristalsis followed
by a strong peristaltic contraction, which helps identify acha-
lasia or motility disorders when abnormalities are present.
Rapid drink challenge (RDC), using a larger liquid volume, in-
creases sensitivity in detecting EGJOO. Additionally, solid bolus
testing during HRM evaluates esophageal function in conditions
more similar to daily life, helping to identify motility disorders
not evident with liquid boluses and better correlating with pa-
tient symptoms such as dysphagia [202].

HRM offers several advantages over conventional manometry
[199]: it allows simultaneous viewing of the entire esophagus's
contractility in a uniform, standardized format [200], it provides
standardized, objective metrics of peristaltic and sphincter
function for systematic interpretation, and [201] it enables
easier recognition of topographic patterns of contractility with
greater reproducibility [203].

Statement 3.7. UEG/ESNM suggest the use of pH and
impedance‐pH monitoring as it might provide information on the
possible presence of GERD or esophageal hypersensitivity.

Level of evidence: moderate, grade of recommendation: weak

Statement endorsed, overall agreement: 87% (Aþ 56%, A 31%,
A− 3%, D− 3%, D 8%, Dþ 0%)

Summary of evidence

Patients with typical GERD symptoms often complain of
dysphagia [171]. Studies have shown that 40% of patients with
non‐obstructive dysphagia exhibit a pathological acid exposure
time. For these patients, adequate PPI therapy significantly
decreases the frequency and severity of dysphagia [204] likely

because reduced acid exposure can also reduce esophageal
sensitivity (see below). Additionally, a considerable proportion
of GERD patients present impaired esophageal motility, which
may explain the occurrence of dysphagia [205]. However, the
presence of IEM does not necessarily identify patients with
dysphagia, as not all GERD patients with dysphagia have evi-
dence of IEM [77, 206].

The discrepancy between dysphagia perception and esophageal
function suggests other factors, such as hypersensitivity to
normal bolus passage, might contribute to dysphagia in GERD
patients. It has been demonstrated that pre‐sensitization of
esophageal acid‐sensitive chemoreceptors in GERD patients
reduces pain threshold and increases pain perception following
balloon distension [207]. Furthermore, psychogenic factors like
anxiety, stress, and excessive hypervigilance—commonly re-
ported in GERD patients—may alter the cortical response to
stimuli mediated by intra‐esophageal content [208].

In this context, catheter‐based impedance‐pH monitoring or
prolonged, wireless pH monitoring can provide information on
concomitant GERD or the possible presence of esophageal hy-
persensitivity, which may be associated with dysphagia
perception, especially in patients experiencing anxiety, stress,
and hypervigilance [209].

Statement 3.8. In patients with esophageal dysphagia, UEG/
ESNM suggest a barium esophagram as complementary investi-
gation to improve the diagnosis of structural and functional
esophageal disease when endoscopy and HRM did not fully
explain symptoms.

Level of evidence: moderate, grade of recommendation: strong

Statement endorsed, overall agreement: 97% (Aþ 72%, A 26%,
A− 3%, D− 0%, D 0%, Dþ 0%)

Summary of evidence

In patients with esophageal dysphagia, a barium esophagram
may be useful before endoscopy if a proximal esophageal
stricture or diverticulum or high‐risk lesion is suspected, or in
patients at high risk of perforation due to strictures from
caustic ingestion or other pathology [194]. It is also valuable
when endoscopy access is challenging, to assess major struc-
tural lesions and prioritize endoscopy and specialist evalua-
tion. If the history suggests a proximal esophageal obstruction
or a very tight stricture, a fluoroscopic swallowing study with
a barium esophagogram can be the most informative initial
investigation [155]. The investigation has high sensitivity for
diagnosing rings, benign esophageal strictures, hiatal hernia,
peptic esophagitis, esophageal motor abnormalities, diver-
ticula, and tumors. It also better delineates extrinsic
compression of the esophagus, such as from vascular anom-
alies like an aberrant right subclavian artery (arteria lusoria)
[210, 211]. When esophageal manometry is unavailable, the
esophagogram can provide preoperative information for dis-
orders like achalasia or structural alterations such as Zenker's
diverticulum. It is an alternative for patients unable to tolerate
manometry or when manometric studies are of poor quality or
unclear [212].
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For diagnosing esophageal motor disorders, specific character-
istics in the esophagogram, such as a dilated upper esophagus
with a bird's beak appearance, incomplete LES opening, loss of
primary peristalsis, and delayed esophageal emptying, are
widely accepted for achalasia [213]. Studies have shown that
delayed emptying correlates with increased LES pressures,
demonstrating a positive correlation between radiographic and
manometric findings in achalasia patients [212, 214]. However,
esophageal manometry is preferred over the esophagogram for
diagnosing esophageal motor disorders [210]. Some studies
indicate that the esophagogram has low sensitivity when the
manometric study is altered, but it has higher sensitivity for
diagnosing achalasia compared to other motility disorders when
nutcracker esophagus and other non‐specific motor disorders
are ruled out [215–217].

In a study by Blonski et al. on 309 patients with esophageal
motor disorders using timed barium esophagogram (TBE), a
barium height of 5 cm at 1 min had a sensitivity of 94% and
specificity of 71%, and a height of 2 cm at 5 min had a sensitivity
of 85% and specificity of 86% for differentiating untreated
achalasia from EGJOO and non‐achalasia [212]. A European
study of 30 patients with achalasia found that EGJ distensibility
correlated strongly with barium retention height at 5 min, while
LES pressure showed a poor correlation with stasis height. This
confirmed TBE's efficacy as a surrogate for EndoFlip assessment
of EGJ compliance [218]. Moreover, studies show that patients
who resolve their achalasia pattern based on HRM improve
emptying and symptom scores. The esophagogram is useful for
assessing esophageal emptying post‐treatment and predicting
future symptom recurrence in achalasia [219].

Combining manometry and esophagogram can be useful in
cases like EGJOO or post‐fundoplication dysphagia, as the
esophagogram complements functional alteration definition
and guides treatment, assessing esophageal emptying [220]. The
Chicago Classification version 4.0 suggests that a clinically
relevant EGJOO diagnosis requires supportive investigations
such as TBE [221], preferably with a barium tablet swallow,
and/or FLIP [6]. In some cases of EGJOO, an esophagram is
useful when manometry does not provide a conclusive diagnosis
or if EGJOO in the supine position may be a false positive [67].
It should also be performed in patients with an inconclusive
achalasia diagnosis presenting with dysphagia [6]. For other
peristalsis disorders, the esophagogram may support the diag-
nosis, such as in absent contractility with borderline IRP values
to rule out type I achalasia or to demonstrate poor bolus transit
in IEM [6, 67].

Finally, evidence from some studies suggests that esophagogram
with tablet test is more sensitive for detecting subtle esophageal
strictures and obstructions, while liquid barium is better for
general motility and large structural abnormalities. However,
due to limited availability of TBE, it is not possible to defini-
tively recommend the best approach for clinical practice based
on different contexts [222, 223].

Statement 3.9. UEG/ESNM recommends the use of FLIP as an
adjunctive diagnostic test in patients with dysphagia and incon-
clusive diagnoses from previous explorations including upper
endoscopy and high‐resolution esophageal manometry.

Level of evidence: moderate, grade of recommendation: strong

Statement endorsed, overall agreement: 85% (Aþ 44%, A 41%,
A− 9%, D− 3%, D 3%, Dþ 0%)

Summary of evidence

The FLIP is a technique that measures the mechanical proper-
ties of the esophagus, providing new additional information that
complements the results of classical assessment of esophageal
pressure measurements with manometry and bolus transit with
radiology or impedance [224].

In patients with achalasia, an abnormally reduced esoph-
agogastric junction distensibility index (EGJ‐DI) compared to
healthy controls has been observed (typically < 2 mm2/mmHg)
[225]. Moreover, clinical outcomes after treatment correlate
with the increase of the EGJ‐DI obtained by the intervention
[226, 227].

In patients with eosinophilic esophagitis, FLIP shows decreased
distensibility of the esophageal body and esophago‐gastric
junction compared to healthy controls [228]. A correlation be-
tween the rigidity of the esophageal body and the severity of
dysphagia has been demonstrated in one follow‐up study [229].

In one study of 13 patients with severe dysphagia and bolus
retention at timed barium esophagogram, but with absent
contractility and normal LES‐relaxation at manometry, a low
UEG‐DI was found compared to historic controls. Symptomatic
improvement was associated with an increment in the UEG‐DI
after treatment, supporting the use of FLIP in patients with an
inconclusive diagnosis of achalasia [230].

In a retrospective study of 34 patients diagnosed as EGJOO, 7
patients were identified with normal EGJ‐DI, and 18 patients
with an EGJ‐DI < 2 mm2/mmHg. There was an excellent cor-
relation in all cases with bolus retention at radiology and with
the clinical outcome. Hence, the 7 patients with normal EGJ‐DI
improved dysphagia with conservative management, and 9 pa-
tients with low UEG‐DI underwent achalasia‐type treatment,
with improved Eckardt score in 7 of these 9 treated patients
[231]. Recently, a prospective trial of 15 patients with EGJOO
and low EGJ‐DI that were treated with POEM has reported a
clinical success in 93% of treated patients at 6 months [232].
Hence, the latest version of the Chicago classification of
esophageal motility disorders recommends including the use of
different maneuvers and adjuvant tests (like radiology and
FLIP) to confirm the diagnosis of EGJOO [6].

