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A 5-year-old girl came into the office 
complaining of severe burning and 
tingling sensation of her right fore-

head. She’d had fever, chills, myalgia, and a 
relentless headache for 3 days. The morn-
ing of her appointment, a few “bumps” 
and water-filled blisters began to appear 
on the right side of the forehead; the le-
sions then started to multiply and grow 
(FIGURE).  The patient’s mother expressed 
concern over the rapid development of 
the lesions, which were accompanied by 
marked edema of the forehead and right 
eyelid. The mother indicated that no one 
else in the family was affected at the time 
of presentation. 

The child appeared ill and pale at 
the time of presentation, but there was 
no history of immediate antecedent ill-
ness or any drug intake prior to the cur-
rent eruption. Her growth and develop-
ment were in the lower normal range. 
The child had a history of recurrent 
bacterial infections; she was not vac-
cinated for varicella.  There was, how-
ever, a personal (and family) history of  
varicella when the child was about  
3 years old.  

On physical examination, there 
were multiple vesicles and bullae that 
varied in size from 2 mm to 1 cm in 
diameter on the right side of the fore-
head; there were areas of dried yellow-
ish serous exudates limited to the right 
eyebrow. The forehead and periorbital 
areas were edematous with underlying 
erythematous skin. The entire eruption 
appeared to be restricted to the right 

upper part of the face, extending from 
the eyelid and medial canthus up to the 
frontal scalp. On close examination, 
several vesicles and crusts were present 
on the right side of the nasal tip. Serol-
ogy for HIV was negative.

z What is your diagnosis?

z How would you treat?

This	5-year-old	had	significant	edema	of	the	fore-
head	and	periorbital	areas.	The	entire	eruption	was	
restricted	to	the	right	upper	part	of	the	face,	and	
extended	from	the	eyelid	and	medial	canthus	to	the	
frontal	scalp.	Note	the	presence	of	vesicles	and	crust	
on	the	nasal	tip.
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A young girl with blisters  
on her forehead
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z  Diagnosis: Herpes zoster  
ophthalmicus

This case of herpes zoster ophthal-
micus (HZO) was unusual—not be-
cause of the way the patient presented, 
but because of her age. This condition 
is rarely seen in children, though it is 
not uncommon in adults—specifically, 
patients who are 60 years of age and 
older.1–4 

Herpes zoster ophthalmicus, which 
refers to the involvement of the oph-
thalmic branch of the trigeminal nerve 
or the fifth cranial nerve, usually mani-
fests with a typical vesicular or bul-
lous eruption of the forehead, often 
in unilateral fashion. The lesions of 
herpes zoster (shingles) are similar to 
those of varicella (chickenpox) but in 
herpes zoster, painful unilateral vesicu-
lar eruptions are usually limited to one 
dermatome. (If hematogenous dissemi-
nation occurs, more than 20 vesicles 
will form in skin areas away from the 
affected dermatome.1)

Patients typically present with fe-
ver, headache, and abnormal sensa-
tions that precede the development of 
cutaneous lesions by a few days.  The 
eruptions may be pustular and hem-
orrhagic initially, and within 10 days 
evolve into crusts.5,6 

z 	Differential diagnosis:  
Pain sets HZO apart

In its classical presentation, HZO does 
not pose a diagnostic challenge for 
practitioners well-versed in skin disease 
management. The clinical differential 
diagnosis of herpes zoster will include 
other causes of blisters or vesicular erup-
tions of autoimmune etiologies, viral  
infections, or hypersensitivity reactions.

