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Abstract 
Introduction: Herpes zoster oticus results from reacti-
vation of varicella-zoster virus within the geniculate 
ganglion of the facial nerve. When facial nerve paralysis 
develops, the condition progresses to Ramsay Hunt syn-
drome. Early presentations of herpes zoster oticus 
frequently mimic benign otologic conditions such as 
otitis externa, creating significant diagnostic challenges 
in first-contact medical settings. Because vesicular le-
sions may be sparse at initial presentation, the diagnosis 
may be easily missed. Prompt recognition and antiviral 
therapy within 72 hours of rash onset are critical to re-
ducing neural injury. 
 
Presentation: A previously healthy 27-year-old man 
presented with a 3-day history of severe right-sided 
burning otalgia, dermatomal hypersensitivity of the au-
ricle and lateral face, and mild serous ear drainage, 
which disrupted sleep. He denied fever, vertigo, or hear-
ing loss. 
 

Physical Exam: Inspection of the right auricle revealed 
translucent vesicles along the conchal bowl and carti-
laginous canal with areas of crusting and erythema 
from ruptured lesions. Mild ear canal edema was pres-
ent; the tympanic membrane was intact without middle 
ear effusion. Cranial nerve examination demonstrated 
normal facial symmetry with full eyelid closure and 
preserved hearing on bedside testing. 
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Diagnosis: Early herpes zoster oticus was suspected 
based on the dermatomal pain pattern and vesicular 
eruption. Antiviral therapy with valacyclovir was initi-
ated; corticosteroids were deferred given intact facial 
nerve function. The patient returned 48 hours later 
with acute lower motor neuron facial palsy (incomplete 
eyelid closure and drooping of the oral commissure), 
consistent with a diagnosis of Ramsay Hunt syndrome. 
Corticosteroid therapy was added, ocular protection 
measures initiated, and urgent otolaryngology and neu-
rology referrals arranged. 
 
Conclusion: This case highlights that normal cranial 
nerve findings at initial presentation do not exclude 
impending facial nerve involvement in herpes zoster 
oticus. Structured short-interval follow-up within 24–
48 hours is recommended to detect potential neurologic 
progression and initiate timely corticosteroid therapy 
before permanent facial nerve injury occurs. 

Introduction 

A
cute otalgia is often benign, but a small subset of 
cases may include early manifestations of neurologic 
disease requiring prompt recognition and treatment. 

Herpes zoster oticus results from reactivation of latent 
varicella-zoster virus (VZV) within the geniculate gan-
glion of the facial nerve, and viral replication produces 
inflammation affecting both sensory and motor fibers 
of the facial nerve.1 For purposes of this case report, 
herpes zoster oticus refers to VZV reactivation involving 
the ear without facial paralysis; when facial nerve para-
lysis develops in association with auricular vesicles, the 
condition is referred to as Ramsay Hunt syndrome 
(RHS).2 

Patients often present with severe unilateral otalgia, 
dermatomal hypersensitivity, and subtle vesicular le-
sions involving the auricle or external auditory canal.3 
Because early dermatologic findings may be sparse or 
overlooked, herpes zoster oticus may be misdiagnosed 
as otitis externa, dermatitis, or nonspecific ear pain.3 
Early antiviral therapy is most effective when initiated 
within the first 72 hours of rash onset and may reduce 
the severity of neurologic complications.4 
 
Case Presentation 
A 27-year-old previously healthy man presented to a 
community urgent care clinic with a 3-day history of 
progressively worsening right-sided ear pain. He de-
scribed the pain as sharp and burning, radiating across 
the auricle and lateral face. The discomfort had inten-
sified overnight and was severe enough to disrupt his 
sleep. The patient reported marked hypersensitivity 
over the ear and adjacent facial skin. 

He denied fever, vertigo, hearing loss, or upper respi-
ratory symptoms. Over the preceding 24 hours, he had 
noted mild serous drainage from the right ear. 

On examination, the patient appeared uncomfortable 
but was afebrile with normal vital signs. Inspection of 
the right auricle and external auditory canal revealed 
several small translucent vesicles along the conchal bowl 
and cartilaginous canal. Some lesions had ruptured, leav-
ing areas of crusting and erythema (Figure 1). Mild canal 
edema was present; however, the tympanic membrane 
appeared intact and without middle ear effusion. 