In a single center study in 70 patients referred for dysphagia
associated with different causes including achalasia, connective
tissue disease, eosinophilic esophagitis and dysphagia post‐
fundoplication, the authors reported that endoFLIP assessment
independently resulted in a change in the management of 40% of
patients, mostly a new or amended therapeutic procedure [233].

In a multicentre study, 40 patients referred for esophageal
manometry (32/40 patients with dysphagia) underwent FLIP
panometry during the endoscopic evaluation prior to manom-
etry. The authors found an excellent correlation between the
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results of FLIP panometry and the results of the esophageal
manometry, and they suggest that evaluation with FLIP pan-
ometry during endoscopy assessment of dysphagia could
determine the need of further evaluation with esophageal
manometry [234].

Statement 3.10. UEG/ESNM recommend the use of imaging
studies when no endoscopic abnormalities are found and when
the results of esophageal motility studies are atypical or
inconclusive.

Level of evidence: moderate, grade of recommendation: strong

Statement endorsed, overall agreement: 82% (Aþ 58%, A 24%,
A− 12%, D− 3%, D 3%, Dþ 0%)

Summary of evidence

A correct medical history is crucial when evaluating dysphagia
and differentiating oropharyngeal from esophageal dysphagia.
This distinction helps determine the appropriate diagnostic
techniques. In challenging cases, multiple diagnostic tests may
be required [6].

For esophageal dysphagia, imaging studies like barium swallow
are useful when endoscopic abnormalities are absent and
esophageal motility study results are atypical or equivocal [160].
Although computer tomography (CT) and magnetic resonance
imaging (MRI) may detect morphological causes of dysphagia,
barium studies remain the preferred modality. They are
frequently requested for dysphagia evaluation and can assess
both function and structural problems, sometimes more effec-
tively than endoscopy [65]. Esophagography provides anatom-
ical and functional information about the pharynx, esophagus,
and gastroesophageal junction, including esophageal motility
evaluation. A modified barium swallow gives information about
swallowing function and remains the standard for evaluating
the swallowing mechanism [235].

However, in cases of extrinsic compression (e.g., adjacent tu-
mor, mass, adenopathy, or cardiovascular process), advanced
imaging studies may be necessary for a definitive diagnosis [65].
CT, MRI, or endoscopic ultrasonography are required in pseu-
doachalasia evaluations [236]. For instance, thyroid ultraso-
nography or neck CT can confirm and determine the extent of
thyroid disease. Chest CT helps assess disease extent in cases of
extrinsic compression due to lung cancer and metastatic aden-
opathy. If clinically relevant cardiovascular esophageal
compression is suspected on esophagram, CT or MR imaging
may be necessary for a definitive diagnosis [232].

Endoscopic ultrasonography may be useful for patients with
nondiagnostic endoscopy and high clinical suspicion for pseu-
doachalasia or to measure esophageal muscle thickness, but it is
not routinely recommended for achalasia. In cases with
manometry suggestive of EGJOO—a heterogeneous condition
potentially due to anatomic factors (e.g., small hiatal hernia,
extrinsic vascular compression), artifact, or incomplete acha-
lasia expression—further evaluation with endoscopic ultra-
sound and/or CT is recommended to detect underlying
conditions such as submucosal malignancies, infiltrative

diseases like sarcoidosis, or vascular malformations [210, 237].
A retrospective study of 62 patients with esophageal motor
disorders using standard radial endosonography revealed clini-
cally relevant findings in a significant number of patients, which
can alter clinical management. Variability in esophageal wall
thickness identified by EUS may explain the observed variability
in response to standard therapies for achalasia [237].

Scintigraphy can also be used to assess dysphagia; however, its
utility as a screening tool for esophageal transit issues is limited
due to several disadvantages, including the need to handle
radioactive material, radiation exposure, poor anatomical defi-
nition compared to barium swallow, and the lack of well‐
defined diagnostic criteria. Thus, it is rarely used in clinical
practice [238]. For evaluating the pharynx and cervical esoph-
agus, videofluoroscopy should be used to assess swallowing
function and specifically check for aspiration or penetration
[65]. Finally, new imaging techniques are emerging, such as
real‐time MRI of swallowing, which offers a radiation‐free
alternative to traditional methods like barium swallow and
videofluoroscopy [239]. Real‐time MRI provides detailed
anatomical and functional information about the oropharynx,
esophagus, and surrounding structures, capturing dynamic se-
quences of the swallowing process [240].

Statement 3.11. UEG/ESNM do not recommend clinical
swallow evaluation alone to definitely characterize OD.

Level of evidence: high, grade of recommendation: strong

Statement endorsed, overall agreement: 90% (Aþ 66%, A 24%,
A− 6%, D− 2%, D 0%, Dþ 2%)

Summary of evidence

The purpose of screening is to identify persons at risk of OD
(OD). Patients who are identified as being at risk are typically
referred for further assessment: instrumental clinical assess-
ment (e.g., fiberoptic endoscopic evaluation of swallowing
[FEES] and videofluoroscopic swallowing study [VFSS]) and/or
non‐instrumental clinical assessment (e.g., medical history
taking, conducting a physical examination, and patient‐reported
functional health status or dysphagia‐related quality of life)
[15, 241].

In the process of clinical decision‐making in OD, aspiration is
considered the factor most contributing to the severity of OD
[242]. However, even though both “gold standard” assessments
FEES and VFSS can diagnose aspiration (including silent aspi-
ration) and other physiological problems in the pharyngeal
phase of swallowing—whereas non‐instrumental assessment
cannot –, other factors may influence choices of assessment
methods: for example, radiation exposure, high associated costs,
invasive assessment or restricted access to selected assessments.
Also, given that OD is a multidimensional phenomenon, and
most measures only focus on restricted aspects of OD, clinicians
should include multiple measures if aiming to capture the full
concept of OD [241]: for example, evaluation of the oral,
laryngeal, and pharyngeal anatomy, physiology, and function
(including cranial nerve examination); oral intake, nutritional
status, and mealtime observations; and intervention trials (e.g.,
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bolus modification, head and postural adjustments, and/or
swallow maneuvers).

Statement 3.12. UEG/ESNM indicate FEES for (1) symptoms
and signs of OD (OD), (2) selecting optimal dietary conditions, (3)
designing a patient‐tailored OD treatment plan, and (4) verifying
treatment outcomes and disease progression. UEG/ESNM do not
recommend FEES in patients with bilateral complete nasal
obstruction, a respiratory rate > 35/min, impaired consciousness,
or refusal of oral food administration. UEG/ESNM do not suggest
FEES in patients with severe agitation, possible inability to
cooperate, and acute risk of vasovagal episode and bradycardia.

Level of evidence: moderate, grade of recommendation: weak

Statement endorsed, overall agreement: 90% (Aþ 56%, A 34%, A−
3%, D− 5%, D 2%, Dþ 0%)

Summary of evidence

FEES is an instrumental procedure used to evaluate swallow-
ing function, including the surface anatomy and motility of the
pharynx, tongue base, and larynx [243]. Alongside the VFSS,
FEES is one of the gold standards for assessing swallow
physiology and function in individuals with OD (OD) [243,
244]. It is a safe procedure with rare and minimal complica-
tions [245] and can be used in various settings, including
bedridden patients, those with positioning difficulties, and in
isolation units, intensive care units, or on mechanical venti-
lation [243, 244].

FEES contributes to diagnosing the underlying disease causing
OD and prescribing a patient‐tailored treatment plan, including
medical, surgical, and rehabilitative approaches [244, 246]. It
can also assess dysphagia for medication [247] and verify that
the swallowing pathophysiology or OD phenotype is coherent
with the underlying diseases [248]. FEES has been used as a
gold standard in validating several screening tools and moni-
toring the evolution and outcome of OD in different clinical
conditions [249].

FEES is indicated for symptoms and signs of OD, such as
increased meal duration, difficulties in managing saliva and
secretions, and dysphagia for medication. It is also used to select
optimal dietary conditions, design a patient‐tailored OD treat-
ment plan, and verify treatment outcomes and disease pro-
gression over time [250]. FEES is contraindicated in patients
with bilateral complete nasal obstruction, a respiratory rate >
35/min, impaired consciousness, or those who refuse oral food
administration. Relative contraindications include severe agita-
tion, possible inability to cooperate, and an acute risk of vaso-
vagal episodes and bradycardia [243, 250].

Although FEES and VFSS are generally considered to be “gold
standard” assessments in the evaluation of dysphagia, particu-
larly silent aspiration, instrumental assessment is not always
available, especially in rural and remote or resource poor re-
gions. As a result, health care professionals will rely on

alternative assessments including patient‐reported measures
and non‐instrumental clinical swallowing evaluation [15].

