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A case report of atypical Ramsay-Hunt Syndrome presented with severe vertigo
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Abstract

Ramsay-Hunt Syndrome (Herpes zoster oticus) is often characterized by severe ear pain, vesicles on external auditory canal or auricula and
peripheral facial paralysis. However, the patient in this case presented to the clinic with dizziness, pain in the ear and vomiting. During the
physical examination there was no vesicles and no evidence of skin changes found around the auricula that were typical for Ramsay Hunt
syndrome. The patient did not have facial paralysis. If there is an unexpected severe ear pain accompanying vertigo, Ramsay Hunt syndrome
should be considered in the differential diagnosis even if there is no rash or facial paralysis.
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1. Introduction

Ramsay-Hunt Syndrome (Herpes zoster oticus) is often
characterized by severe ear pain, vesicles on external auditory
canal or auricula and peripheral facial paralysis. The
syndrome is named after the American neurologist, James
Ramsay Hunt; the first person to describe the relationship
between facial paralysis and typical vesiculopathy in
Ganglion's geniculitis, ear canal, and auricular concha (1).
However, paralysis can be seen in other cranial and cervical
nerves (due to anastomoses in between). Vesicles can be seen
in various portions of the skin, inside the mouth or on the
uvula (2, 3). Symptoms such as disfunctions in hearing and
balance, defects in sense of taste, decreased secretion of tear
and saliva, trouble in senses should come to mind with motor,
autonomic and sensory nerve paralysis.

Although the clinical symptoms of primary Varicella
infection had during and after early childhood completely
disappears the virus settles into cranial and spinal nerve
ganglions (4, 5). When the immune system weakens, the virus
gets activated and reproduces. Vesicles occur-ring on the skin
and nerves effected depends on the ganglion on which the
virus settles into (6).

Facial paralysis and vesicles are the primary
characterization of the Ramsay-Hunt Syndrome. The aim of
this case report is to present an atypical case of Ramsay-Hunt
Syndrome who was presented with severe vertigo, ear pain,
vomiting and no facial paralysis.

2. Case report

2.1. Patient information
A 55-year-old female patient living in a rural area, in a family
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that works in agricultural and stock farming. Physical labor
and fatigue were thought to explain the patient’s vertigo. She
had never consulted to a clinic from a similar complaint.

2.2. Clinical findings
Nystagmus, balance disorder, and positive Romberg test were

found during the physical examination confirming vertigo.
The patient vomited during the examination due to vertigo.
Earache remained unexplained after the patient refused
radiological imaging due to her economic condition.

2.3. Timeline
A 55-year-old female patient was presented to the clinic with

nausea, vomiting, severe vertigo and pain in her left ear.
Physical examination showed no vesicles in the ear canal or
the auricular concha. Hearing loss was not present. A through
anamnesis showed no history of a similar disease or an
indication of a previous viral infection. The disease seemed
to have an acute onset due to an increase in her physical
workload.

2.4. Diagnostic assessment
Audiometry and tympanometry tests were normal. The patient

re-fused radiological imaging (MRI to assess cranial nerve
involvement for the earache) due to her economic condition.
The lack of imaging which reveals the incidence of nerve
edema typical of Ramsay Hunt syndrome caused a delay in
the diagnosis of the syndrome until the rash-es developed.
Facial paralysis improved without sequalae, but -early
treatment can be started with radiological imaging and better
treatment can be provided. Otherwise, a delay in the an-ti-
viral therapy could cause sequalae.
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2.5. Therapeutic intervention
The patient was hospitalized due to severe vertigo, nausea,

and vomiting. After 2 days of hospitalization, vesicles in right
auricular concha (Fig. la) and type 4 House-Brackmann
peripheral facial paralysis on her right side (Fig. 1b and 1c)
occurred. Acyclovir (5 mgkg IV, 8-hour intervals),
Prednisone (80 mg/day for 3 days, 30mg for the following 10
days) were added to the patient’s anti-vertiginous and
analgesic treatment. Superficial Rifocin and antibiotic
pomade applications were performed to prevent secondary
infections of wvesicles on the skin. Patient’s vertigo
disappeared after day 5 of hospitalization. Facial paralysis
started to recover on the 7" day. On day 10, the vesicles
recovered completely (Fig. 2A). At the end of the second
week, facial paralysis disappeared without any sequela (Fig.
2B and 2C).
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Fig. 1 (a) Vesicles in right auricular concha; (b) and (¢) House-
Brackmann peripheral facial paralysis on her right side
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2.6. Follow-up and outcomes
Romberg test and other neurological examination showed

normal results after the fifth day of hospitalization. Patient’s
complaints related to vertigo disappeared. Follow-up
examination on the 15" day of discharge showed no sign of
sequalae caused by facial paralysis and no skin abnormalities
where the vesicles were located.

2.7. Patient perspective
The patient did not give any negative feedback about the drug

use, hospitalization, and follow-up examinations. The patient
was thankful for the total recovery without any sequela.

2.8. Informed consent
Informed consent was obtained from all individual

participants included in the study.
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3. Discussion

After a previous Varicella zoster virus infection, the virus
remains in the motor and sensory nerve ganglions inactively
(7). The Virus gets activated following immune suppressing
diseases and reproduces quickly. Ramsay-Hunt Syndrome
occurs in 1% of the Varicella zoster infections. Primary
characteristics of the syndrome include peripheric facial
paralysis and typical, painful vesicles in the ear. However
cranial polyneuropathy may be seen when the 5%, 9t 10®
cranial nerves and the 2™, 3%, 4™ cervical nerves are infected
(7). Pathological contrasting color may be seen at the facial
nerve at the level of the internal acoustic canal during MRI
with contrast. MRI with contrast could not be performed in
this case due to patient’s personal reasons. Ramsay Hunt
Syndrome is the second most common cause of peripheric
facial paralysis after Bell’s palsy (7). The reason for
presenting this case is contrary to typical symptoms the
patient was presented with severe vertigo, nausea, and
vomiting. Typical vesicle eruptions and facial paralysis
developed later. Although facial paralysis developed from
Ramsay Hunt syndrome has a lower rate of healing without
any lesions of sequela compared to Bell’s palsy, the patient
has shown a full recovery without any lesions of sequela (3).

Virus eradication could not be reached. The biggest
limitation was not being able to use radio-logical imaging.
Although the literature indicates a high risk of sequalae in
cases with late diagnosis the facial paralysis improved
without sequalae in this case (8). Superficial Rifocin and
antibiotic pomade applications were performed to prevent
secondary infections of vesicles on the skin in addition to
anti-viral therapy. This provided better results in the healing
of skin lesions without any scars (9). Ramsay Hunt Syndrome
should be considered in the differential diagnosis of vertigo
cases with severe earache even if there is no rash or facial
paralysis.
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