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Medical Management of Facial Nerve Palsy Secondary to Acute Otitis Media
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Abstract:
A 40-year-old female presented with unilateral, lower motor neuron, facial nerve palsy preceded by a
four day history of ipsilateral otalgia and pyrexia. CT scan revealed middle ear opacification without
bony erosion or intracranial complication consistent with acute facial nerve palsy secondary to acute otitis
media. Usual practice previously described in the literature involves intravenous antibiotics, steroids and
urgent surgical intervention in the form of myringotomy and grommet insertion. Following initial treatment
with intravenous antibiotics and steroids a rapid improvement of both otalgia and facial nerve palsy was
observed rendering surgical intervention unnecessary. The patient was discharged 48 hours later without
surgical intervention and made a full recovery.
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Introduction
The incidence of facial nerve palsy (FNP) is reported
as between 17-35 cases per 100,000 [1,2]. Of
these just 4% of cases are attributable to infection.
Infective causes include chronic suppurative otitis
media (CSOM), acute suppurative otitis media
(ASOM) and malignant otitis externa. The incidence
of FNP complicating ASOM is just 0.2% and is
thought to result from a congenital dehiscence of
the horizontal portion of the facial nerve present in
some 6%-8% of the population [3,4].
While FNP is a well-documented sequelae
of chronic suppurative middle ear disease, it
is infrequently described in the literature as a
consequence of ASOM. Consequently there is no

widely recognised consensus on its management.
The few case reports described to date advocate
the use of corticosteroids, intravenous antibiotics
and myringotomy with ventilation tube insertion in
the absence of spontaneous tympanic membrane
perforation [5,6]. This case adds to the literature by
demonstrating successful medical management of a
FNP secondary to AOM without tympanic membrane
perforation - either spontaneous or surgical.
Case Report
A 40-year-old female was seen in the ear nose and
throat (ENT) emergency clinic following a referral
by the local urgent care centre. She presented with

Corresponding Author: Dr. Craig Hickson
Email: craighickson@doctors.org.uk
Received: February 15, 2016 | Accepted: April 18, 2016 | Published Online: May 30, 2016
This is an Open Access article distributed under the terms of the Creative Commons Attribution License
(creativecommons.org/licenses/by/3.0)
Conflict of interest: None declared | Source of funding: Nil | DOI: http://dx.doi.org/10.17659/01.2016.0058

233

Journal of Case Reports, Vol. 6, No. 2, April-June 2016

a one-day history of left sided facial numbness
and paresis, following a diagnosis of ASOM by
her GP 3 days earlier. Her GP had prescribed
a course of oral amoxycillin-clavulanic acid upon
diagnosis. Two weeks previously she had suffered
a lower respiratory tract infection. She had not
suffered with previous ear infections, was mildly
asthmatic and did not smoke. On presentation at
the ENT clinic she had a House-Brackmann (HB) V
FNP [7]. Otoscopy revealed a bulging left tympanic
membrane without perforation or the presence of
vesicles within the external auditory canal. She
reported left sided otalgia, hearing loss and tinnitus
of one day’s duration. Cranial nerve examination
was otherwise unremarkable and there was no
evidence of corneal abrasions.
On admission the patient was given
intravenous amoxycillin-clavulanic acid 1.2 grams
thrice daily and a single dose of intravenous
hydrocortisone 100 mg followed by oral
prednisolone 60 mg once a day. Meticulous eye
care was administered. CT scan revealed middle
ear opacification in keeping with infection but
without bony erosion or intracranial complication
[Fig.1].
Twelve hours later her signs and symptoms
were much improved. FNP was now HB III and
her otalgia was significantly improved without
discharge from the left ear. Otoscopy revealed
an intact tympanic membrane with less of a bulge.
With significant improvement in her symptoms and
completion of 24 hours of intravenous antibiotics,
she was discharged home with a one week course
of oral amoxycillin-clavulanic acid 625 mg thrice
daily and a one week course of prednisolone 60 mg
once daily. Blood tests, history and examination
all pointed to a diagnosis of facial nerve palsy
secondary to AOM.
The patient was seen 3 weeks later in an
outpatient setting. Her FNP improved with only
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Fig.1: CT temporal bone showing no evidence
of bony destruction or intracranial complications.
a very mild weakness remaining; a HB grade II.
Tympanogram was type A with normal middle
ear volume while an audiogram revealed mild to
moderate conductive hearing loss. Further followup at 2 months showed complete resolution of
FNP – now HB I. Tympanogram was type A, and
audiogram revealed mild conductive hearing loss
in the higher frequencies only. The patient reported
that her hearing was back to pre-infection levels.
Discussion
Whilst it is important to try to localise the exact
site of the lesion by taking a detailed history and
carrying out a thorough examination, this case
highlights the findings of previous clinically studies
in patients with Bell’s palsy that have shown that
clinical history and examination is not helpful in
determining the exact site of a lesion [8]. In our case
the absence of alteration to the sensation of taste
would suggest an infrachordal lesion. However this
is contrary to our other findings of left sided facial
numbness, which suggests trigeminal neuronitis and
a more proximal lesion in the region of the genicular
ganglion. Trigeminal neuronitis with involvement of
the trigeminal ganglion or maxillary and mandibular
branches of the trigeminal nerve would result from
their close proximity to the genicular ganglion.
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This case demonstrates the successful
management of FNP secondary to AOM without
surgical intervention or spontaneous perforation
of the tympanic membrane. The literature to date
advocates conservative medical management for
FNP secondary to AOM with a discharging ear.
In the presence of FNP with an intact tympanic
membrane the literature stipulates myringotomy
+/- grommet.
Literature searches revealed just three small
case series detailing FNP secondary to AOM and
its management. The first included 11 patients aged
21-71 years with HB III-V. All patients except one
were treated with intravenous antibiotics and oral
or intravenous steroids; the exception received
antibiotics alone. Eight patients underwent surgery,
either myringotomy alone or with ventilation tube
insertion. One further patient underwent simple
mastoidectomy without facial nerve decompression.
The authors did not give details of individual cases
or outcomes [5]. The second study of note included
40 patients with FNP secondary to AOM, of whom
38 experienced sudden FNP. Ages ranged from
4 months to 67 years (mean age 15). HB grade
varied from I-V with the majority of patients (95%)
having grade III-V FNP. This case series reported
that 80% of patients developed total improvement
from paralysis with ‘clinical treatment’ alone. Whilst
8 patients were reported to have undergone
mastoidectomy the authors failed to report any
cases undergoing myringotomy or ventilation tube
insertion. Presumable this constituted part of their
clinical treatment [6].
The final and smallest series details three
cases aged 15 months to 10 years with HB IV-V FNP.
All patients received intravenous antibiotics and
steroids. Two patients underwent mastoidectomy
whilst the third underwent myringotomy. All three
patients recovered fully [9].
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Conclusion
FNP associated with AOM can be managed
successfully with intravenous antibiotics and steroids
alone in the absence of a perforated tympanic
membrane but may take longer for full resolution.
A period of medical management without
myringotomy or insertion of ventilation tubes should
be considered in all cases. As with any surgical
procedure myringotomy and grommet insertion
is associated with risks. These include bleeding,
perforation, chronic suppurative otitis media,
infected grommet and potential need for further
procedures.
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