Statement 3.13. UEG/ESNM recommend the use of VFSS,
alongside FEES, as the method of choice for the instrumental
assessment of oropharyngeal dysfunction.
UEG/ESNM indicate the use of VFSS to assess structural and
functional abnormalities of the oral preparatory, oral transit,
pharyngeal and esophageal phases of swallowing and to deter-
mine treatment strategies to minimize aspiration risk and increase
swallow efficiency.
UEG/ESNM might consider the use of ultrasonograpy to evaluate
muscles thickness and hyoid bone motion in patients with
dysphagia, but the lack of standardized parameters limits its
clinical utility.

Level of evidence: for VFSS: high, for US: low; grade of
recommendation: for VFSS: strong, for US: weak

Statement endorsed, overall agreement: 95% (Aþ 53%, A 42%, A−
3%, D− 0%, D 2%, Dþ 0%)

Summary of evidence

Since bedside screening tests and clinical features have limita-
tions in identifying oropharyngeal dysfunction, instrumental
assessment is considered the gold standard for detecting swal-
lowing disorders [15].

The VFSS, also known as the modified barium swallow, is a
dynamic fluoroscopic imaging examination suitable for in-
dividuals of all ages experiencing swallowing difficulties. VFSS
allows real‐time visualization and recording of the contrast
bolus flow in relation to structural movement, timing, and co-
ordination of the oral preparatory, oral transit, pharyngeal and/
or esophageal phases of swallowing [15].

The VFSS serves both diagnostic and therapeutic purposes,
including identifying structural abnormalities and impaired
swallow function, determining suitable consistencies for oral
intake [251], and testing various compensatory strategies such
as postural or swallowing maneuvers [252]. As there is insuffi-
cient evidence to recommend specific measures as valid and
reliable for interpreting videofluoroscopic findings [253], raters
should use well‐defined and consensus‐based variables to
ensure high intrarater and interrater reliability and accurate
measurements [254]. The radiation dose of VFSS is acceptable
for both patients and operators [255].

Compared to FEES, endoscopy tends to be slightly more sensi-
tive than VFSS to detect aspiration and residues [256], although
both methods have advantages and disadvantages. Especially if
there is suspicion of oral or esophageal dysfunction following
clinical evaluation, VFSS should be preferred over FEES [15].

Ultrasonography has been used to evaluate swallowing func-
tion, primarily focusing on muscle thickness and hyoid bone
displacement. However, the absence of standardized protocols

873



and outcomes hinders the assessment of the effectiveness of this
technique in OD [257].

To date, no international consensus exists regarding which
visuoperceptual or software‐based measures to use for analysis
of FEES or VFSS video recordings [253], or about a core
outcome set or agreed minimum set of outcomes that should be
measured and reported in clinical trials of a specific disease or
target population [15]. Therefore, current selections of assess-
ments for use in clinical practice targeting different constructs,
subject populations, and respondents, should be based on the
robustness of measurement properties (i.e., psychometric do-
mains reliability, validity, and responsiveness) [258], and feasi-
bility criteria for implementation [241, 253, 259].

Statement 3.14. UEG/ESNM suggest the use of pharyngeal
HRM in patients in whom the pharyngeal and UES function re-
mains unclear and who present with abnormal swallow efficiency
(residue) or safety (aspiration).

Level of evidence: moderate, grade of recommendation: weak

Statement endorsed, overall agreement: 85% (Aþ 54%, A 31%, A−
11%, D− 2%, D 2%, Dþ 0%)

Summary of evidence

For many years, HRM has been the standard method to assess
motor function in the esophagus [201]. In the last decade, the
applicability of HRM in the pharynx and UES, called Pharyngeal
HRM (PHRM), has become clear [260]. Pharyngeal HRM is a
catheter‐based assessment method that allows the evaluation of
pharyngeal and UES motor function.

PHRM has been clinically used in the care of a wide variety of
patients with OD across the lifespan [261, 262], including head
& neck oncology [263], critically ill patients with or without
tracheostomy, patients with Zenker's diverticulum [264], cervi-
cal spine fusion [265], obstructive sleep apnea [266], motor
neuron disease [267], neurogenic dysphagia such as stroke, and
Parkinson's disease [262, 263].

A global consensus statement has agreed on a protocol and core
metrics for performing and analyzing PHRM [260].

The decision to perform HRIM after an initial VFSS, during
VFSS (video‐HRIM), or as a stand‐alone test without VFSS de-
pends on the individual patient circumstances. Aspiration risk
and anatomical abnormalities should be studied either during
VFSS or following a VFSS that establishes swallowing safety.
Therefore, the use of VFSS can play an important and comple-
mentary role alongside HRM in patients at risk of aspiration or
swallowing inefficiency. Patients studied using HRIM alone
include those in whom clinical assessment suggests a low risk of
aspiration, those who have previously undergone an MBS, and
those requiring a repeat HRIM study to assess longitudinal
changes or the impact of a therapeutic regimen or interven-
tion [260].

The additional value of HRM compared to other instrumental
assessment methods, such as FEES and VFSS, is that HRM can

measure motor functions that lead to swallowing inefficiency
(residue) or swallow safety issues (aspiration/penetration)
observed on FEES and/or VFSS [260, 267]. This includes the
characterization of pharyngeal contractility [267], UES relaxa-
tion, and bolus pressurization [260]. When impedance is added
to the HRM measurement, UES opening can also be defined
[267]. HRIM has significant potential to guide therapeutic in-
terventions, such as swallowing exercises, UES dilation, Botox
injection, or myotomy, and to objectively monitor these in-
terventions or disease progression [262, 263, 266].

In conclusion, patients whose pharyngeal contractility and UES
relaxation and their effects on UES opening remain uncertain
may benefit from objective assessment using PHRM [260].

3.4 | Section 4: Therapeutic Approaches

Statement 4.1. UEG/ESNM recognize that there is no clearly
effective medical treatment able to improve motor function in
patients with ineffective motility disorders. The management of
these patients should be focused on treating the concomitant
clinical scenario (e.g., GERD), rather than motor abnormalities.

Level of evidence: very low; grade of recommendation: weak

Statement endorsed, overall agreement: 89% (Aþ 53%, A 36%, A−
11%, D− 0%, D 0%, Dþ 0%)

Summary of evidence

Esophageal hypomotility involves defects in contraction vigor
and/or peristalsis, with normal LES relaxation [6, 89]. Ineffec-
tive esophageal motility (IEM) and absent contractility (AC) are
the corresponding manometric diagnoses according to the
Chicago Classifications (CC). While AC often relates to patho-
logical scenarios, IEM can appear in healthy individuals, leading
to stricter diagnostic criteria in CC v4.0 [6]. Provocative tests
like MRS, RDC, and solid swallow help identify IEM and assess
motor esophageal reserve. MRS challenges contractile reserve,
and abnormal responses suggest motility issues. RDC enhances
sensitivity for detecting EGJ resistance, while solid swallow re-
veals dysfunctions and reduced reserve, especially in patients
with solid food dysphagia [268].

The link between esophageal hypomotility and symptoms is
controversial. Most patients present with GERD symptoms or
dysphagia. Although some evidence connects IEM with
abnormal acid exposure [269], some studies show no correlation
between hypomotility and other symptoms, including dysphagia
[107, 269]. Consequently, management should focus on treating
symptoms rather than motor findings, particularly in GERD
patients. PPI therapy is often the first option, and discontinuing
drugs that reduce esophageal contraction vigor, such as calcium
channel blockers and phosphodiesterase inhibitors, could be
considered [270].

No medical treatments have been unequivocally shown to
improve esophageal peristalsis. Conventional prokinetic agents
like metoclopramide and domperidone do not enhance esoph-
ageal motor activity and have significant adverse effects. In one
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RCT, mosapride, a selective 5HT4 agonist, did not affect distal
pressure wave amplitude in secondary peristalsis [271].
Conversely, on healthy volunteers was found that buspirone, a
mixed partial 5HT‐1A agonist and dopamine D2 receptor
antagonist, increased the amplitude and duration of distal
esophageal pressure contractions and altered LES relaxation
[272]. Karamanolis et al. reported that buspirone significantly
increased LES resting pressure in systemic sclerosis patients,
with a non‐significant trend towards higher esophageal
contraction amplitude [273]. However, a small trial in IEM
patients found buspirone not superior than placebo for
improving HRM parameters or symptom scores [274], and in
patients with IEM and GERD, buspirone did not outperform PPI
alone in relieving dysphagia or enhancing HRM parameters
[275]. Macrolide antibiotics like erythromycin and azithromycin
have shown prokinetic properties in GERD patients, reducing
reflux exposure and enhancing peristalsis, though side effects
are not negligible [276]. Bethanechol, a muscarinic receptor
agonist, has been used as a promotility agent for GERD,
improving contraction and distal esophageal amplitude in both
healthy volunteers and IEM patients [277], potentially allevi-
ating dysphagia [278]. However, many patients discontinued
due to intolerable side effects [278]. Prucalopride, a 5‐HT4 re-
ceptor enterokinetic agent, has shown promise in GERD pa-
tients with IEM by enhancing primary and secondary peristalsis
[279, 280] and reducing esophageal acid exposure while accel-
erating gastric emptying in healthy controls [281].

