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Alternating facial paralysis in a girl with hypertension.

Case report
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ABSTRACT

Bell’s palsy is the most common cause of acquried unilateral
facial nerve palsy in childhood. Although the diagnosis
depends on the exclusion of less common causes such as
infectious, traumatic, malignancy associated and hypertension
associated etiologies, pediatricians tend to diagnose idiopatic
Bell’s palsy whenever a child admits with acquired facial
weakness. In this report, we present an eight year old girl,
presenting with reccurent and alternant facial palsy as the first
symptom of systemic hypertension. She had underwent steroid
treatmentwithoutmeasuring blood pressure that could worsen
hypertension. Clinicians should be aware of this associationand
not neglect to measure the blood pressure before considering
steroid therapy for Bell’s palsy. In addition, the less common
causes of acquired facial palsy should be keptin mind, especially
when reccurent and alternant courses occur.
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INTRODUCTION

Acquried facial nerve palsy is an uncommon
problem in childhood, affecting 2.7-10.1
children per 100,000 annualy.! Although
infectious, traumatic, malignancy associated
and hypertension associated etiologies has
been reported,? the most common cause of
acute unilateral facial weakness is Bell’s palsy
accounting for 60-75% of cases.* Recent studies
reported that Bell’s palsy consist of 9-16% of
cases in pediatric age.* Despite the fact that the
diagnosis of Bell’s palsy depends on exclusion of
other etiologic factors and relatively lower rate in
childhood, pediatricians tend to diagnose Bell’s
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palsy whenever a child admits with unilateral
facial weakness and treat with corticosteroid
drugs with or without an antiviral medication.
However, a detailed clinical history and a
complete clinical examination is required in
differential diagnosis.

CASE REPORT

An eight year old girl was referred to our
clinics with alternant lower motor neuron facial
nerve palsy. She was previously healty until she
was diagnosed with Bell’s palsy two months
ago when she admitted with facial asymmetry
and inability to close the right eye and a short
course of prednisone was initiated after acute
otitis media was excluded. Her symptoms had
gradually decreased in a few weeks but had
repeated on the other side of her face. During this
period, magnetic resonance imaging (MRI) was
performed in order to exclude a brainstem lesion
but a blood pressure measuring was neglected.
Her mother was obese and hypertensive and was
under control with two antihypertensive drugs.
On admission, she was conscious and orientated
with a blood pressure of 160/100 mmHg; >95 p
for age and sex. She was 42 kg, so obese with
22.4 body mass index; >95 p for age and sex.
Neurological examination revealed a lower motor
neuron facial palsy on the left side of the face.
Other physical and neurological findings were
normal. All laboratory tests, including complete
blood count, urinalysis, blood urea nitrogen,
serum creatinine, electrolytes, renin - aldosterone
and cortisol levels were in normal range. Renal
and renal doppler ultrasonography were normal
excluding renal and renovascular causes while
echocardiography revealed an increased left
ventricule mass index (42.5 g/m?, >95 p for height
and sex) due to chronic hypertension but excluded
a coarctation of aorta. As all laboratory and
radiologic investigations excluded secondary
hypertension due to renal, renovascular, cardiac
and endocrinologic causes, she was diagnosed
with essential hypertension depending on
obesity and family history. She was treated with
amlodipine (5 mg/day) and lower motor neuron
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facial palsy resolved in a few days. But she
required an incresed dose (10 mg/day) to reduce
blood pressure to less than 90™ percentile. She
was discharged home without any neurological
finding after her blood pressure was under
control. In 6 months follow up, she had no
symptoms of hypertension and blood pressure
control was achieved with single agent.

DISCUSSION

Moxon was the first to describe the association
between hypertension and lower motor neuron
facial nerve palsy.” He described a patient with
facial weakness in the setting of renal disease
and reported necropsy findings in 1869. Since
then, several reports documented this association
in both adults and children. In 1933, Griffith
reviewed the published reports, and described 6
adults and 3 children with facial nerve palsy and
hypertension.® Furthermore, in following years,
facial palsy was reported to be the first and only
symptom of hypertension,’® as seen in our case.

The frequency of facial palsy in hypertension
is controversial in literature. Pediatric case
series from 1960's reported the presence of facial
palsy in severe hypertension 20% and 11%,
respectively.”’ In contrast, a study of 190 adult
patients reported presence of isolated facial nerve
palsy in only 2.6% of the subjects.”” Interestingly,
the majority of this association is reported in
pediatric population.”’ From another point of
view, hypertension is attributed to only 5.4% of
acquired facial palsy."

In recent years, Kim et al'* reported bilateral
facial nerve palsy in seven cases and defined
bilateral simultaneous facial nerve involving
both sides of the face within 4 weeks. Our case
was not evaluated to be bilateral as there was 8
weeks between two attacks of her complaints.
Although bilateral simultaneous facial palsy is
uncommon (0.3- 2%), there is lack of data on
frequency of alternating course. There are several
case reports documenting alternant facial palsy in
childhood."*"* Oosterveer, et al. have previously
reported that in case of recurrent or bilateral facial
palsy, diagnoses other than Bell’s palsy should be
considered.” The differential diagnosis consist
of infections, inflammatory conditions, injuries,
neoplasies, genetic- metabolic diseases, and other
systemic diseases including arteriel hypertension.
In our case, the alternant course pointed out a
systemic disease other than local causes and she
was diagnosed with childhood hypertension by
serial monitoring of blood pressure.

The pathogenesis of hypertension induced
facial palsy is not well understood. As a matter
of fact, vascular lesions are a well known
complication of hypertension and may occur
among the course of the nerve. However, the
lesion in all the reported cases was a lower
motor neuron facial palsy indicating a lesion
between the facial nucleus in the brainstem
and the exit of the nerve at the stylomastoid
foramen. Autopsy findings of two previously
reported cases revealed blood clots in the facial
canal,®” suggesting a haematoma or thrombus
due to increased arteriolar injury leading facial
nerve compression. Another hypothesis is that
widespread vessel thickness due to hypertension
and perineural oedema has a pressure effect
itself on facial nerve, mimicking other nerve
compression syndromes. Alternant facial palsy
and clinical response to first course of steroid
therapy may suggest an oedema etiology in
our case. In fact, steroid therapy becomes
contraindicated in case of malignant hypertension
but antioedema effect may have resulted in
clinical remission.

In conclusion, unilateral facial nerve palsy
may be a symptom, particularly the first symptom
of hypertension. Clinicians should be aware of
this association and not neglect to measure the
blood pressure before considering steroid therapy
for Bell’s palsy that may worsen hypertension.
Specially, a systemic disease is highly suspicious
when alternant and reccurent facial palsy occurs.
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