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Abstract Bell’s palsy is defined as a neuropathy of the peripheral seventh cranial nerve or the facial nerve. It is
usually from an idiopathic cause but it can result from traumatic, compressive, infective, inflammatory or metabolic
abnormalities involving the facial nerve. Bell’s palsy is more common in adults than in children. We present a case
of Bell’s palsy in an 38-year-old women who completely recovered after treatment with oral antiviral agents and
steroids followed by regular facial physiotherapy. The dilemma in management of Bell’s palsy with a review of

relevant literature is discussed in this report.
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1. Introduction

Bell’s palsy is named after Dr. Charles Bell, who, in
1821, described complete facial paralysis after injury of
the stylomastoid foramen [1]. It can be defined as acute
peripheral facial nerve palsy usually due to an unknown
cause. It can result from traumatic, compressive, infective,
inflammatory or metabolic abnormalities involving the
facial nerve [2]. It is typically unilateral and can be
complete or partial [3]. Affected patients are usually
unable to close their eyes. Facial appearance becomes
asymmetric, and saliva dribbles down the angle of the
mouth. Depending on the site of the lesion, some patients
may complain of noise intolerance or loss of taste
sensation [2,4].

Bell’s palsy is more common in adults than in children.
Although there is agreement on the definition, there is no
consensus regarding the etiology, diagnostic approach or
management of this enigmatic condition and role of
steroids in treating patients with Bell’s palsy is still under
trial [4]. We present a case of Bell’s palsy in a woman
with a remarkable recovery following a short course of
oral anti vial drugs and steroids. The management options
and outcome are discussed with a review of relevant
literature.

2. Case Report

An 38 year-old-woman presented to the department of
dentistry (Unit of medicine and oral surgery) of the
University Hospital Farhat Hached Sousse, Tunisia, with
complaints of inability to completely close the left eye
since three days associated with dribbling of food from the
left side of mouth. The patient denies any history of
excessive watering from the eyes, fever or recent upper

respiratory tract infection. There was no history suggestive
of taste disturbances, tingling sensation over face and
weakness or numbness of the body.

An extraoral exam revealed left-sided facial nerve
paralysis. The left muscles of facial expression did not
participate when the patient smiled. No swelling was
apparent. The left eye would close only partially Figure 1.

The patient had experienced no previous serious
illnesses or injuries. There were no known drug allergies
nor were medications being taken.
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Figure 1. Facial aspect showing Bell’s palsy on the left side

(a) No movement in the upper left eyebrow

(b) Incomplete left eye closure.

(c) Absence of movement in the left portion of the labial
orbicular muscle.

Figure 2. Facial aspect of patient after recovery of facial movement
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(d) Normal left eyebrow movement
(e) Complete closure of the left eye
(f) Normal, symmetric smile
Blood investigations included a normal hemoglobin
level, total count, differential count and ESR. Pure tone

audiometry confirmed absence of any hearing abnormality.

An initial working diagnosis of Bell’s palsy was made and
the patient was educated about the disease process,
therapeutic interventions and anticipated course of the
disease. The conservative line of management with oral
Acyclovir 400 mg five times a day for a period of seven
days and oral prednisolone 20 mg three times a day for a
period of ten days was administered. Adequate eye care
was given by taping the eyes in the night during sleep and
administration of sterile tear drops to prevent dryness of
the eye. Facial physiotherapy was given for a period of 14
days.

The patient was reviewed over the next month and a
remarkable recovery was noted Figure 2.

3. Discussion

Bell’s palsy is defined as a neuropathy of the peripheral
seventh cranial nerve or the facial nerve. It is usually from
an idiopathic cause but it can result from traumatic,
compressive, infective, inflammatory or metabolic
abnormalities involving the facial nerve. The incidence of
Bell's palsy is 20 to 30 cases per 100,000 people per year.
[5], it accounts for 60 to 75 percent of all cases of
unilateral facial paralysis. It is generally a unilateral
disease affecting both sides of the face equally [4]. A child
with an acute onset of unilateral facial weakness most
likely has Bell’s palsy, a careful history of the onset and
progress of paralysis is important because gradual onset of
more than two week’s duration is strongly suggestive of a
mass lesion. Medical history should include recent rashes,
arthralgias, or fevers; history of peripheral nerve palsy;
exposure to influenza vaccine or new medications; and
exposure to ticks or areas where Lyme disease is endemic
[7].

