BELL’S PALSY

Epidemiology


Bell’s palsy is the most common cause of facial nerve paralysis.  This condition affects 23 per 100,000 persons annually.  The incidence is evenly divided between males and females.  Pregnant women are at a 3.3 times greater risk than nonpregnant women.  The overall risk of recurrence is 10%, and either side of the face may be involved.  The risk of Bell’s palsy increases with each decade of life, and diabetics are at a higher risk than the general population. 

Etiology


Recent evidence has identified the herpes simplex virus (HSV) as the etiologic agent of Bell’s palsy.  Herpes simplex virus has been identified in the geniculate ganglion of cadavers with Bell’s palsy at the time of death.  Other studies have demonstrated HSV type I in the endoneurial fluid of Bell’s palsy patients.  Inoculation of the ears and tongues of mice with HSV has produced facial paralysis.  The majority of the literature supports the conclusion that Bell’s palsy results from reactivation of latent herpes simplex virus.  Some suggest that the name “Bell’s palsy” be changed to “herpetic facial paralysis.”

Pathogenesis


Through an as yet unknown the mechanism, reactivation of HSV within the geniculate ganglion results in inflammation of the facial nerve (cranial nerve 7).  Nerve damage may follow due to swelling of the nerve within the tight facial canal.  This produces a unilateral paralysis of the facial muscles.  The onset is usually acute with most cases achieving maximum paralysis in 48 hours and the rest within 5 days.  Dysgeusia is usually present to some degree due to involvement of the chorda tympani nerve prior to its branching from the facial nerve.    This condition usually persists for only two weeks.  Normally, this nerve provides taste sensation to the anterior two thirds of the tongue.  The nerve to the stapedius muscle also branches from cranial nerve 7.  Hyperacusis (distortion of sound in the ipsilateral ear) indicates involvement of this nerve and paralysis of the stapedius muscle.   A branch of cranial nerve 7 also innervates the lacrimal glands and decreased tearing on the affected side may result.


The prognosis for patients with Bell’s palsy depends on the rapidity motor function recovery.  Early recovery within the first week is a good sign.  Most of these patients (80% of those afflicted) will fully recover in a few weeks to two months.  However, if the signs of denervation persist beyond ten days, then the onset of recovery probably will not begin until after 3 months.  In these cases full recovery depends on regeneration of the nerve and may take as long a 2 years with incomplete results possible.

Diagnosis

The acute onset and the paralysis of the entire half of the face usually distinguish Bell’s palsy from other entities.  In the case of stroke or cerebral tumor, the paralysis is below the eye and usually only partial.  However, a few conditions of the facial nerve and its nucleus do present with a similar unilateral pattern of paralysis.  These include geniculate herpes (Ramsay Hunt Syndrome), middle ear or mastoid infections, fractures of the petrous bone, carcinomatous or leukemic invasion of the nerve, chronic meningeal infections, cerebellopontine angle or glomus jugulare tumors, Lyme disease, and occasionally HIV. 

Treatment and Dental Considerations


A neurologist usually treats Bell’s palsy.  Dentists encountering suspected Bell’s palsy patients should immediately refer them.  At the same time, care should be taken to protect the eye on the affected side.  The facial paralysis frequently prevents the eyelid from closing, and tear formation may also be decreased.  In order to prevent permanent damage to the eye, the lid should be held in a closed position by a patch.  Medical therapy consists of 40 to 60 mg of prednisone per day during the first week to 10 days after onset.  The steroid is thought to decrease swelling of the nerve within the facial canal.  Recent evidence supports the use of antiviral agents, such as acyclovir, along with the prednisone.


Occasionally, dental treatment may produce a condition similar to Bell’s palsy.  Accidental injection into the parotid gland during a misdirected mandibular block may anesthetize the facial nerve.  The resulting facial paralysis will mimic that of Bell’s palsy.  The condition will only last for the duration of the anesthetic, but during this time, the eye must be protected from desiccation.     
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