Cranial nerve examination demonstrated normal fa-
cial symmetry. The patient could elevate both eyebrows, 
close both eyes fully, and produce a symmetric smile. 
His hearing appeared intact on bedside testing. 
 
Medical Decision Making 
The primary diagnostic challenge was distinguishing 
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Figure 1. Crusted Vesicular Lesions Associated With 
Early Herpes Zoster Oticus

Ruptured vesicles with honey-colored crusting are visible 
along the cartilaginous canal and conchal surface, character-
istic of varicella-zoster virus reactivation in the distribution of 
the geniculate ganglion. 



early herpes zoster oticus from uncomplicated otitis ex-
terna. The severe neuropathic character of the patient’s 
pain combined with vesicular lesions suggested viral 
neuritis rather than simple bacterial infection. 

Given the dermatomal pain pattern and vesicular 
eruption, a clinical diagnosis of early herpes zoster oticus 
was suspected. Antiviral therapy with valacyclovir 1,000 
mg orally 3 times daily for 7 days was initiated. As por-
tions of the canal demonstrated crusting suggestive of 
secondary bacterial infection, treatment for possible 
otitis externa was also prescribed. 

Early antiviral therapy was initiated to suppress VZV 
replication and limit inflammatory injury to the facial 
nerve. As the patient initially had normal facial nerve 
function, corticosteroids were deferred at the index visit. 
Instead, the patient was provided explicit counseling 
regarding symptoms of facial nerve dysfunction and 
instructed to return promptly if such symptoms oc-
curred. 
 
Differential Diagnosis and Final Diagnosis 
Differential diagnoses considered during the initial eval-
uation included: 

� Otitis externa—Common cause of otalgia with 
canal erythema and discharge. 

� Acute otitis media—Less likely given absence of 
middle-ear findings. 

� Auricular dermatitis or eczema—Can produce 
crusting but usually lacks severe neuropathic pain. 

� Herpes zoster oticus—Supported by vesicular le-
sions and dermatomal neuralgia. 

 
Follow-up and Disposition 
The patient returned 2 days later reporting new right-
sided facial weakness. The examination revealed dimin-
ished right forehead movement, incomplete right eyelid 
closure (lagophthalmos), and drooping of the right oral 
commissure. These findings were consistent with Ram-
say Hunt syndrome. Notably, the vestibulocochlear 
nerve was not clinically involved at the second visit. 
Audiometric testing and vestibular assessment were ar-
ranged at the otolaryngology referral to evaluate for 
eighth cranial nerve complications including sensori-
neural hearing loss and vertigo, which occur in a subset 
of patients with RHS.5 

Systemic corticosteroid therapy was initiated with 
prednisone 60 mg orally daily for 7 days, followed by a 
7-day taper, in combination with continued antiviral 
therapy.6 Ocular protection measures were imple-
mented, including lubricating eye drops and nighttime 
eyelid taping to prevent corneal exposure injury. The 

patient was referred urgently to otolaryngology and 
neurology for audiometric testing and further eval-
uation. 

For immunocompetent outpatient presentations such 
as this case, oral combination therapy is appropriate. 
Urgent referral to the emergency department for in-
travenous antiviral therapy (acyclovir 10 mg/kg every 
8 hours) should be considered for immunocompro-
mised patients, evidence of disseminated zoster, or an 
inability to tolerate oral medications.7 

 
Discussion 
Herpes zoster oticus represents a clinically important 
cause of acute otalgia in urgent care practice. Reactiva-
tion involving the geniculate ganglion may initially 
present with subtle dermatologic findings and dispro-
portionately severe neuropathic pain.2 Importantly, an 
atypical variant known as zoster sine herpete—in which 
VZV reactivation occurs without visible vesicular erup-
tion—has been reported in 8%–25% of patients with 
acute peripheral facial palsy, reinforcing the need for a 
high index of suspicion even when skin findings are 
absent.8 

