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motor dysphagia. More than one mechanism may be operative in a
patient with dysphagia. Scleroderma commonly presents with absent
peristalsis as well as a weakened LES that predisposes patients to peptic
stricture formation. Likewise, radiation therapy for head and neck cancer may compound the functional deficits in the oropharyngeal swallow
attributable to the tumor and cause cervical esophageal stenosis.

PART 2
Cardinal Manifestations and Presentation of Diseases

Oral and Pharyngeal (Oropharyngeal) Dysphagia Oral-phase dysphagia
is associated with poor bolus formation and control so that food has
prolonged retention within the oral cavity and may seep out of the
mouth. Drooling and difficulty in initiating swallowing are other characteristic signs. Poor bolus control also may lead to premature spillage
of food into the hypopharynx with resultant aspiration into the trachea
or regurgitation into the nasal cavity. Pharyngeal-phase dysphagia is
associated with retention of food in the pharynx due to poor tongue or
pharyngeal propulsion or obstruction at the UES. Signs and symptoms
of concomitant hoarseness or cranial nerve dysfunction may be associated with oropharyngeal dysphagia.
Oropharyngeal dysphagia may be due to neurologic, muscular,
structural, iatrogenic, infectious, and metabolic causes. Iatrogenic,
neurologic, and structural pathologies are most common. Iatrogenic
causes include surgery and radiation, often in the setting of head and
neck cancer. Neurogenic dysphagia resulting from cerebrovascular
accidents, Parkinson’s disease, and amyotrophic lateral sclerosis is
a major source of morbidity related to aspiration and malnutrition.
Medullary nuclei directly innervate the oropharynx. Lateralization of
pharyngeal dysphagia implies either a structural pharyngeal lesion or
a neurologic process that selectively targeted the ipsilateral brainstem
nuclei or cranial nerve. Advances in functional brain imaging have
elucidated an important role of the cerebral cortex in swallow function and dysphagia. Asymmetry in the cortical representation of the
pharynx provides an explanation for the dysphagia that occurs as a
consequence of unilateral cortical cerebrovascular accidents.
Oropharyngeal structural lesions causing dysphagia include
Zenker’s diverticulum, cricopharyngeal bar, and neoplasia. Zenker’s
diverticulum typically is encountered in elderly patients, with an
estimated prevalence between 1:1000 and 1:10,000. In addition to
dysphagia, patients may present with regurgitation of particulate
food debris, aspiration, and halitosis. The pathogenesis is related to
stenosis of the cricopharyngeus that causes diminished opening of
the UES and results in increased hypopharyngeal pressure during
swallowing with development of a pulsion diverticulum immediately
above the cricopharyngeus in a region of potential weakness known as
Killian’s dehiscence. A cricopharyngeal bar, appearing as a prominent
indentation behind the lower third of the cricoid cartilage, is related
to Zenker’s diverticulum in that it involves limited distensibility of the
cricopharyngeus and can lead to the formation of a Zenker’s diverticulum. However, a cricopharyngeal bar is a common radiographic
finding, and most patients with transient cricopharyngeal bars are
asymptomatic, making it important to rule out alternative etiologies of
dysphagia before treatment. Furthermore, cricopharyngeal bars may
be secondary to other neuromuscular disorders.
Since the pharyngeal phase of swallowing occurs in less than a second, rapid-sequence fluoroscopy is necessary to evaluate for functional
abnormalities. Adequate fluoroscopic examination requires that the
patient be conscious and cooperative. The study incorporates recordings of swallow sequences during ingestion of food and liquids of varying consistencies. The pharynx is examined to detect bolus retention,
regurgitation into the nose, or aspiration into the trachea. Timing and
integrity of pharyngeal contraction and opening of the UES with a
swallow are analyzed to assess both aspiration risk and the potential
for swallow therapy. Structural abnormalities of the oropharynx,
especially those which may require biopsies, also should be assessed by
direct laryngoscopic examination.
Esophageal Dysphagia The adult esophagus measures 18–26 cm in
length and is anatomically divided into the cervical esophagus, extending from the pharyngoesophageal junction to the suprasternal notch,
and the thoracic esophagus, which continues to the diaphragmatic hiatus. When distended, the esophageal lumen has internal dimensions of
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about 2 cm in the anteroposterior plane and 3 cm in the lateral plane.
Solid food dysphagia becomes common when the lumen is narrowed
to <13 mm but also can occur with larger diameters in the setting of
poorly masticated food or motor dysfunction. Circumferential lesions
are more likely to cause dysphagia than are lesions that involve only a
partial circumference of the esophageal wall. The most common structural causes of dysphagia are Schatzki’s rings, eosinophilic esophagitis,
and peptic strictures. Dysphagia also occurs in the setting of gastroesophageal reflux disease without a stricture, perhaps on the basis of
altered esophageal sensation, distensibility, or motor function.
Propulsive disorders leading to esophageal dysphagia result from
abnormalities of peristalsis and/or deglutitive inhibition, potentially
affecting the cervical or thoracic esophagus. Since striated muscle
pathology usually involves both the oropharynx and the cervical esophagus, the clinical manifestations usually are dominated by oropharyngeal
dysphagia. Diseases affecting smooth muscle involve both the thoracic
esophagus and the LES. A dominant manifestation of this, absent
peristalsis, refers to either the complete absence of swallow-induced
contraction or the presence of nonperistaltic, disordered contractions.
Absent peristalsis and failure of deglutitive LES relaxation are the defining features of achalasia. In diffuse esophageal spasm (DES), LES function is normal, with the disordered motility restricted to the esophageal
body. Absent peristalsis combined with severe weakness of the LES is
a nonspecific pattern commonly found in patients with scleroderma.

