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ABSTRACT

Herpes zoster typically presents with dermatomal rash and
radicular pain. Although rare, but it can cause various neuro-
logical complications such as meningitis, encephalitis, myeli-
tis, cerebral angiitis, subacute amyotrophy and cranial nerve
palsy. We report a case of a 63-year-old male who presented
with otalgia, facial asymmetry, hearing loss, and subsequently
developed dysphagia and hoarseness. Clinical examination re-
vealed involvement of multiple cranial nerves (VII, VIII, IX,
and X), consistent with polyneuritis cranialis. Notably, there
were no characteristic vesicular eruptions. Cerebrospinal fluid
analysis demonstrated lymphocytic pleocytosis with elevated
protein, and polymerase chain reaction confirmed VZV DNA.
A diagnosis of herpes zoster meningitis with cranial polyneu-
ropathy was established. The patient was treated with intra-
venous acyclovir and corticosteroids, resulting in complete

recovery of neurological deficits on follow-up. This case un-
derscores that Varicella zoster virus can be an important and
often underrecognized cause of polyneuritis cranialis, high-
lighting the need for high clinical suspicion to enable timely
diagnosis and management and to prevent long-term sequelae

KEYWORDS

Varicella zoster virus; Polyneuritis cranialis; Herpes zoster
meningitis

INTRODUCTION

Varicella Zoster Virus is a neurotropic virus which cause
two distinct clinical syndromes: varicella and herpes zoster.
Herpes zoster is caused by spontaneous reactivation of VZV
which become latent in sensory ganglia, predominately in tri-
geminal and thoracic ganglion cells during primary infection
with chickenpox. The waning of immunity with ageing, sys-
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temic illness or drugs can lead to reactivation of VZV present-
ing as painful vesicular eruptions in dermatomes, most com-
mon sites being trunk (T5-T10) followed by craniocervical
region. Involvement of craniocervical region is frequently as-
sociated with meningeal signs and high diseases severity [1].
Among the cranial nerves 5,7 and 8 nerves are involved more
frequently manifesting in the form of herpetic neurologic syn-
dromes like ophthalmic herpes and Ramsay Hunt syndrome
(RHS). The classical presentation of RHS is herpetic eruptions
at external auditory canal, otalgia and ipsilateral lower motor
neuron facial nerve palsy. Cranial nerves like 9 and 10 can
also be involved presenting as herpes occipitocollaris. Rarely
3, 4 and 6 cranial nerve involvement is also reported in litera-
ture [2]. Although inclination towards these particular sites is
not fully understood but may be explained to some extent that
herpetic neurologic syndromes are more likely to occur if the
distance of the ganglia from the skin is short. Apart from the
typical dermatomal rash, two variants zoster sine herpete (ab-
sence of rash) and cutaneous dissemination can also be seen
in herpes zoster.

Approximately 2-23% of unilateral facial palsy cases
without vesicles are due to herpes zoster sine herpete and may
be erroneously diagnosed as Bell’s palsy [3]. Furthermore, ve-
sicular eruptions may appear after the onset of facial weakness
in 12-34% of patients rendering Ramsay Hunt syndrome in-
distinguishable from Bell’s palsy [2,4]. RHS when untreated
has poor prognosis and low recovery rate in contrary to Bell’s
palsy so an early diagnosis and treatment have a crucial role
for full recovery of cranial nerve palsy [5].

