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ABSTRACT                  Herpes Zoster Ophthalmicus (HZO) with oculomotor nerve involvement is rare, even rarer as an 
acute presentation rather than sequelae of  HZO.  In this paper , we present a case of cutaneous HZO in which 

our patient’s initial presentation was one of complete ophthalmoplegia.

INTRODUCTION
 Herpes Zoster (or Shingles) refers to a typically vesicular 

rash caused by reactivation of latent varicella zoster virus 
(chicken pox) from a dorsal root ganglia neurons and cra-
nial nerve sensory ganglion. It usually present in thoracic 
or cranial dermatomes. The lifetime risk of herpes zoster 
is estimated to be 10% to 20%; but in patients over the 
age of 80 years, the risk rises to 50%.

 Reactivation can occur for a number of  different reasons 
including trauma, ageing or immune deficiency[1] and 
cause necrosis  and inflammation  of affected sensory 
ganglion causing corneal anesthesia that may result in 
neurotropic keratitis.[2]

 HZO is rare form of Shingles, reported in 15-20% of 
cases[3], that presents with a rash in the distribution of 
trigeminal nerve dermatomes mainly the ophthalmic and 
maxillary division. It is often reported to be associated 
with a variety of complications, including episcleritis and 
scleritis, keratitis, glaucoma, anterior uveitis, cataract, 
neurological complications, but there are very few re-
ports of compete ophthalmoplegia being one of those[1, 
2].

CASE PRESENTATION
 A 80- year-old lady presented to the Ophthalmology 

Outer Patient Department (OPD) with an inability to 
open her left eye. She describes a 10 day history of blis-
ter formation surrounding her left eye that extends to her 
left forehead and scalp. The family noticed her rye was 
increasingly droopy, red, painful, and swollen culminat-
ing in it being permanently shut for fourty- eight hours 
prior to her arrival in Ophthalmology OPD and then was 
send to Dermatology OPD and Medicine OPD for fur-
ther  evaluatin where she got admitted to the Medicine 
Department Ward .  She never received any medication 
before attending the Ophthalmology OPD. 

 On Examination; she had a vesicular rash covering her 
left scalp, forehead and upper cheek surrounding her left 
eye. It was erythematous, swollen and tender. She had 
complete ophthalmoplegia, and her pupil was fixed and 
dilated. Her visual acuity in left eye was reduced to per-
ception of light (PL) and projection of rays (PR). Rest of 
her neurological examination was found to be normal.

Fig.1- patient presenting with complete ophthalmoplegia.

 She was commenced on oral and topical acyclovir, pred-
nisolone and topical cycloplegic and systemic NSAID’s. 
There was no evidence of vasculitis on slit-lamp examina-
tion. The vesicular rash resolved some two weeks later 
and then she was discharged. She gain some of her eye 
movements partially but the ptosis remained.

DISCUSSION
In the limited literature, that does report ophthalmoplegia 
as part of the sequelae of  HZO, this has typically been de-
scribed as a late complication, often up to 2 months after the 
initial herpetic rash [4] and is seen in only 11–29% of patients 
with HZO. However, in our case it has developed as part of 
the acute viral infection. The most commonly affected nerve 
is the third cranial nerve and, less commonly, the fourth nerve 
[5].

With a third nerve palsy it has been reported as being partial 
or complete but there is always ptosis. Isolated ptosis and 
isolated paralysis of the pupil have also been seen [6]. In our 
case, there was third cranial nerve (oculomotor) palsy causing 
complete external ophthalmoplegia, with her pupil fixed and 
middilated. Several hypotheses have been proposed for the 
mechanism behind which HZO can result in ophthalmople-
gia [5–8] although it is most likely that there are many con-
tributing factors. It is known that the reactivated virus causes 
inflammation of the axons that supply the dermatomes in 
question.

Edgerton suggested that the    inflammation of the    trigemi-
nal nerve could actually spread  via the cavernous sinus to 
affect the oculomotor nerve [6]. In addition, Naumann et al. 
found chronic inflammatory cells suggesting an occlusive 
vasculitis[7]. Carrol thought that due to the onset and rate of 
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recovery, this pathology would suggest a demyelinating dis-
ease, and Lavin et al. were in agreement with this hypothesis 
based on autopsy reports [8, 9]. 

Diagnosis of this condition is essentially a clinical one based 
on history and examination findings. Once the diagnosis is 
made, it is reported that the earlier treatment is initiated, the 
better the prognosis is, preferably within 72 hours, although 
beneficial effects have been reported with treatment started 
as late as 7 days after onset [10]. Acyclovir, famciclovir or val-
acyclovir have all been used, and they act by resolving skin 
lesions, decreasing viral shedding and decreasing the risk of 
ocular involvement. Some report that famciclovir and valacy-
clovir are better at resolving pain associated with HZO than 
acyclovir [10]. In addition to the antivirals  it is important to 
treat any further complications detected. For example, if ker-
atitis or episcleritis has developed, then topical steroids can 
be used. The effectiveness of steroids and antivirals alone or 

in combination does not, however, appear to have been  for-
mally studied, and treatment options are limited partly due 
to the poorly defined mechanism of HZO. 

The prognosis for full recovery after complete ophthalmo-
plegia following HZO is good. In one literature review, of 
16 total cases, 9 were followed up, and all of those cases 
showed significant improvement in symptoms after 2 months 
and almost complete resolution by 18 months [11].

CONCLUSION
Ophthalmoplegia is a rare complication of HZO. Further-
more, the cases in the literature describe it as relatively late 
sequelae, unlike the acute presentation we have reported.


