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should be looked for. The House-
Brackmann grading system has been
widely used as a study outcome
measure to grade facial weakness
(I-normal facial function to VI-total
paralysis) and is a useful reference during
examination (see below).23

The House-Brackmann grading system23

I  Normal symmetrical function in all
areas
II Slight weakness on close inspection,
able to close eye
III Obvious but not disfiguring weakness 
IVObvious disfiguring weakness and
unable to close eye 
V Barely perceptible movement
VI No movement

The patient should be assessed at rest
and also when the face is expressive.
Comparison with previous photographs
may be helpful. 

Assessment of facial expression
• Inability to raise or furrow the brow on
the affected side (frontalis weakness).
Note that forehead sparing is generally
seen in upper motor neurone/central
facial weakness due to the bicortical
representation of the forehead. In milder
cases lower facial weakness may be
more apparent than forehead weakness
•Ask the patient to smile, show their
teeth, whistle, puff their cheeks out.
Orbicularis oris weakness causes the
mouth to be drawn to the unaffected
side 
•Eye closure weakness. Orbicularis
oculi weakness may also cause excess
lacrimation as tears cannot be directed
across the eye surface.19

The results of the rest of the
neurological examination should 
be normal.

CONFIRMING DIAGNOSIS
In most cases of new onset facial palsy
no further laboratory, electrodiagnostic
or imaging investigations are required
although blood glucose to exclude
diabetes is a reasonable precaution 
to take.12

Patients should be referred in the
following situations:
•Urgent referral to neurology or ENT,
depending on local referral pathways, if
there is uncertainty about the diagnosis
or there are atypical features20

In moderate to severe cases of Bell’s
palsy:
•Urgent referral to an ophthalmologist
if there is concern about eye safety with
incomplete eye closure 
•Psychological support should be
considered
•Referral to a plastic surgical facial
reanimation service should be
considered if patients have persisting
facial weakness several months
following symptom onset.24

MANAGEMENT
Current NICE guidance recommends
early treatment with a short course of
high-dose prednisolone. Treatment
should be started within the first 72 hr of
presentation or as soon as possible
within the first 2 weeks at a dose of 
50 mg daily for 10 days or 60 mg daily
for five days followed by a daily
reduction in dose of 10 mg (for a total
treatment time of 10 days).20 

While corticosteroids alone have been
shown to reduce the rate of incomplete
recovery compared with antivirals alone,
the evidence to support dual therapy, 
i.e. prednisolone plus an antiviral is
unconvincing.25,26

The latest Cochrane meta-analysis
reported, with a moderate level of
confidence, that combined therapy
reduced the number of long-term
effects such as facial movement
abnormalities compared with steroid
monotherapy.27 This meta-analysis was
significantly limited following the
exclusion of small studies at high risk 
of bias. 

The lack of demonstrable combined
therapy efficacy may also reflect disease
heterogeneity, with viral reactivation
including zoster sine herpete
representing only a subset of cases.
Antiviral therapy does not appear to be
associated with adverse effects and so it
may be reasonable to treat patients
empirically with the features of zoster
sine herpete such as more severe facial
weakness and pain with dual therapy.18,26

Surgical decompressionof the facial
nerve as an alternative acute

Isolated facial nerve deficits
In particular the absence of diplopia,
dysphagia or any audiovestibular
symptoms such as hearing loss, tinnitus,
vertigo. Patients may complain of
altered sensation which appears to be
related to the weakness.

Systemic symptoms
Enquire about, and exclude, features of
systemic disease (e.g. weight loss, fever,
night sweats, general unwellness etc).

Past medical history
Malignancy, particularly cutaneous
malignancy affecting the head and neck,
a history of trauma, previous stroke or
other vascular risk factors should be noted.

EXAMINATION
A diagnosis of Bell’s palsy can only be
made in the absence of other
neurological or systemic signs
suggestive of an alternative cause. 

General head and neck
It is important to inspect the skin for
lesions, check the anterior two thirds of
the tongue and soft palate for herpetic
lesions, palpate to check for a parotid
gland mass and enlarged lymph nodes.18
The patient should be assessed for 
otitis media or vesicles in the external 
auditory canal.

Cranial nerve examination
This should be carried out at rest. The
patient should be assessed for loss of
tone evidenced by drooping of the
eyebrow, loss of forehead wrinkles, loss
of the nasolabial fold, and drooping of
the corner of the mouth (see figure 1, p17). 

Facial asymmetry and unilateral lower
motor neurone weakness across the
upper, middle and lower facial zones »

Table 2

Red flags suggesting an alternative cause requiring urgent referral 20

History red flags
• Insidious onset (weeks/months)
•Prolonged evolution of symptoms/lack of improvement/relapses
•Recurrence within weeks/months
•Audiovestibular (vestibulocochlear nerve) symptoms; hearing loss, tinnitus, vertigo
•Systemic symptoms (infective/immune) e.g. rash, fever, weight loss
•History of malignancy, stroke or trauma
•HIV risk factors
•Lyme disease risk factors (exposure in endemic area and symptoms/signs)

Examination red flags
•Any other cranial nerve deficits 
•Any new or altered preexisting neurological signs
•Abnormal systemic examination findings; potentially malignant skin lesions,
vesicular rashes, parotid gland masses