CASE REPORT

A 63-year-old man with no known comorbidities present-
ed with a 10-day history of right ear pain with discharge, 7
days of facial asymmetry, and 5 days of headache, photopho-
bia and vomiting. He also reported a history of diminished
hearing in the right ear for past 4 days, without associated tin-
nitus or vertigo. He had initially been managed elsewhere as a
case of complicated otitis media with antibiotics. However, his
symptoms progressively deteriorated. He subsequently pre-
sented to us with acute-onset dysphagia and hoarseness of
voice for 1-day. There was no history of cutaneous eruptions,
and his family history was also noncontributory. Higher men-
tal functions, sensory and motor examination was normal.
Cranial nerve examination revealed right lower motor neuron
facial nerve palsy. [Figurel,2] Rinne test was positive on right
side (BC>AC) and weber test showed localization to left ear
indicating right mixed hearing loss. Oropharyngeal examina-
tion revealed deviation of uvula to left side and absent gag
reflex on right side stipulating involvement of 9 & 10 cranial
nerves on right side. Rest of cranial nerves examination was
normal. There was no neck rigidity, Brudzinski or Kernig sign.
His cardiovascular, respiratory and abdominal examination
was unremarkable. Otoscopy showed erythema, crusting in
right ear canal and perforation of right tympanic membrane.
Indirect laryngoscopy exhibited immobility of right vocal
cord. A pure tone audiogram showed right profound mixed
hearing loss. Fundus examination was normal in both eyes.
MRI brain reveals normal study [Figure 3]. In view of per-
sistent headache and vomiting, CSF analysis was sent which
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showed 167cells predominately lymphocytes, protein 117mg/
dl, ADA 6.3, sugar 70mg/dl and positive for VZV PCR. Rou-
tine blood investigations showed Hb 14.3mg/dl, TLC 15,000/
mm3 and platelet count of 1.4lakh/mm3. Blood sugar was
108mg/dl. Rest liver function tests, renal function tests and
thyroid profile was normal.The diagnosis of herpes zoster
meningitis with cranial polyneuropathy involving seventh,
eighth, ninth and tenth cranial nerve was made. Patient was
given intravenous acyclovir for 10 days along with steroids.
Exposure keratoconjunctivitis was managed with eye patching
and artificial tears. At one month, the patient’s facial nerve
palsy resolved completely. Three months later, his dysphagia
and hoarseness subsided fully. Follow-up laryngoscopy
demonstrated bilaterally mobile vocal cords.—

~DISCUSION

Herpes zoster can occur at all ages with highest
prevalence in sixth decade of life (5-10 case per 1000 person
per year) [6]. CNS involvement may follow localized herpes
zoster in the form of meningoencephalitis, myelitis, cerebral
angiitis, cranial nerve palsies, amyotrophy etc. Although tri-
geminal, facial and vestibulocochlear nerves are more com-
monly involved, rarely involvement of other cranial nerves
can also be seen. This case was unique as involvement of mul-
tiple cranial nerves (7,8,9 and 10) is rarely seen. Only few
cases of VZV infection leading to cranial polyneuropathy are
reported in literature [7,8]. Also, Herpes zoster meningitis is
uncommon neurological complication which can occur before
or after the onset of vesicular rash along the dermatomal dis-
tribution. It can occur even without cutaneous eruptions (Zos-
ter Sine Herpete) as seen in our case, although with a higher
incidence in immunocompromised.

Various theories have been hypothesized for coexistence
of multiple cranial polyneuropathies. The reactivation of latent
VZV in the cranial sensory ganglia (geniculate/trigeminal)
may activate cellular immune responses resulting in collateral
damage to adjacent cranial motor nerves due to the close ana-
tomical proximity between them [2]. Other proposed theories
include transmission via anastomotic connections between the
facial nerve and other affected cranial nerves, simultancous
activation of virus in multiple ganglia or spread through CSF
[9,10]. Haanpéd et al. demonstrated VZV in the cerebrospinal
fluid of 21% of patients with cutaneous lesions, despite the
absence of clinical manifestations of meningoencephalitis.

The detection of virus by PCR in mononuclear cells of
external auditory canal fluid, blood, CSF is the gold standard
test in diagnosis of VZV infection. Serological test detecting
antibodies have lower sensitivity.

Use of FDA approved antivirals such as acyclovir, valacy-
clovir, famciclovir etc. along with corticosteroids remains the
mainstay of treatment with higher recovery rate when initiat-
ed within 3 days of symptoms onset [4]. When antiviral plus
steroid therapy was compared with steroid alone therapy or
antiviral alone therapy, it showed better nerve function recov-
ery [11,12].

CONCLUSION

This presentation is rarely seen in clinical practice. Apart
from common causes of polyneuritis cranialis like vascular,
tumor, chemotherapy, diabetes, vasculitis, rare causes like
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VZV infection should be considered and CSF analysis should
be encouraged. We emphasize the need of high suspicion to
diagnose the syndrome early as delay in treatment have unfa-
vourable outcomes.
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Figure 2. Deviation of angle of mouth on left side

Figure 3. Normal MRI brain (T2 image)




