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. latrogenic,
neurologic, and structural pathologies are most common. latrogenic
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. 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 that impair opening of the UES.