The pathophysiology of RHS reflects VZV reactivation 
producing inflammation and neural edema within the 
narrow fallopian canal of the temporal bone. Viral 
spread may involve not only the facial nerve but also 
the adjacent vestibulocochlear nerve, resulting in sen-
sorineural hearing loss, tinnitus, and vertigo in a sig-
nificant proportion of patients.5 These eighth cranial 
nerve complications should be specifically assessed at 
follow-up and at specialty evaluation. Without treat-
ment, full facial nerve recovery occurs in as few as 20% 
of patients; this rate improves substantially with com-
bined antiviral and corticosteroid therapy if initiated 
within 72 hours of onset.6 

Corticosteroid dosing for RHS may follow these pro-
tocols: prednisone 60 mg orally daily (or 1 mg/kg/day 
up to 60 mg) for 7–14 days, followed by a gradual taper 
over an additional 7 days, administered in combination 
with a 7–10-day course of oral antiviral therapy.6 Corti-
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“Severe burning ear pain 
disproportionate to otoscopic 

findings should raise suspicion 
for viral neuritis.” 



costeroids may be introduced once facial paralysis be-
comes apparent to reduce inflammatory edema, and 
combined therapy may be superior to antivirals alone.6 
For immunocompromised patients or those with severe, 
rapidly progressive palsy, referral for intravenous acy-
clovir (10 mg/kg every 8 hours for 7 days) is rec-
ommended.7 

For urgent care clinicians, several diagnostic principles 
emerge from this case. Severe burning ear pain dispro-
portionate to otoscopic findings should raise suspicion 
for viral neuritis. A normal cranial nerve examination 
at the initial visit does not exclude impending facial 
nerve involvement. Structured short-interval follow-up 
within 24–48 hours is essential to detect neurological 
progression and initiate corticosteroid therapy 
promptly.2 A key clinical pitfall is assuming that severe 
unilateral otalgia with minimal otoscopic findings rep-
resents benign otitis externa; delayed recognition can 
allow progression to permanent facial nerve injury. 

Patients with suspected herpes zoster oticus should 
receive explicit counseling regarding early symptoms 
of facial nerve dysfunction, including difficulty closing 
the eye, asymmetric smiling, or fluid leakage from the 
mouth, and should be instructed to return immediately 
if these develop. Because these symptoms often emerge 
outside the clinical environment, structured follow-up 
within 24–48 hours may facilitate early recognition of 
neurological progression and allow timely initiation of 
corticosteroid therapy. 
 
Clinical Red Flags for Herpes Zoster Oticus in Urgent Care 
� Severe unilateral otalgia disproportionate to exam 

findings 
� Burning or neuropathic quality of pain 
� Dermatomal hypersensitivity of the auricle or 

lateral face 
� Vesicular lesions within the conchal bowl or 

external auditory canal 
� Hyperacusis (sensitivity to sound) or altered taste 
� Early facial heaviness, asymmetry, or difficulty 

closing the eye 
� New vertigo or unilateral hearing loss (may suggest 

eighth cranial nerve involvement) 
 
Ethics Statement 
The patient provided written consent for publication 
of this case report, including the clinical image. 
 

Takeaway Points 
� Severe unilateral otalgia with neuropathic features 

is a hallmark of early herpes zoster oticus and 
should prompt examination for vesicles and cranial 
nerve involvement.2 

� Early antiviral therapy should be initiated, ideally 
within 72 hours of rash onset, to optimize 
outcomes.4 

� Antivirals are started at onset of vesicles and 
corticosteroids (prednisone 60 mg/day for 7–14 
days, then tapered) may be added if facial palsy 
develops.6 

� Immunocompromised patients and patients with 
disseminated zoster warrant emergency referral for 
intravenous antiviral therapy.7 

� Sensorineural hearing loss and vertigo may 
accompany facial palsy in RHS and require 
audiometric and vestibular assessment.5 

� Follow-up within 24–48 hours is recommended to 
detect potential progression from herpes zoster 
oticus to Ramsay Hunt syndrome in order to 
initiate timely corticosteroid therapy.2 n 

 
Manuscript submitted March 10, 2026; accepted July 20, 
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