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Abstract

Ophthalmic herpes zoster, a manifestation of the reactivation 
of the varicella-zoster virus in the region of the trigeminal nerve, 
is primarily diagnosed based on the clinical characteristics of skin 
lesions and their localization. Ocular complications, including ocu-
lomotor paralysis, require early antiviral treatment to minimize 
ocular damage. We report the case of a 38-year-old woman pre-
senting typical symptoms of ophthalmic herpes zoster, associated 
with complete oculomotor nerve III palsy and zoster encephalitis. 
Antiviral treatment with acyclovir led to a significant improve-
ment. However, the patient retained corneal anesthesia resulting 
in the formation of a neurotrophic corneal ulcer. The risk of ocular 
complications associated with ophthalmic herpes zoster is real. 
The most serious are corneal complications and oculomotor pa-
ralysis, highlighting the crucial importance of early antiviral treat-
ment to prevent these complications which can adversely affect 
the functional prognosis of the eye.
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Introduction

Ophthalmic shingles corresponds to the reactivation of the 
varicella-zoster virus (VZV) in the territory of the ophthalmic 
branch of the trigeminal nerve. The diagnosis is clinical based 
on the typical appearance of the skin lesions and their topogra-
phy. Ocular damage can affect all structures of the eye including 
the oculomotor nerves, causing oculomotor paralysis which can 
lead to complete ophthalmoplegia. Antiviral treatment must be 
started early to limit ocular and neurological complications [1].

Clinical Case

We report the case of a 38-year-old diabetic patient on insu-
lin therapy and without other medical, surgical or ophthalmo-
logical history, who consulted for a painful rash on the forehead 
and left hemiface eyelids associated with headaches.

Examination of the left eye reveals ptosis associated with 
vesicular and crusty eyelid skin lesions extending over the en-
tire territory of the V1 ophthalmic nerve. Palpation of the left 
hemiface reveals hypoesthesia on this same territory. The ocu-
lomotor examination reveals a complete extrinsic and intrinsic 
paralysis of the oculomotor nerve III, with light-reactive mydria-
sis associated with a limitation of adduction, elevation and low-
ering of the left eye. (Figure 1) The examination of the anterior 
segment and that of the fundus are unremarkable. Examination 
of the adelphic eye shows no abnormality and visual acuity is 
preserved in both eyes.

Figure 1: Crusted skin lesions of herpes zoster ophthalmicus with 
ptosis and limitation of adduction, elevation and lowering.



The patient's biological assessment revealed an inflamma-
tory syndrome with positive IgG and IgM serology for Varicella-
Zoster Virus (VZV). A lumbar puncture was performed, which 
revealed polynuclear neutrophilic pleocytosis with hyperpro-
teinemia and hypoglycemia. A brain Magnetic Resonance Imag-
ing (MRI) was performed, which returned without abnormality.

The diagnosis of ophthalmic zoster complicated by oculomo-
tor paralysis and zoster meningoencephalitis was made. The 
patient received intravenous treatment with acyclovir. The evo-
lution was marked by the progressive disappearance of ptosis, 
the almost complete recovery of the oculomotor paralysis and 
the healing of the skin lesions. (Figure 2) After three months, 
the patient presented with a painful red left eye with a drop 
in visual acuity, motivating her to consult. Clinical examination 
revealed diffuse conjunctival hyperemia with a central corneal 
ulcer and a total loss of corneal sensitivity in this eye. (Figure 
3) Visual acuity in this eye was 4/10th. The diagnosis of neuro-
trophic ulcer secondary to ophthalmic shingles was made. The 
patient benefited from an amniotic membrane transplant com-
bined with surface treatment with autologous serum eye drops. 
The evolution after 20 days was favorable with healing of the 
corneal ulcer and recovery of visual acuity in the left eye.
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Figure 2: Regression of dermatological lesions and oculomotor 
paralysis after treatment with acyclovir.

Figure 3: Neurotrophic ulcer of the left eye secondary to ophthal-
mic shingles.

Discussion

Shingles ophthalmicus is an ocular infection induced by the 
reactivation of the varicella-zoster virus (VZV) which remains la-
tent in the sensory ganglion of the trigeminal nerve following 
a primary viral infection with this same virus. The ophthalmic 
form represents 10 to 25% of all shingles [2]. The main risk fac-
tors are age over 60 and immunosuppression [3].

The diagnosis of ophthalmic zoster is clinical, based on the 
vesicular then crusty appearance of the rash, its painful nature 
and its characteristic topography located at the level of the oph-
thalmic territory of the trigeminal nerve (V1) and rarely exceed-

ing the midline [4]. Certain additional examinations, in particu-
lar VZV serology, viral culture and detection of the virus by PCR, 
can be carried out in the event of diagnostic doubt regarding 
atypical forms [5].

In the absence of early antiviral treatment, ocular complica-
tions occur in 50% of cases and all structures can be affected 
[6]. The most common ocular manifestation during ophthalmic 
shingles is acute follicular conjunctivitis and the most serious is 
represented by corneal damage. 

The latter can present in different aspects depending on the 
physiopathological mechanism and depending on the stage of 
the infection, which can go as far as functional loss of the eye. 
Approximately 25% of patients develop neurotrophic keratitis 
after shingles ophthalmicus. After-effect corneal anesthesia can 
lead to the appearance of chronic corneal ulcers, as illustrated 
by the case of our patient, who presented with a central neu-
rotrophic ulcer three months after the episode of ophthalmic 
shingles [7]. Other ocular disorders may be associated with 
ophthalmic zoster, notably VZV anterior uveitis, VZV retinitis 
and chorioretinitis, or even ARN syndrome (accute retinal ne-
crosis) and PORN syndrome (progressive outer retinal necrosis) 
[2].

Oculomotor paralysis during ophthalmic shingles is found in 
5 to 31% of patients. Complete ophthalmoplegia is rare. The 
most common form is oculomotor nerve III paralysis. It can be 
partial or complete, both intrinsic and extrinsic, associating are-
flexic mydriasis, ptosis and limitation of adduction, elevation 
and lowering of the eye concerned. Cases of meningoencepha-
litis during shingles ophthalmicus have also been reported in 
the literature [8,9]. The case of our patient represents the typi-
cal form of complete paralysis of the oculomotor nerve III sec-
ondary to shingles ophthalmicus, associated with meningoen-
cephalitis. -VZV encephalitis.

Treatment for shingles ophthalmicus should be started with-
in the first 48 hours after the rash appears, to avoid the risk of 
eye complications. It is based on the systemic administration of 
antivirals. Several molecules have shown their effectiveness, in 
particular acyclovir, valaciclovir and famciclovir, the results of 
which have been demonstrated by several studies [10].

Conclusion

In conclusion, herpes zoster ophthalmicus, a manifestation 
of varicella-zoster virus reactivation in the trigeminal nerve re-
gion, presents significant diagnostic and therapeutic challenges. 
The clinical characteristics of skin lesions and their location play 
a crucial role in early diagnosis. Ocular complications, such as 
oculomotor paralysis and corneal damage, highlight the urgency 
of early antiviral treatment to prevent serious consequences on 
ocular function. The encouraging results of antiviral treatment 
with aciclovir, valaciclovir and famciclovir highlight the impor-
tance of their administration in the first 48 hours after the ap-
pearance of symptoms. Prompt multidisciplinary management 
is essential to optimize clinical outcomes and prevent potential 
complications associated with ophthalmic zoster.
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