Available evidence on esophageal hypomotility treatments is
scarce. Larger, well‐conducted studies are needed to confirm
current recommendations and potentially identify effective new
prokinetics.

Statement 4.2. UEG/ESNM recognize that the medical man-
agement of esophageal hypercontractile motility or spasm requires
a multifaceted approach. UEG/ESNM suggest the use of PPIs,
calcium‐channel blockers, nitrates, phosphodiesterase type 5 in-
hibitors and incorporating other medications, such as antide-
pressants or peppermint oil, though endoscopic interventions may
yield better outcomes in selected cases.

Level of evidence: very low—grade of recommendation: weak

Statement endorsed, overall agreement: 82% (Aþ 42%, A 40%, A−
16%, D− 2%, D 0%, Dþ 0%)

Summary of evidence

Hypercontractile motility and esophageal spasm are motility
disorders that can present with dysphagia, chest pain, and
gastroesophageal reflux symptoms. It is important to note that
other causes of chest pain (e.g., cardiac chest pain) must be
always ruled out. The pathophysiology may involve excessive
cholinergic drive with temporal asynchrony of circular and
longitudinal muscle contractions [282].

Medical management of esophageal hypercontractility or
spasm is multifaceted. An empiric trial of a PPI is often the
first line of therapy due to symptom overlap GERD [87, 282],
although a definitive GERD diagnosis in these patients is rare,

and the response to empirical PPI therapy is often unsatisfac-
tory [283].

Calcium channel blockers, nitrates, and phosphodiesterase in-
hibitors have been used to reduce contraction vigor, but these
have shown suboptimal symptomatic response [284].

Antidepressants, such as tricyclic antidepressants, selective se-
rotonin reuptake inhibitors (SSRIs), and serotonin‐
norepinephrine reuptake inhibitors (SNRIs), may help reduce
the sensation of pain in the esophagus [285, 286]. Trazodone has
been found to improve symptoms in patients with esophageal
contraction abnormalities, such as distal esophageal spasm or
hypercontractile esophagus, while SSRIs have been shown to
lower chemical and mechanical sensitivity [285, 287]. Ven-
lafaxine, an SNRI, lacks the antimuscarinic effects present in
other antidepressants and has no affinity for brain histamine
receptors; however, studies have shown venlafaxine's anti‐
hyperalgesic properties and it can be used as a treatment op-
tion for non‐cardiac chest pain [286].

Peppermint oil, a smooth muscle relaxant, has been used to ease
esophageal spasms [288]. A recent meta‐analysis examined
treatment outcomes for Jackhammer Esophagus, finding that
while medical treatments like calcium channel blockers, ni-
trates, PPIs, and peppermint oil showed some benefit, outcomes
tended to be better with endoscopic interventions. However,
conclusions are limited by methodological issues in the avail-
able research, as most studies were retrospective with signifi-
cant heterogeneity in reported efficacy across different studies
evaluating medical therapies [86].

In conclusion, the medical management of hypercontractile
esophagus or esophageal spasm is complex and often requires a
combination of lifestyle modifications and medications. The
effectiveness of these treatments can vary, and more research is
needed to develop safe and long‐lasting management strategies
for this condition.

Statement 4.3. UEG/ESNM suggest that botulin toxin injection
might be considered in the management of hypercontractile
esophageal motility disorders. POEM could be justified in patients
with concomitant esophagogastric junction disorder. In this later
population, balloon dilation may also be an effective treatment,
but further evidence is needed.

Level of evidence: very low—grade of recommendation: weak

Statement endorsed, overall agreement: 80% (Aþ 43%, A 38%, A−
8%, D− 8%, D 5%, Dþ 0%)

Summary of evidence

In the management of symptomatic patients with hyper-
contractile esophagus (HE), different endoscopic treatment op-
tions have been considered, including botulinum toxin
injections, pneumatic dilation, and POEM. However, evidence
supporting these treatments is limited, and well‐controlled
studies are missing. It is important to note that pharmacolog-
ical therapy is generally the first‐line approach for managing HE
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before considering endoscopic treatments, as it is less invasive
and supported by broader clinical experience. Endoscopic in-
terventions should be reserved for cases refractory to medical
therapy, given the limited evidence and lack of well‐controlled
studies supporting their efficacy [289, 290].

Schupack et al. observed that most HE patients showed clinical
improvement or symptom resolution over an average follow‐up
of 2.8 years without intervention. Specifically, 73% of HE pa-
tients reported improvement after a mean follow‐up of 36 weeks
[291]. A Canadian meta‐analysis described treatment outcomes
as generally satisfactory, while a French multi‐center study
found them disappointing [86, 284]. The Canadian study noted a
possible greater placebo effect with invasive procedures [86].

A randomized sham‐controlled trial by Mion et al. on botuli-
num toxin injections showed no significant difference in
symptom improvement between the treatment and sham
groups, indicating a considerable placebo effect [292]. On the
other hand, the effect of botulinum toxin injections on patients
with nonachalasia esophageal motility disorders was evaluated
in a double‐blind, randomized trial that showed botulin signif-
icantly reduced dysphagia symptoms and stabilized weight loss
compared to saline injections. The beneficial effects persisted for
up to 12 months [293]. It is important to note that botulinum
toxin should be injected at the level of the LESp and the distal
third of the esophagus, as suggested by ESGE guidelines, while
avoiding injections into the mid and proximal thirds [289, 290].

POEM appears to reduce esophageal contractility more effec-
tively and any effect is likely to be long lasting. Only few studies
including a limited number of patients are currently available,
reporting the efficacy of POEM in patients with non‐achalasia
spastic esophageal disorders [294, 295]. A significant manom-
etry improvement and mean long‐term clinical success (defined
as Eckard score < 3) were obtained in 93% of patients (72% with
“nutcracker” esophagus and 88%with diffuse esophageal spasm).
Long myotomy including LES is advisable to reduce symptoms
from IEM or progression to achalasia [296]. A meta‐analysis by
Khan et al. involving 179 patients found that POEM achieved a
cumulative clinical success rate of 87% across all spastic esoph-
ageal disorders. Clinical success rates for type III achalasia, DES,
and jackhammer esophagus were 92%, 88%, and 72%, respec-
tively, with adverse event rates at 14%. POEM is thus concluded to
be a possible treatment for spastic esophageal disorders [297].

Pneumatic dilation has been suggested as a treatment option for
spastic esophageal disorders, showing some reported success
[298]. However, patients benefiting from pneumatic dilation
might actually have spastic achalasia or achalasia with esoph-
ageal compression. Accurate manometric classification is
essential, as highlighted by Pandolfino et al., who found that
pneumatic dilation had a lower treatment response in patients
with spastic achalasia compared to those with achalasia
accompanied by esophageal compression [115].

Statement 4.4. UEG/ESNM recognize that EGJOO often re-
quires a tailored approach to management, with conservative
management being the safest initial option. Structural EGJOO
might considered to be treated with endoscopic or surgical

interventions, while functional EGJOO might be considered for
targeted therapy if symptoms are durable and worsening.

Level of evidence: very‐low, GRADE of recommendation: weak

Statement endorsed, overall agreement: 84% (Aþ 63%, A 21%,
A− 8%, D− 5%, D 3%, Dþ 0%)

Summary of evidence

EGJOO is a manometrically defined condition that can be
distinguished from achalasia subtypes. While EGJOO presents
with a raised IRP, esophageal body motility remains intact. This
condition shows significant variability in presentation, clinical
manifestations, relevance, and natural history, complicating
treatment decisions. In many instances, EGJOO is minimally
symptomatic, may improve without specific therapy, and might
be a manometric artifact (especially if studies are performed in
the supine position only). However, EGJOO can also mimic
achalasia with similar symptoms and respond well to achalasia‐
type therapies. Some cases show progression towards achalasia,
suggesting that in some cases EGJOO might be a variant or early
form of achalasia [6, 109]. Notably, the revision of the EGJOO
diagnosis criteria in the Chicago Classification version 4 has
significantly reduced the prevalence of this disorder, making it
challenging to assess the response to previously recommended
treatments [299].

EGJOO can be categorized into four types to guide treatment:
mechanical obstruction, medication‐related, artifact, and idio-
pathic non‐relaxing LES. Mechanical obstruction, accounting
for up to 75% of cases, includes structural abnormalities like
post‐surgery changes, small hiatus hernia, and submucosal le-
sions, or mucosal diseases like eosinophilic esophagitis and
peptic strictures. The remaining 25% of cases are due to medi-
cation, artifact, or unexplained idiopathic causes. Opiate‐
induced non‐relaxing EGJ makes up 10%–30% of functional
EGJOO cases in some series [300].