The physical examination includes careful inspection of
the ear canal, tympanic membrane, and oropharynx, as
well as evaluation of peripheral nerve functions in the
extremities and palpation of the parotid gland. In order to
assess forehead involvement, physical examination should
also include evaluation of cranial nerve function,
including all facial muscles. Laboratory testing is not
usually indicated. However, because diabetes mellitus is
present in more than 10 percent of patients with Bell’s
palsy, fasting glucose or A1C testing may be performed in
patients with additional risk factors (e.g., family history,
obesity, older than 30 years) [8]. Antibiotic therapy may
be of benefit; therefore, Lyme antibody titers should be
performed if the patient’s history suggests possible
exposure [7].

Bell's palsy rarely recurs. Recurrent or bilateral facial
palsy should prompt consideration of myasthenia gravis or
lesions at the base of the brain, where the facial nerve
exits the pons; such types of palsy occur in lymphoma,
sarcoidosis, and Lyme disease [9]. In rare cases, patients
with inflammatory demyelinating polyneuropathy (the
Guillain—Barré syndrome) present with bilateral facial
palsy but relatively little weakness of the extremities. In

immunocompetent people, the Ramsay Hunt syndrome is
neither recurrent nor bilateral.

3.1. Pathogenesis of Bell’s Palsy

It remains controversial. Acute inflammation and
edema of the facial nerve are thought to lead to
entrapment of the nerve in the bony canal (especially in
the labyrinthine segment), which leads to compression and
ischemia [10,11]. An inflammatory process surrounds the
nerve fibers. Many viruses, such as HIV, Epstein-Barr
virus and hepatitis B virus have been suspected in
initiating this inflammation [12]. Signs and symptoms
atypical for Bell’s palsy should prompt further evaluation.
Patients with insidious onset or forehead sparing should
undergo imaging of the temporal bone. Those with
bilateral palsies or those who do not improve within the
first two or three weeks after onset of symptoms should be
referred to a neurologist [7].

3.2. Medical Managment

Regardless of the degree of facial palsy present, the eye
needs to be evaluated and managed to avoid disastrous
ocular-related consequences that will manifest if
incomplete eye closure is present such as a corneal
abrasion or exposure keratitis. Especially in paretic cases,
expectant management may be an acceptable treatment
modality if the patient is closely followed for spontaneous
recovery.

Numerous studies have investigated the role of steroids
in addressing Bell’s palsy, typically with regimens such as
prednisone 1mg/kg/d up to 70-80mg. This is commonly
tapered after 5-7 days, although treatment may be extended
if no improvement is appreciated. Many investigations
have cited benefit to steroids [13,14] especially if they are
implemented early in the course of the disease [15,16].
Shafshak echoed the importance of prompt intervention,
recommending beginning prednisolone within 24 hours of
paralysis [17].

Austin evaluated prednisone in a randomized, double-
blinded, placebo-controlled trial and concluded that there
was improved recovery with the medication. A
statistically insignificant trend for denervation prevention
was also observed [18]. This study and two others were
included in a meta-analysis of 27 prospective and 20
retrospective trials investigating the benefit of steroids.
These three studies qualified for the meta-analysis
inclusion criteria seeking prospective, controlled trials
utilizing at least 400mg of prednisone started within seven
days of paralysis and concluded that steroids improved
complete recovery by 17%. There was a generally positive
benefit observed in the excluded trials with an acquisition
of complete recovery ranging between 49-97% using
steroids and 23-64% without [19] the latest Cochrane
Review at the time of this manuscript concurs with this
sentiment that steroids increase the frequency of complete
recovery [20].

There are reports that contradict these findings [21,22],
and a literature review of nine studies over a 45 year-span
comparing steroids to placebo did not note a difference in
rate of recovery or synkinesis. Although acknowledging
that most of these investigations were underpowered and
that there was a beneficial trend observed in some of the
studies, the mild side effect profile and potentially positive
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therapeutic effect to steroids led to the conclusion that
there was “probable” benefit with steroids [23].

Controversy arises with the use of steroids in the
pediatric population with Bell’s palsy as no benefit was
observed in children [24]. A literature review of nine
reports over a thirty year-period could not definitively
support the role of steroids in this demographic. Only one
of the studies specifically targeted children, and no
statistical sub-analysis was conducted on this population
in the other trials. Although some benefit was observed in
four of the investigations, heterogeneity among them all
precluded a meta-analysis or establishing a formal
recommendation [25].

