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Pharmacological Treatments of Esophageal Dysphagia

Yu Kyung Cho

Division of Gastroenterology, Department of Internal Medicine, College of Medicine, The Catholic University of Korea, Seoul, Korea

Patients with esophageal dysphagia need a step-by-step approach for diagnosis and treatment. Endoscopic with biopsy and barium
esophagogram are the essential tests evaluating anatomical abnormality and esophageal bolus stasis. Further imaging or esophageal
function tests such as high-resolution esophageal manometry, functional endoluminal imaging probe, CT or endoscopic ultrasound
are required. In the case of dysphagia due to esophageal motility disorder, whether it is the major motility disorder or minor motility
disorder should be identified in high resolution manometry. Major motility disorders show esophagogastric junction obstruction or
major peristaltic defects. In this case, the severity of the symptoms should be assessed and patients who need endoscopic or surgical
treatment targeting lower esophageal sphincter should be screened. Impaired lower esophageal sphincter relaxation (achalasia,
esophagogastric junction outflow obstruction, esophageal spasm or abnormal hypercontraction (jackhammer esophagus), hypo-
tensive contraction (ineffective esophageal motility, failed peristalsis), esophageal hypersensitivity (noncardiac chest pain), gastro-
esophageal reflux disease and esophageal bolus stasis are the possible mechanisms causing dysphagia symptoms. The proper medi-
cal treatment depends on underlying mechanisms. (Korean J Gastroenterol 2021;77:71-76)
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Table 1. Chicago Classification of Primary Esophageal Motility

Disorders, Ver. 3
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Esophagogastric junction outflow obstruction

2) Abnormal peristalsis
Jackhammer esophagus

Distal esophageal spasm
Abscent contractability

2. Minor motility disorders
Ineffective motility
Fragmented peristalsis

2) Normal esophageal motor function

Rapid contraction
Hypertensive peristalsis

Achalasia
1) Minor disorders of peristalsis (impaired bolus clearance)

1) Esophagogastric junction obstruction

1. Major motility disorders
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Fig. 1. Major and minor esophageal motility disorders (according to the Chicago classification, ver. 3. (A) achalasia; typel (complete
aperistalsis), type 2 (panesophageal pressurization), type 3 (spastic achalasia), (B) esophgagogastric junction outflow obstruction, (C) diffuse
esophageal spasm, (D) jackhammer esophagus, (E) abscent contraction, (F) failed contraction (G) tranzitional zone defect; (H) hypertensive
peristalsis.

Table 2. Possible Mechanisms of Esophageal Dysphagia

Mechanism

Disorder

Impaired lower esophageal sphincter relaxation
Esophageal spasm or abnormal hypercontaction
Hypotensive contraction

Esophageal hypersensivitivity

Gastroesophageal reflux disease

Bolus stasis

Achalasia, esophagogastric junction outflow obstruction
Diffuse esophageal spasm, spastic achalasia, jackhammer esophagus
Ineffective esophageal motility, failed peristalsis

Noncardiac chest pain
Minor esophageal motility disorder (rapid contraction or hypertensive peristalsis)

Ineffective esophageal motility, failed peristalsis
Abscent peristalsis
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Table 3. Treatment of Major Motility Disorder
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Medical treatment

Smooth muscle relaxant Nitrates

Calcium channel blocker (nifedipine, diltiazem)
5-phophodiesterase inhibitors (sildenafil)

Peppermint oil

Esophageal hypersensitivity

Low dose tricyclic antidepressant,

Selective serotonin reuptake inhibitor

Overlap with gastroesophageal reflux disease

Nonmedical treatment

Proton pump inihibitors, potassium competitive acid blocker

Botulinum toxin injection

Pneumatic dilation
Per oral endoscopic myotomy, surgical myotomy
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Table 4. Undelying Mechanism and Treatment of Minor Motor Abnormality (Ineffective Esophageal Motility and Hypertensive Contraction)

Abnormal esophageal bolus transit

Prokinetics

Esophageal hypersensitivity
Low esophageal distensibility

Gastroesophageal reflux disease

Tricyclic antidepressant, selective serotonin reuptake inhibitor

Proton pump inihibitors

Life style modification, weight reduction, quit smoking

Association with systemic disease

Diabetes, scleroderma esophagus

Treat underlying disease

Table 5. Prokinetics in the Treatment of Ineffective Esophageal Motility

Medications Effect
Prokinetics only Motility Improves esophageal contraction amplitude and eesophageal transit in normal
subjects and in patients with esophageal hypomotility.
Symptoms Inconsistent effects on dysphagia
Prokinetics add on PPI therapy Motility Improves esophageal motor performance
(IEM+GERD) Symptoms Modest reduction in reflux symptom scores
Quality of life Improves
Endoscopy Healing of erosive esophagitis

IEM, ineffective esophageal motility; GERD, gastroesophageal reflux disease; PPI, proton pump inhibitors.
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