The most common blistering dis-
eases that may be mistaken for zoster  
include herpes simplex, contact dermati-
tis, erythema multiforme, and cellulitis. 
The prodromal stage and the character-
istics of pain usually set herpes zoster 
apart from the other diagnoses.  

z 	Beware of  
complications

eye complications. HZO may result in 
paralytic ptosis, conjunctivitis, keratitis, 
cataracts, glaucoma, retinitis, and optic 
neuritis and atrophy.2,5,7

Herpetic lesions on the tip of the nose 
are believed to herald ocular involvement  
and may precede typical dermatomal 
eruption of HZO.2 Such cutaneous in-
volvement along the distribution of the 
nasociliary nerve is called Hutchinson’s 
sign. It should prompt a complete oph-
thalmologic evaluation, as it did with our 
patient. 

neurologic complications. The most 
common complication of herpes zoster 
infection in general is postherpetic neu-
ralgia (PHN), which results in severe pain 
that persists for months—or years—after 
the skin lesions have completely healed. 
Patients over 70 have a 70% chance of 
developing PHN.4,7  

Neurological complications such as 
encephalitis, myelitis, and Guillain-Barré 
syndrome have also been reported.

other complications. Other complica-
tions include secondary bacterial infec-
tions, pneumonitis, and polyradiculitis.

z 	Management:  
Antivirals and pain meds 

Patients with HZO have a 50% chance 
of having eye complications (iritis and 
keratitis) without antiviral treatment.2,5,6 
Therefore, treatment is recommended for 
all HZO patients.

Antivirals ASAP
Start antiviral drugs within 72 hours of 
clinical presentation, and when new le-
sions are still appearing on the skin, to 
achieve optimal effect. Acyclovir, famci-
clovir, and valacyclovir are the antivirals 
of choice.6 The usual dosages for adults 
are: acyclovir (800 mg orally 5 times per 
day for 7–10 days), valacyclovir (1000 
mg orally 3 times daily for 7 days) and 
famciclovir (500 mg orally 3 times daily 

Without antiviral 
treatment,  
patients have a 
50% chance of  
eye complications 
such as iritis  
and keratitis
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for 7 days). The suggested dose of acy-
clovir for children is 10 to 20 mg/kg/dose 
qid for 5 days; not to exceed 800 mg per 
day.2,5,6

Preventing postherpetic neuralgia
The role of systemic corticosteroids in the 
prevention of PHN, decreasing duration 
and severity of the acute symptoms in the 
initial days of herpes zoster infection, re-
mains controversial.8

Immunosuppressed individuals may 
be treated with acyclovir, interferon- 
alpha, and vidarabine. In this population 
the live, attenuated vaccine is safer and is 
preferred to the varicella zoster immuno-
globulins (VZIG).1,6,8,9 

PHN can be reduced by treating the 
patient within the first 24 hours of  symp-
tom onset. Pain usually resolves within  
3 months in 50% of patients and within 
1 year in 75% of patients.1,6,7 

Pain therapies for PHN
Therapeutic approaches to the manage-
ment of PHN include topical anesthetic 
creams (lidocaine plus prilocaine), cap-
saicin, and oral medications such as tri-
cyclic antidepressants (amitriptyline and 
desipramine), carbamazepine, and gaba-
pentin, as well as nerve blocks.6,7

z 	Gloves and handwashing 
are key for caregivers

Individuals who have not had a confirmed 
varicella infection should avoid contact 
with those who have shingles unless a 
varicella zoster virus antibody is satisfac-
tory and shows immunity.6,7 

Gloves should be worn when touch-
ing the lesions or infectious drainage, and 
hands should be washed after glove re-
moval.5–9 

Patients with disseminated disease 
require hospitalization with airborne 
precautions, which include a negative air 
pressure room and ensuring that care-
givers wear N95 respirators.

z 	What put our patient  
at risk?

In the case of our young patient, low 
immunity may have played a role in her 
contracting HZO. She had a history of 
recurrent bacterial infections and suf-
fered from generally poor health.   

She was referred to an ophthalmol-
ogist, who did not find any dendritic 
corneal ulcer or other complications 
on weekly follow up. The patient was 
successfully managed with oral acy-
clovir 10 mg/kg/dose for 5 days, and  
she responded well to treatment. We 
also prescribed acyclovir eye ointment, 
and local wet compresses with good 
outcome. n
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