Structural EGJOO should be treated with endoscopic or surgical
interventions [300]. Strictures require dilation, slipped or dis-
torted wraps may need surgical correction, and eosinophilic
esophagitis follows specific therapeutic algorithms [301, 302].
Functional EGJOO, after excluding manometric artifacts or
structural pathologies, can be considered for targeted therapy if
symptoms are durable and worsening [303]. Treatments include
smooth muscle relaxants, acid suppressive therapy, botulinum
toxin, standard or pneumatic dilation, and myotomy (POEM or
Heller). Response rates for botulinum toxin, pneumatic dilation,
and POEM are over 60% [232], while no therapy or acid‐
reducing therapy also shows high success rates, especially for
medication‐related or artifact cases [180, 304].

This highlights the importance of not rushing into invasive
treatments for functional EGJOO, allowing time for sponta-
neous symptom regression or further confirmation of the con-
dition. Each case should be considered individually, making an
algorithmic approach challenging [291]. However, the safest
strategy is to start with conservative management before
considering irreversible or invasive therapies.
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Statement 4.5. UEG/ESNM recognize that in patients with
functional dysphagia antidepressants or neuromodulators might
be considered, but there is lack of data to recommend their use.

Level of evidence: very‐low, GRADE of recommendation: weak

Statement endorsed, overall agreement: 89% (Aþ 51%, A 38%,
A− 8%, D− 0%, D 3%, Dþ 0%)

Summary of evidence

Functional dysphagia is characterized by a sensation of
abnormal food passage through the esophagus in absence of
organic causes, GERD, EoE or major motor disorders [153].
Since establishing the first Rome criteria, antidepressants have
been the mainstay of treatment for functional esophageal dis-
orders, presumably through their pain‐modulatory effect.
However, the list of different types of antidepressants that have
been proposed to improve symptoms in patients with these
disorders has expanded over the years and currently includes
tricyclic antidepressants, selective SSRIs, trazodone, and
serotonin‐norepinephrine reuptake inhibitors [305]. Trazodone
has modified symptoms in patients with esophageal contrac-
tion abnormalities in a small, controlled trial [287]. Imipra-
mine has been shown to decrease pain in healthy males and
noncardiac chest pain patients [306]. Citalopram has been
shown to raise stimuli thresholds and benefit patients with
esophageal hypersensitivity and functional heartburn [285].
Although psychiatric comorbidities are common in these pa-
tients, the effects of these drugs appear to be independent of
psychiatric effects and do not appear to affect esophageal
motility [287, 306].

In the literature, there is lack of evidence that neuromodulators
or antidepressants are efficient in the treatment of functional
dysphagia. A recent systematic literature review including ran-
domized controlled trials showed that antidepressants cause
visceral analgesia in functional esophageal disorders; however,
this systematic literature review did not identify any RCTs
describing the use of antidepressants in the context of functional
dysphagia, or any other evidence for the use of antidepressants
for dysphagia. Moreover, authors of this review emphasized that
despite the wide use of antidepressants in clinical practice, there
is no evidence for their value in most esophageal disorders,
including traditional functional esophageal disorders. Thus, it
appears that their use is driven primarily by expert opinion as
well as a lack of other effective and well‐tolerated therapeutic
strategies [307].

In a very recent small size (10 patients) RCT published after this
systematic literature review, a 2 weeks treatment of buspirone (a
5‐HT1a receptor agonist) was not superior to the placebo in
term of improvement of dysphagia symptoms in patients with
functional dysphagia [274].

Although there is no data in the literature about the efficacy of
abovementioned medications on FD, use of these medications in
daily practice depends on the extrapolation of available limited
data regarding functional esophageal diseases other than FD.

Statement 4.6. UEG/ESNM recognize that in patients with
functional dysphagia, there is lack of data to recommend the use
of complementary or alternative therapies.

Level of evidence: very‐low, GRADE of recommendation: weak

Statement endorsed, overall agreement: 95% (Aþ 72%, A 23%,
A− 5%, D− 0%, D 0%, Dþ 0%)

Summary of evidence

The management of functional dysphagia focuses on therapies
addressing visceral hypersensitivity and hypervigilance. Factors
such as acid reflux, dietary habits, and psychiatric conditions
contribute to esophageal symptoms [308]. Pharmaceutical or
talk‐based treatments for esophageal hypersensitivity have
largely concentrated on functional chest pain, leaving functional
dysphagia less studied [101].

Research indicates that patients with normal esophageal
motility or minor abnormalities often experience spontaneous
improvement without medical interventions [309]. Case series
suggest positive outcomes with various treatments, including
tricyclic antidepressants, trazodone, and selective serotonin re-
uptake inhibitors, and endoscopic empiric dilatation, although
no randomized controlled trials validate these treatments [307,
310]. Complementary therapies such as hypnotherapy and
Johrei have been explored in related disorders, but robust trials
specifically for functional dysphagia are lacking [311].

Brain‐gut behavioral therapies (BGBT) offer potential non‐
pharmacologic interventions for functional esophageal symp-
toms. These include self‐management programs, GI‐focused
cognitive behavioral therapy (CBT), gut‐directed hypnother-
apy, mindfulness‐based interventions, and psychodynamic‐
interpersonal therapy [101]. Among these, only hypnotherapy
has shown beneficial effects in individual case reports [312].

Given the limited scientific evidence, treatment for functional
dysphagia is primarily supportive, involving reassurance, di-
etary modifications, and proper swallowing techniques [313].
Analogous to treatments for functional chest pain, some pa-
tients may benefit from acid suppression, tricyclic azizantide-
pressants, and BGBT [98, 309, 313].

In summary, there is a lack of high‐quality data to recommend
complementary or alternative therapies for functional
dysphagia. Supportive care remains the primary management
approach, with potential benefits from acid suppression and
behavioral therapies. Well‐designed trials are needed to estab-
lish validated treatment modalities for this condition.

Statement 4.7. UEG/ESNM consider the use of swallow ther-
apy for OD to improve swallowing mechanics, reduce symptoms,
and enhance quality of life. Swallow therapy could be more
effective when using validated assessment tools, consistent treat-
ment parameters, and considering long‐term follow‐up.

Level of evidence: low—grade of recommendation: weak
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Statement endorsed, overall agreement: 90% (Aþ 54%, A 36%,
A− 2%, D− 5%, D 0%, Dþ 3%)

Summary of evidence

Following a diagnosis of OD, swallow therapy may be imple-
mented to improve biomechanical impairments and the patho-
physiology of swallowing, reduce clinical symptoms of
dysphagia, and ultimately enhance swallow‐related quality of
life.

Several randomized controlled trials (RCTs) have explored
various interventions, such as pharyngeal electrical stimulation
in people with acute and chronic stroke [314], respiratory
muscle strength training in people with subacute and chronic
stroke [315], and repetitive transcranial magnetic stimulation
(rTMS) in people with acute, subacute, and chronic stroke [316]
and advancing Parkinson's disease [317]. Transcranial direct
current stimulation (tDCS) was employed in people with sub-
acute and chronic stroke [318], neuromuscular electrical stim-
ulation (NEMS) was used in people with acute stroke [317] and
subacute/chronic stroke [319], and oromotor exercises were
implemented during chemoradiotherapy for people with head
and neck cancer [320] and stroke [321]. The Shaker maneuver,
targeting impaired upper esophageal sphincter opening, was
investigated in various aetiologies [322]. In addition, McNeill
Dysphagia Therapy was studied in people with subacute stroke
[323] and modified balloon dilatation therapy was investigated
in chronic brainstem stroke [324]. Laryngeal recalibration
therapy (LRT) and IQORO are both treatments aimed at
improving swallowing function. LRT focuses on retraining the
laryngeal muscles to enhance voice and swallowing efficiency.
IQORO, a neuromuscular training device, strengthens muscles
in the throat and esophagus, helping treat dysphagia, acid
reflux, and snoring by targeting the root cause. Both therapies
offer non‐invasive ways to restore normal function in patients
with swallowing disorders [325, 326].

Overall, although many studies found statistically significant
improvements in neurophysiological, biomechanical, clinical,
functional, patient‐reported, or quality of life‐related outcomes,
there were often no statistically significant differences between
the treatment and control groups among several different ther-
apies, which impacted the overall strength of this body of
research [315–319]. Unfortunately, there is low‐quality evidence
overall to support swallow therapy in OD, mostly due to the
following limitations: small sample sizes impacting statistical
significance, differences across studies making it impossible to
combine results from treatment groups (such as sample hetero-
geneity), a wide variety of assessment tools used (often not vali-
dated and/or lacking instrumental assessment), different
protocols utilized (intensity, duration, frequency, dose for stim-
ulation, location of electrodes, parameters, etc.), lack of follow‐
up, and limited blinding resulting in a high risk of bias [315, 316].

A recent systematic review by Speyer et al., highlight the
promising effects of behavioral interventions in improving
outcomes for people with OD. Although many trials report
significant improvements in clinical and functional outcomes,
limitations such as small sample sizes, heterogeneous study

designs, and lack of standardized assessment tools remain
prevalent. To enhance the quality of evidence, further research
is needed with larger, more homogeneous samples and consis-
tent, validated outcome measures [327].

Statement 4.8. UEG/ESNM might consider surgical treatment
for OD primarily based on the etiology. It is most appropriate for
correcting anatomical abnormalities.