APPROACH TO THE PATIENT:
Dysphagia
Figure 53-2 shows an algorithm for the approach to a patient with
dysphagia.
HISTORY
The patient history is extremely valuable in making a presumptive diagnosis or at least substantially restricting the differential
diagnoses in most patients. Key elements of the history are the
localization of dysphagia, the circumstances in which dysphagia
is experienced, other symptoms associated with dysphagia, and
progression. Dysphagia that localizes to the suprasternal notch may
indicate either an oropharyngeal or an esophageal etiology as distal
dysphagia is referred proximally about 30% of the time. Dysphagia
that localizes to the chest is esophageal in origin. Nasal regurgitation
and tracheobronchial aspiration manifest by coughing with swallowing are hallmarks of oropharyngeal dysphagia. Severe cough with
swallowing may also be a sign of a tracheoesophageal fistula. The
presence of hoarseness may be another important diagnostic clue.
When hoarseness precedes dysphagia, the primary lesion is usually
laryngeal; hoarseness that occurs after the development of dysphagia
may result from compromise of the recurrent laryngeal nerve by a
malignancy. The type of food causing dysphagia is a crucial detail.
Intermittent dysphagia that occurs only with solid food implies
structural dysphagia, whereas constant dysphagia with both liquids
and solids strongly suggests a motor abnormality. Two caveats to this
pattern are that despite having a motor abnormality, patients with
scleroderma generally develop mild dysphagia for solids only and,
somewhat paradoxically, that patients with oropharyngeal dysphagia
often have greater difficulty managing liquids than solids. Dysphagia
that is progressive over the course of weeks to months raises concern
for neoplasia. Episodic dysphagia to solids that is unchanged over
years indicates a benign disease process such as a Schatzki’s ring or
eosinophilic esophagitis. Food impaction with a prolonged inability
to pass an ingested bolus even with ingestion of liquid is typical of
a structural dysphagia. Chest pain frequently accompanies dysphagia whether it is related to motor disorders, structural disorders,
or reflux disease. A prolonged history of heartburn preceding the
onset of dysphagia is suggestive of peptic stricture and, infrequently,
esophageal adenocarcinoma. A history of prolonged nasogastric
intubation, esophageal or head and neck surgery, ingestion of caustic
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