Antivirals were evaluated as an adjuvant therapy to
steroids in a double-blind trial combining prednisone with
either acyclovir or placebo initiated within three days of
paralysis onset. The combination of prednisone and
acyclovir resulted in less facial weakness on MST and a
lower rate of unsatisfactory recovery [6]. As individual
treatment modalities,however, prednisone was felt to be
more beneficial than acyclovir, [26] and a subsequent
literature review cited a paucity of studies to assert a
definite therapeutic benefit but supported the notion of a
“possible” benefit with adding acyclovir to prednisone
given the generally well-tolerated side effect profile to
antiviral medications [23]. Similar positive observations
were encountered with valacyclovir [27,28] and the latest
Cochrane Review at the time of this manuscript concluded
that antivirals were beneficial when added to steroids but

not as a single treatment endeavor apart from steroids [29].

MEDICATION DODSAGE (DRAL) DURATION
Corticosteroid

Prednisone  Adults: 1 mg/kg daily (max 80 mg) 7-14 days

Children: generally not recommended
Antivirals

Acyclovir Adults: 400-800 mg 5 times daily with prednisone T days
Children =2 y: 80 mygykg/day in 4 divided doses (3200 mgma) 5 days

Famciclovir  Adults: 750 mg 3 times daily with prednisone 7 days
Children: safety not established

Valacyclovir  Adults: 1,000 mg twice daily with prednisane 7 days
Children =12 y; 1 g/day in 3 divided doses T days

Prescription medication dosing [30]

3.3. Surgical Decompression

Some patients with Bell's palsy may be candidates for
surgery. The facial nerve may be compressed (and its
conduction blocked) at its narrowest point, the entrance to
the meatal foramen, occupied by the labyrinthine segment
and geniculate ganglion. Among 12 patients with facial-
nerve paralysis who underwent decompression surgery,
bulbous swelling of the facial nerve was seen proximal to
the geniculate ganglion in 11, and intraoperative evoked-
potential electromyography performed in 3 documented
conduction block proximal to the geniculate ganglion [31].

The role of surgical decompression in management
remains controversial. In a prospective observational
study of 31 patients with complete paralysis and 90
percent or more nerve degeneration as determined by
electroneurography, 91 percent of those who underwent
decompression had a good outcome (i.e., a grade 1 or 2 on

the House—-Brackmann scale) by the seventh month, as
compared with 42 percent of those who were treated with
glucocorticoids [32]. Other observational studies comparing
outcomes at 6 to 36 months after prednisone treatment
with outcomes after decompression [33] have not
confirmed a benefit of surgery, however. Data from
randomized trials are lacking to compare surgery with
medical therapy, and available data are limited by small
samples, possible bias in the selection of patients for
surgery, the use of varying surgical approaches and
systems to assess facial function, and a lack of blinding in
studies assessing functional outcomes.

After decompression surgery, permanent unilateral
deafness may occur, with estimates ranging from less than
1 percent to 15 percent of patients[32]. Because severe
degeneration of the facial nerve is probably irreversible
after 2 to 3 weeks, [31] decompression should not be
performed 14 days or more after the onset of paralysis.

3.4. Complications

Patients with Bell’s palsy may be unable to close the
eye on the affected side, which can lead to irritation and
corneal ulceration. The eye should be lubricated with
artificial tears until the facial paralysis resolves.
Permanent eyelid weakness may require tarsorrhaphy or
implantation of gold weights in the upper lid.

Facial asymmetry and muscular contractures may
require cosmetic surgical procedures or botulinum toxin
(Botox) injections. In these cases, consultation with an
ophthalmologist or cosmetic surgeon is needed [34,35].

4. Conclusion

Patients developing Bell’s palsy should be seen by a
neurologist, oto-rhini-laryngologist, and ophtalmomogist
with the least possible latency after onset of the palsy. All
patients in whom secondary facial nerve palsy is suspected
a diagnostic work-up for the presence or absence of
possible causes should be assessed if there is a causal
relation between the palsy and the detected cause or not.
Though a final decision on the optimal therapy of actuely
developing Bell’s palsy cannot be actually proposed,
patients should be provided with all measures to avoid
secondary affection of the eyes if the lid closure is
insufficient or in case of impaired tearing. In case steroids
are used in diabetic patients, serum glucose should be
frequently followed [36].
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