Level of evidence: very‐low, grade of recommendation: weak

Statement endorsed, overall agreement: 87% (Aþ 49%, A 38%,
A− 0%, D− 10%, D 3%, Dþ 0%)

Summary of evidence

Surgical intervention can be effective in the management of OD,
particularly when the condition stems from anatomical abnor-
malities. Malignant obstructive lesions should be staged and
managed according to current guidelines with regards to local-
ization, TNM classification, anatomopathological findings, and
the patient's overall health and preferences [328]. Treatment
consists of radiotherapy, chemotherapy, targeted therapy, sur-
gery, or a combination. In general, there is a clear indication for
surgery in resectable tumors in fit patients [328, 329].

Zenker's diverticulum is a benign anatomical abnormality
which can be managed surgically using a diverticulopexy com-
bined with a myotomy. The procedure is safe and efficient.
Compared with an endoscopic treatment, surgery results in
lower symptom recurrence, but a longer length of procedure
and hospitalization, slower diet introduction, and higher rates of
complications [330]. Minimally invasive techniques such as
Zenker's peroral endoscopic myotomy offer a less invasive
alternative for treating Zenker's diverticulum with promising
outcomes in reducing symptom recurrence and hospital
stays [331].

Surgical therapy in functional OD consists of an open or
endoscopic laser myotomy. It can be performed safely. Treat-
ment success can be achieved in selected patients [332, 333].
Selection criteria for this may include: intact voluntary initiation
of swallowing, adequate propulsive force generated by the
tongue and pharyngeal constrictors, videofluoroscopic demon-
stration of obstruction to bolus flow at the piriform sinus,
manometric evidence of inadequate UES relaxation, and rela-
tively favorable prognosis of the underlying disease [332, 333].

Endoscopic laser cricopharyngeal myotomy is a viable alterna-
tive to classic transcervical cricopharyngeal myotomy with
equivalent outcomes and comparable if not less morbidity [334].

In comparison to endoscopic dilation, myotomy of the UES led
to similar initial improvement in swallow function for patients
with primary idiopathic cricopharyngeal bar; however, dilation
is more likely to provide temporary benefit [332]. For patients
with cricopharyngeal bar, cricopharyngeal POEM is emerging as
a promising endoscopic technique, offering minimally invasive
treatment with encouraging results for long‐term symptom
improvement [335].
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Statement 4.9. In patients with post‐stroke dysphagia or due to
other neurogenic diseases, UEG/ESNM suggest that treatment
with neuromodulatory techniques should preferably be conducted
within a clinical trial setting.

For post‐stroke dysphagia: level of evidence: moderate, grade of
recommendation: weak

For other dysphagic profiles: level of evidence: very low, grade
of recommendation: weak

Statement endorsed, overall agreement: 85% (Aþ 48%, A 37%,
A− 10%, D− 5%, D 0%, Dþ 0%)

Summary of evidence

There is currently a large number of systematic reviews with or
without meta‐analysis in the literature regarding the use of
neuromodulatory treatments in dysphagic patients [336–345].
The clinical focus for the use of neuromodulatory techniques is
post‐stroke dysphagia, followed by neurogenic dysphagia as
presented in parkinsonian syndromes (PS). The neuro-
modulatory techniques presented are repetitive transcranial
magnetic stimulation (rTMS), direct transcranial current stim-
ulation (tDCS), neuromuscular electrical stimulation (NMES),
peripheral magnetic stimulation (PMS), pharyngeal electrical
stimulation (PES), and deep brain stimulation (DBS—only in
PS) [338–342].

Even though there is a large number of studies, it is difficult to
draw a valid conclusion on the efficacy of the neuromodulatory
techniques in dysphagia [346]. For dysphagia post‐stroke, the
data is highly heterogeneous, and the subgroup analysis rarely
included stroke type or clinical characteristics of the dysphagic
patients [343, 344]. The outcomes of the systematic reviews
targeting each of the aforementioned treatments were contra-
dictory to an extent, with a number of researchers proposing
combined rTMS or tDCS with behavioral treatments rather than
solely brain stimulation [341, 343]. There is high variability in
terms of applied protocols (site of lesion, frequency of the
stimulation, time since stroke, repeated session, etc.) [338–343].

Peripheral neuromodulatory techniques, such as NMES, PES, or
PMS, have all been applied to post‐stroke dysphagia, showing
moderate (PES) to good (NMES) results [338, 340, 343]. Even
though NMES has shown better results when combined with
traditional therapy, systematic appraisal of the literature showed
high heterogeneity in protocols and experimental variables, as
well as inconsistent reporting [337, 341]. DBS in PS is shown to
have beneficial effects at specified frequencies and site of elec-
trode placement in the subcortical areas [339]. The effect of
peripheral interventions on the central nervous system remains
questionable, leaving this aspect a gray area in this context.

Further high‐quality research is necessary in order to clarify
which stimulation protocols, parameters, and therapy settings
are the most beneficial for certain patient groups and degrees of
impairment.

4 | Summary of Recommendation

Questions, statements, and recommendations on the
dysphagia guidelines by the UEG/ESNM are detailed in
Table 3.

Figure 1 schematically summarizes the main findings regarding
the diagnostic approach to esophageal dysphagia. The consensus
supports the performance of EGD with multiple esophageal bi-
opsies as the initial diagnostic modality, mainly to search for
anatomical and mucosal lesions. The next diagnostic modality
recommended by the consensus is HRM, amodality that evaluate
the esophageal motility as well as the LES function. In case of
negative findings at HRM, the next step is patient's symptoms
phenotyping to GERD/hypersensitive esophagus or dysphagia
with inconclusive diagnosis. In these clinical scenarios, either
ambulatory reflux monitoring or FLIP/Barium swallows are
performed. In patients with persistent symptoms and additional
testing might be required, such as imaging (CT, MRI, EUS).
Functional dysphagia is the diagnosis in case of negative
diagnostics.

Figure 2 illustrates recommendations regarding treatment
schematically. A strong consensus was achieved for the “wait
and see” approach and for the discontinuation of opioids for
patients with EGJOO. Very weak/low recommendation was
reached regarding surgical and endoscopic treatment for struc-
tural EGJOO as well as for CCB, nitrates, sildenafil, botulinum
toxin, balloon dilation and myotomy—for the treatment of
functional EGJOO. Moreover, weak/low recommendation was
reached for PPI, CCB, nitrates, sildenafil, TCA, SSRI, NSRI,
SARI, peppermint oil as well as botulinum toxin, balloon dilation
and myotomy—for the treatment of hypercontractile esophagus.
For patients with ineffective esophageal motility, a strong
consensus was achieved for the treatment of concomitant clinical
scenario such as GERD. Moreover, weak/low recommendation
was reached for buspirun, bethanechol and prucalopride. The
consensus voted against the use of prokinetics such as donper-
idone, metoclopramide and mosapride. A strong consensus was
achieved for the use of TCA, SSRI, NSRI, SARI‐ for the treatment
of functional dysphagia.

Figure 3 schematically summarizes the main findings regarding
the diagnostic approach to oropharyngeal dysphagia. The
consensus recommends that an initial clinical swallow evalua-
tion should be followed by instrumental assessments such as
FEES, VFSS, or pharyngeal manometry (when feasible). Addi-
tional tests, including endoscopy, barium swallow, and imaging
studies, may be conducted as necessary.

Figure 4 illustrates recommendations regarding treatment
schematically. The consensus supports the classification of
oropharyngeal dysphagia based on the etiology. For anatomic
conditions, a strong consensus was achieved for specific treat-
ment scenario such as zenker diverticulopexy or divertic-
ulectomy, malignancy, congenital condition and external
compression. For neurological diseases, a very low/low recom-
mendations were achieved for swallow therapies were is lack of
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TABLE 3 | Questions, statements, and recommendations on the dysphagia guidelines.

