FIGURE 441-6 The vagus nerve. J, jugular (superior) ganglion; N, nodose
(inferior) ganglion. (Reproduced with permission from SG Waxman: Clinical
Neuroanatomy, 29th ed. New York, McGraw Hill, 2020.)

The vagus nerve may be involved at the meningeal level by
neoplastic and infectious processes and within the medulla by
tumors, vascular lesions (e.g., the lateral medullary syndrome), and
motor neuron disease. The nerve may be involved by infection with
varicella zoster virus. Injury to the vagus nerve in the carotid sheath
can occur with carotid dissection or following endarterectomy. The
pharyngeal branches of both vagal nerves may be affected in
diphtheria; the voice has a nasal quality, and regurgitation of liquids
through the nose occurs during swallowing. Polymyositis and
dermatomyositis, which cause hoarseness and dysphagia by direct
involvement of laryngeal and pharyngeal muscles, may be confused
with diseases of the vagus nerves. Dysphagia is also a symptom in
some patients with myotonic dystrophy. Nonneurologic causes of
dysphagia are discussed in Chap. 44.

The recurrent laryngeal nerves, especially the left, are most often
damaged as a result of intrathoracic disease. Aneurysm of the aortic
arch, an enlarged left atrium, and tumors of the mediastinum and
bronchi are much more frequent causes of an isolated vocal cord
palsy than are intracranial disorders. However, a substantial number
of cases of recurrent laryngeal palsy remain idiopathic.

When confronted with a case of laryngeal palsy, the physician
must attempt to determine the site of the lesion. If it is intramedullary,
there are usually other signs, such as ipsilateral cerebellar
dysfunction, loss of pain and temperature sensation over the
ipsilateral face and contralateral arm and leg, and an ipsilateral
Horner’s syndrome. If the lesion is extramedullary, the
glossopharyngeal and spinal accessory nerves are frequently
involved (jugular foramen syndrome). If it is extracranial in the
posterior laterocondylar or retroparotid space, there may be a
combination of ninth, tenth, eleventh, and twelfth cranial nerve
palsies and Horner’s syndrome (Table 441-2). If there is no sensory
loss over the palate and pharynx and no palatal weakness or
dysphagia, the lesion is below the origin of the pharyngeal branches,



