TABLE 455-1 Trigeminal Nerve Disorders
Peripheral nerve lesions
Nasopharyngeal carcinoma
Trauma
Guillain-Barré syndrome
Sjögren’s syndrome
Collagen-vascular diseases
Sarcoidosis
Leprosy
Drugs (stilbamidine, trichloroethylene)
Idiopathic trigeminal neuropathy

and paresthesias, sometimes bilaterally, with loss of sensation in the
territory of the trigeminal nerve but without weakness of the jaw.
Gradual recovery is the rule. Tonic spasm of the masticatory muscles,
known as trismus, is symptomatic of tetanus (Chap. 177) or may occur
in patients treated with phenothiazines.

FACIAL WEAKNESS
ANATOMIC CONSIDERATIONS
(Fig. 455-2) The seventh cranial nerve supplies all the muscles concerned with facial expression. The sensory component is small (the
nervus intermedius); it conveys taste sensation from the anterior
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Chapter 455 Trigeminal Neuralgia, Bell’s Palsy, and Other Cranial Nerve Disorders

Nuclear (brainstem) lesions
Multiple sclerosis
Stroke
Syringobulbia
Glioma
Lymphoma
Preganglionic lesions
Acoustic neuroma
Meningioma
Metastasis
Chronic meningitis
Cavernous carotid aneurysm
Gasserian ganglion lesions
Trigeminal neuroma
Herpes zoster
Infection (spread from otitis
media or mastoiditis)

two-thirds of the tongue and probably cutaneous impulses from the 2647
anterior wall of the external auditory canal. The motor nucleus of the
seventh nerve lies anterior and lateral to the abducens nucleus. After
leaving the pons, the seventh nerve enters the internal auditory meatus
with the acoustic nerve. The nerve continues its course in its own bony
channel, the facial canal, and exits from the skull via the stylomastoid
foramen. It then passes through the parotid gland and subdivides to
supply the facial muscles.
A complete interruption of the facial nerve at the stylomastoid
foramen paralyzes all muscles of facial expression. The corner of the
mouth droops, the creases and skinfolds are effaced, the forehead is
unfurrowed, and the eyelids will not close. Upon attempted closure
of the lids, the eye on the paralyzed side rolls upward (Bell’s phenomenon). The lower lid sags and falls away from the conjunctiva, permitting tears to spill over the cheek. Food collects between the teeth and
lips, and saliva may dribble from the corner of the mouth. The patient
complains of a heaviness or numbness in the face, but sensory loss is
rarely demonstrable and taste is intact.
If the lesion is in the middle-ear portion, taste is lost over the anterior two-thirds of the tongue on the same side. If the nerve to the stapedius is interrupted, there is hyperacusis (sensitivity to loud sounds).
Lesions in the internal auditory meatus may affect the adjacent auditory and vestibular nerves, causing deafness, tinnitus, or dizziness.
Intrapontine lesions that paralyze the face usually affect the abducens
nucleus as well, and often the corticospinal and sensory tracts.
If the peripheral facial paralysis has existed for some time and recovery of motor function is incomplete, a continuous diffuse contraction
of facial muscles may appear. The palpebral fissure becomes narrowed,
and the nasolabial fold deepens. Attempts to move one group of facial
muscles may result in contraction of all (associated movements, or synkinesis). Facial spasms, initiated by movements of the face, may develop
(hemifacial spasm). Anomalous regeneration of seventh nerve fibers may
result in other troublesome phenomena. If fibers originally connected
with the orbicularis oculi come to innervate the orbicularis oris, closure
of the lids may cause a retraction of the mouth, or if
fibers originally connected with muscles of the face
later innervate the lacrimal gland, anomalous tearing
(“crocodile tears”) may occur with any activity of the
facial muscles, such as eating. Another facial synkinesia
is triggered by jaw opening, causing closure of the eyelids on the side of the facial palsy (jaw-winking).
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Figure 455-2 The facial nerve. A, B, and C denote lesions of the facial nerve at the
stylomastoid foramen, distal and proximal to the geniculate ganglion, respectively.
Green lines indicate the parasympathetic fibers, red line indicates motor fibers, and
purple lines indicate visceral afferent fibers (taste). (Adapted from MB Carpenter: Core Text
of Neuroanatomy, 2nd ed. Williams & Wilkins, 1978.)
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BELL’S PALSY
The most common form of facial paralysis is Bell’s
palsy. The annual incidence of this idiopathic disorder is ~25 per 100,000 annually, or about 1 in 60
persons in a lifetime. Risk factors include pregnancy
and diabetes mellitus.
Clinical Manifestations The onset of Bell’s palsy is
fairly abrupt, with maximal weakness being attained
by 48 h as a general rule. Pain behind the ear may
precede the paralysis for a day or two. Taste sensation
may be lost unilaterally, and hyperacusis may be present. In some cases, there is mild cerebrospinal fluid
lymphocytosis. Magnetic resonance imaging (MRI)
may reveal swelling and uniform enhancement of
the geniculate ganglion and facial nerve and, in some
cases, entrapment of the swollen nerve in the temporal
bone. Approximately 80% of patients recover within
a few weeks or months. Electromyography may be
of some prognostic value; evidence of denervation
after 10 days indicates there has been axonal degeneration, that there will be a long delay (3 months as
a rule) before regeneration occurs, and that it may be
incomplete. The presence of incomplete paralysis in
the first week is the most favorable prognostic sign.
Recurrences are reported in approximately 7% of
cases.
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