Section
and
number Statement/recommendation Endorsement

Level of
evidence Recommendation Agreement

Statement
1.1

UEG/ESNM propose the following
definition of ED: A difficulty
swallowing generally sensed

retrosternally and related to the
esophagus or its lower esophageal

sphincter (LES) caused by
anatomical, mechanical or
functional abnormalities

Yes Very low Expert opinion 87%
Aþ 69%, A 18%, A−
8%, D− 0%, D 5%,

Dþ 0%

Statement
1.2

Oropharyngeal dysphagia is defined
as a swallowing dysfunction that

causes impairment in moving bolus
safely and effectively from the

mouth through the pharynx into
the esophagus. The main signs are

divided into safety (airway
penetrations and aspirations) or
efficacy (prolonged swallow

response, impaired labial seal,
premature spillage in the pharynx,

piecemeal deglutition, nasal
regurgitation, oral or pharyngeal

residue and impaired upper
esophageal sphincter opening)

swallowing impairments. The main
accompanying symptoms include
cough, choking, fear of eating, voice
change, globus, prolonged meal
duration, fatigue, and reduced

pleasure of eating

Yes Very low Expert opinion 88%
Aþ 73%, A 15%, A−
5%, D− 2%, D 5%,

Dþ 0%

Statement
1.3

The general prevalence of
dysphagia is estimated to be

between 10% and 20%, depending
on the definition used and the

population included. Notably, no
studies have assessed esophageal
dysphagia prevalence as a separate
concrete entity, therefore it is not

possible to estimate its true
prevalence

Yes Very low Expert opinion 87%
Aþ 50%, A 37%, A−
3%, D− 8%, D 2%,

Dþ 0%

Statement
1.4

The prevalence of oro‐pharyngeal
dysphagia varies according to the
target population. Elderly patients,

patients with neurological or
neurodegenerative diseases, and

patients with head or neck diseases
have the highest prevalence

Yes Moderate Good practice
statement

90%
Aþ 76%, A 14%, A−
6%, D− 2%, D 0%,

Dþ 2%

Statement
1.5

Oropharyngeal dysphagia is
associated with higher hospital
stays and costs as well as higher
probability of being transferred to
post‐acute care facilities such as

Yes Moderate Good practice
statement

95%
Aþ 71%, A 24%, A−
3%, D− 0%, D 0%,

Dþ 2%

(Continues)
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TABLE 3 | (Continued)

Section
and
number Statement/recommendation Endorsement

Level of
evidence Recommendation Agreement

nursing homes. Moreover, the
development of nutritional and

respiratory complications, such as
malnutrition and respiratory

infections, has been associated with
an independent increase in long‐
term costs for follow‐up, especially
in post‐stroke patients. Although
data on esophageal dysphagia are
limited, the condition has been

associated with prolonged hospital
stays, higher inpatient costs, and

increased comorbidities and
mortality

Statement
2.1

A wide range of systemic
neuromuscular, rheumatological/
immunological, endocrinological,
and infectious diseases can be

associated with esophageal and/or
oropharyngeal dysphagia

Yes Moderate Good practice
statement

82%
Aþ 69%, A 13%, A−
15%, D− 3%, D 0%,

Dþ 0%

Statement
2.2

Major motility disorders identified
on HRM are generally associated

with symptoms, primarily
dysphagia

Yes High Strong 82%
Aþ 59%, A 23%, A−
5%, D− 3%, D 5%,

Dþ 5%

Statement
2.3

Spastic (premature) esophageal
contraction is a mechanism
underlying the symptoms of

esophageal dysphagia

Yes Low Weak 90%
Aþ 62%, A 28%, A−
8%, D− 0%, D 2%,

Dþ 0%

Statement
2.4

Hypercontractile contraction is a
mechanism underlying symptoms

of esophageal dysphagia

Yes Moderate Weak 92%
Aþ 67%, A 25%, A−
8%, D− 0%, D 0%,

Dþ 0%

Statement
2.5

IEM is a mechanism underlying
symptoms of esophageal dysphagia

Yes Low Weak 82%
Aþ 62%, A 20%, A−
8%, D− 5%, D 3%,

Dþ 2%

Statement
2.6

Esophageal hypersensitivity is a
mechanism underlying symptoms

of esophageal dysphagia

Yes Very low Weak 80%
Aþ 45%, A 35%, A−
13%, D− 3%, D 2%,

Dþ 2%

Statement
2.7

Decreased EGJ distensibility is a
mechanism underlying symptoms

of esophageal dysphagia

Yes High Strong 87%
Aþ 62%, A 25%, A−
10%, D− 0%, D 3%,

Dþ 0%

Statement
2.8

Impaired LES relaxation is a
mechanism underlying symptoms
of esophageal dysphagia achalasia

apart

Yes Moderate Strong 95%
Aþ 67%, A 28%, A−
3%, D− 2%, D 0%,

Dþ 0%

Statement
2.9

Esophageal dysmotility may
predisposes to disorders like

epiphrenic diverticulum, candida
esophagitis and strictures

Yes Very low Weak 87%
Aþ 62%, A 26%, A−
10%, D− 3%, D 0%,

Dþ 0%

(Continues)
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TABLE 3 | (Continued)

Section
and
number Statement/recommendation Endorsement

Level of
evidence Recommendation Agreement

Statement
2.10

The main phenotypes of patients
with OD are older adults, patients

with neurological and
neurodegenerative diseases,

patients with head and neck cancer
(pre‐ or post‐treatment), and

patients with anatomical/structural
alterations. A less prevalent group
includes patients with infectious or
metabolic diseases, side effects of
drugs, or iatrogenic conditions

Yes High Good practice
statement

93%
Aþ 76%, A 17%, A−
7%, D− 0%, D 0%,

Dþ 0%

Statement
2.11

Patients with oropharyngeal
dysphagia (OD) have impaired

biomechanics of the oropharyngeal
swallow response, including
delayed total deglutition time,

delayed time to laryngeal vestibule
closure, delayed upper esophageal
sphincter opening, and reduced

bolus kinematics (propulsion force
and bolus velocity).

Neurophysiologically, they exhibit
impairments in both afferent
(sensory) and efferent (motor)
pathways. Additionally, specific
structural changes in the oral

cavity, pharynx, larynx, and upper
esophageal sphincter can lead to
the development of structural OD

Yes Moderate Good practice
statement

86%
Aþ 67%, A 19%, A−
0%, D− 3%, D 5%,

Dþ 6%

Statement
2.12

Oropharyngeal dysphagia is
associated with serious nutritional
and respiratory complications,

including malnutrition,
dehydration, and respiratory
infections such as aspiration

pneumonia. These complications
are linked to poor health outcomes,
including hospital readmissions
and increased morbidity and

mortality

Yes Moderate Good practice
statement

90%
Aþ 76%, A 14%, A−
7%, D− 0%, D 0%,

Dþ 3%

Statement
2.13

Dysphagia and anxiety/depression
can be associated conditions. While
this link is well addressed in the
case of oropharyngeal dysphagia,
data on esophageal dysphagia are

scarce

Yes Very low Expert opinion 87%
Aþ 44%, A 44%, A−
10%, D− 3%, D 0%,

Dþ 0%

Statement
3.1

UEG/ESNM recommends careful
focused history taking, although it

is insufficient to differentiate
between esophageal and
oropharyngeal dysphagia

Yes Very low Expert opinion 85%
Aþ 65%, A 20%, A−
10%, D− 5%, D 0%,

Dþ 0%

(Continues)
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TABLE 3 | (Continued)

Section
and
number Statement/recommendation Endorsement

Level of
evidence Recommendation Agreement

Statement
3.2

UEG/ESNM recommend upper
gastrointestinal endoscopy to

evaluate esophageal dysphagia in
all adult patients. Upper

gastrointestinal endoscopy also
plays a pivotal role in cases of acute
onset of inability to swallow, which
suggests a food impaction in the

esophagus

Yes Low Strong 92%
Aþ 79%, A 13%, A−
5%, D− 0%, D 3%,

Dþ 0%

Statement
3.3

The yield of EGD for diagnosing
structural abnormalities underlying
esophageal dysphagia varies among

studies. However, structural
abnormalities are well visualized on
EGD. Erosive reflux disease that

can progress to peptic strictures and
EoE, which can be associated with
fibrotic narrowing of the esophagus,
are common. Idiopathic fibrosis
(Schatzki ring), complications of

hiatus hernia, as well as
malignancies, are less frequent

Yes Low Strong 93%
Aþ 63%, A 30%, A−
3%, D− 0%, D 2%,

Dþ 2%

Statement
3.4

UEG/ESNM suggest that
esophageal biopsy sampling should
be obtained in all patients with
dysphagia, especially if clinical
characteristics (male, young age,
history of atopy or allergy) are
suggestive for eosinophilic

esophagitis even if macroscopic
endoscopy results normal

Yes Low Strong 97%
Aþ 76%, A 22%, A−
3%, D− 0%, D 0%,

Dþ 0%

Statement
3.5

Edema, rings, exudates, furrows
and stenosis are the most relevant

endoscopic findings of EoE

Yes High Strong 95%
Aþ 71%, A 24%, A−
3%, D− 2%, D 0%,

Dþ 0%

Statement
3.6

UEG/ESNM recommend the use of
HRM in esophageal dysphagia as

HRM is the most important
technology focused on assessing

esophageal motor function causing
dysphagia in endoscopy‐negative

dysphagia patients

Yes High Strong 95%
Aþ 74%, A 21%, A−
5%, D− 0%, D 0%,

Dþ 0%

Statement
3.7

UEG/ESNM suggest the use of pH
and impedance‐pH monitoring as it
might provide information on the

possible presence of
gastroesophageal reflux disease or

esophageal hypersensitivity

Yes Moderate Weak 87%
Aþ 56%, A 31%, A−
3%, D− 3%, D 8%,

Dþ 0%

Statement
3.8

In patients with esophageal
dysphagia, UEG/ESNM suggest a

barium esophagram as
complementary investigation to

improve the diagnosis of structural

Yes Moderate Strong 97%
Aþ 72%, A 26%, A−
3%, D− 0%, D 0%,

Dþ 0%

(Continues)
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TABLE 3 | (Continued)

Section
and
number Statement/recommendation Endorsement

Level of
evidence Recommendation Agreement

and functional esophageal disease
when endoscopy and HRM did not

fully explain symptoms

Statement
3.9

UEG/ESNM recommends the use
of EndoFLIP as an adjunctive
diagnostic test in patients with
dysphagia and inconclusive
diagnoses from previous

explorations including upper
endoscopy and high‐resolution

esophageal manometry

Yes Moderate Strong 85%
Aþ 44%, A 41%, A−
9%, D− 3%, D 3%,

Dþ 0%

Statement
3.10

UEG/ESNM recommended the use
of imaging studies when no

endoscopic abnormalities are found
and when the results of esophageal

motility studies are atypical or
inconclusive

Yes Moderate Strong 82%
Aþ 58%, A 24%, A−
12%, D− 3%, D 3%,

Dþ 0%

Statement
3.11

UEG/ESNM do not recommend
clinical swallow evaluation alone to

definitely characterize
oropharyngeal dysphagia

Yes High Strong 90%
Aþ 66%, A 24%, A−
6%, D− 2%, D 0%,

Dþ 2%

Statement
3.12

UEG/ESNM indicate FEES for (1)
symptoms and signs of

oropharyngeal dysphagia (OD), (2)
selecting optimal dietary

conditions, (3) designing a patient‐
tailored OD treatment plan, and (4)
verifying treatment outcomes and
disease progression. UEG/ESNM do
not recommend FEES in patients
with bilateral complete nasal

obstruction, a respiratory rate > 35/
min, impaired consciousness, or

refusal of oral food administration.
UEG/ESNM do not suggest FEES in

patients with severe agitation,
possible inability to cooperate, and
acute risk of vasovagal episode and

bradycardia

Yes Moderate Weak 90%
Aþ 56%, A 34%, A−
3%, D− 5%, D 2%,

Dþ 0%

Statement
3.13

UEG/ESNM recommend the use of
videofluoroscopic swallow study
(VFSS), alongside fiberendoscopic
evaluation of swallowing (FEES), as

the method of choice for the
instrumental assessment of
oropharyngeal dysfunction

Yes For VFSS: High
For US: Low

For VFSS: Strong
For US: Weak

95%
Aþ 53%, A 42%, A−
3%, D− 0%, D 2%,

Dþ 0%

UEG/ESNM indicate the use of
VFSS to assess structural and

functional abnormalities of the oral
preparatory, oral transit,

(Continues)
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TABLE 3 | (Continued)

Section
and
number Statement/recommendation Endorsement

Level of
evidence Recommendation Agreement

pharyngeal and esophageal phases
of swallowing and to determine
treatment strategies to minimize

aspiration risk and increase
swallow efficiency

UEG/ESNM might consider the use
of ultrasonograpy to evaluate

muscles thickness and hyoid bone
motion in patients with dysphagia,

but the lack of standardized
parameters limits its clinical utility

Statement
3.14

UEG/ESNM suggest the use of
pharyngeal high‐resolution

manometry in patients in whom the
pharyngeal and UES function

remains unclear and who present
with abnormal swallow efficiency
(residue) or safety (aspiration)

Yes Moderate Weak 85%
Aþ 54%, A 31%, A−
11%, D− 2%, D 2%,

Dþ 0%

Statement
4.1

There is no clearly effective medical
treatment able to improve motor

function in patients with ineffective
motility disorders. The

management of these patients
should be focused on treating the
concomitant clinical scenario (e.g.,

GERD), rather than motor
abnormalities

Yes Very low Weak 89%
Aþ 53%, A 36%, A−
11%, D− 0%, D 0%,

Dþ 0%

Statement
4.2

The medical management of
esophageal hypercontraction or
spasm requires a multifaceted

approach. UEG/ESNM suggest the
use of PPIs, calcium‐channel

blockers, nitrates,
phosphodiesterase type 5 inhibitors

and incorporating other
medications, such as

antidepressants or peppermint oil,
though endoscopic interventions
may yield better outcomes in

selected cases

Yes Very low Weak 82%
Aþ 42%, A 40%, A−
16%, D− 2%, D 0%,

Dþ 0%

Statement
4.3

UEG/ESNM suggest that botulin
toxin injection might be considered

in the management of
hypercontractile esophageal

motility disorders. POEM could be
justified in patients with

concomitant esophagogastric
junction disorder. In this later

population, balloon dilation may
also be an effective treatment, but

further evidence is needed

Yes Very low Weak 80%
Aþ 43%, A 38%, A−
8%, D− 8%, D 5%,

Dþ 0%

(Continues)

885



evidence/clinical trial setting was reached by the consensus for
neuromodulatory therapies. A very low/low recommendations
were achieved for swallow therapies and Open/endoscopic cri-
copharyngeal myotomy for the treatment of oropharyngeal
dysphagia with functional origin.

5 | Conclusion

Dysphagia is a prevalent symptom in the general population,
with a great impact on physical and psychological status. In
recent years, major advances in dysphagia diagnosis and

TABLE 3 | (Continued)

Section
and
number Statement/recommendation Endorsement

Level of
evidence Recommendation Agreement

Statement
4.4

EGJOO often requires a tailored
approach to management, with

conservative management being the
safest initial option. Structural
EGJOO might considered to be

treated with endoscopic or surgical
interventions, while functional
EGJOO might be considered for
targeted therapy if symptoms are

durable and worsening

Yes Very low Weak 84%
Aþ 63%, A 21%, A−
8%, D− 5%, D 3%,

Dþ 0%

Statement
4.5

In patients with functional
dysphagia antidepressants or
neuromodulators might be

considered, but there is lack of data
to recommend their use

Yes Very low Weak 89%
Aþ 51%, A 38%, A−
8%, D− 0%, D 3%,

Dþ 0%

Statement
4.6

In patients with functional
dysphagia, there is lack of data to

recommend the use of
complementary or alternative

therapies

Yes Very low Weak 95%
Aþ 72%, A 23%, A−
5%, D− 0%, D 0%,

Dþ 0%

Statement
4.7

UEG/ESNM consider the use of
swallow therapy for oropharyngeal
dysphagia to improve swallowing
mechanics, reduce symptoms, and
enhance quality of life. Swallow
therapy could be more effective
when using validated assessment

tools, consistent treatment
parameters, and considering long‐

term follow‐up

Yes Low Weak 90%
Aþ 54%, A 36%, A−
2%, D− 5%, D 0%,

Dþ 3%

Statement
4.8

UEG/ESNM might consider
surgical treatment for

oropharyngeal dysphagia primarily
based on the etiology. It is most

appropriate for correcting
anatomical abnormalities. For
functional abnormalities, UEG/
ESNM might suggest considering
surgery only after conservative

treatments have failed

Yes Very low Weak 87%
Aþ 49%, A 38%, A−
0%, D− 10%, D 3%,

Dþ 0%

Statement
4.9

In patients with post‐stroke
dysphagia or due to other

neurogenic diseases, UEG/ESNM
suggest that treatment with
neuromodulatory techniques

should preferably be conducted
within a clinical trial setting

Yes For post‐stroke
dysphagia:
Moderate
For other
dysphagic

profiles: Very low

Weak 85%
Aþ 48%, A 37%, A−
10%, D− 5%, D 0%,

Dþ 0%
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FIGURE 1 | Diagnostic approach for esophageal dysphagia. CT, computer tomography; EUS, endoscopic ultrasound; FLIP, functional lumen
imaging probe; GERD, gastroesophageal reflux disease; MRI, magnetic resonance imaging.

FIGURE 2 | Therapeutic approach for esophageal dysphagia. CCBs, calcium channel blockers; EGJ‐OO, esophagogastric junction outflow
obstruction; POEM, peroral endoscopic myotomy; PPIs, proton pump inhibitors; SARI, serotonin antagonist and reuptake inhibitors; SNRIs,
serotonin‐norepinephrine reuptake inhibitors; SSRIs, selective serotonin reuptake inhibitors; TCAs, tricyclic antidepressants.
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FIGURE 3 | Diagnostic approach for oropharyngeal dysphagia. CT, computed tomography; ENT, ear, nose, and throat; EUS, endoscopic
ultrasonography; FEES, fiberoptic endoscopic evaluation of swallowing; MRI, magnetic resonance imaging; VFSS, videofluoroscopic swallowing
study.

FIGURE 4 | Therapeutic approach for oropharyngeal dysphagia. UES, upper esophageal sphincter.
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management have been achieved. This multinational and
multidisciplinary group of experts applied a Delphi process to
summarize and grade the current state of consensus on the
diagnosis and treatment of esophageal and oropharyngeal
dysphagia. The Consensus Group voted on various statements
that may guide clinicians in the management of dysphagia in
clinical practice. Future research should focus on refining
diagnostic and therapeutic strategies through high‐quality ran-
domized controlled trials, particularly in areas where current
evidence is limited. Advances in diagnostic tools and novel
endoscopic techniques are expected to significantly enhance the
accuracy and efficiency of disease detection and management.
Additionally, further studies are needed to evaluate long‐term
outcomes of emerging therapeutic options and their integra-
tion into routine clinical practice.
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