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Abstract 

Introduction: Herpes zoster ophthalmicus (HZO) may cause a variety of ocular conditions 

including: dermatitis, corneal pseudo-dendrites, uveitis, retinitis, and cranial nerve palsies. 

Cranial nerve palsies caused by herpes zoster are relatively uncommon clinical findings. 

Objectives: To report the course and visual outcome report from a case of incomplete 

oculomotor nerve palsy with pupillary involvement and atypical optic neuritis secondary 

to herpes zoster ophthalmicus   

Case Report: A 43-year-old man presented to the Neuro Ophthalmology Unit at Cicendo 

National Eye Hospital complaints of ptosis and blurry vision of right eye (RE) since 1 

month, worsen since 1 week before admission. Visual acuities were 0.32 RE and 0.5 left 

eye (LE) with no improvement with pinhole of both eyes. The patient presented with scar 

in the tip of the nose - Hutchinson's sign. Right ocular motility showed reduction of motion 

to superotemporal and superonasal with no pain on eye movement. Left ocular motility 

showed full range of motion with no pain on eye movement. Anterior segment examination 

revealed upper eyelid ptosis RE, cilliary injection of bulbar conjunctiva RE, reduction of 

sensibility and keratitis punctate superficialis RE which stained with sodium fluorescein. 

Anterior chamber of right eye revealed VH grade III and mild anterior chamber reaction. 

Pupil examination revealed anisocoria with the right pupil larger than the left. The right 

pupil was fixed and dilated and left eye showed a positive reverse RAPD. The test for color 

vision, amsler and contrast sensitivity were within normal limit. The posterior segment 

examination of the right eye showed round optic, blurry border, hypreremia and mild 

vitreous cells, but normal optic disc of the left eye. He was diagnosed as atypical optic 

neuritis RE ec suspect herpes zoster infection dd/ suspect compressive ec suspect Space 

Occupying Lession (SOL), oculomotor nerve palsy incomplete (superior division) with 

pupillary involvement RE ec herpes zoster infection, and uveitis intermediate RE ec Herpes 

Zoster Infection. The improvement started after high dose methylprednisolone injection. 

On the first week after hospitalization, there was improvement of ptosis, with the VA 

(Visual Acuity) was 0.4 pin hole 0.63 on the RE and 1.0 of LE. One month after first 

admission the patient still in the same VA as the first follow up, but there was improvement 

of ptosis. 

Conclusion: The manifestation of ptosis with incomplete oculomotor nerve palsy with 

pupillary involvement secondary to herpes zoster ophthalmicus is rarely seen in ophtalmic 

herpes zoster. However minor symptoms are often detected when patients were carefully 

examined with regard to external ocular movements. The improvement of ptosis and visual 

acuity started after metyhlprednisolon injection and achieved better improvement of ptosis 

after one week after hospitalization. 

Keywords: Herpes zoster ophthalmicus, Herpes zoster ophthalmoplegia, Oculomotor nerve 

palsy 

 

I. Introduction 

     A study by Johnson has shown that over 90% of 12-year olds were seropositive 

for Varicella Zoster Virus (VZV) and over 99% of adults ≥40 years old were 

seropositive for VZV in the United States. Severity is related to the age of the patient 

with older patients (≥60 years old) being affected much more severely than younger 

patients. A study by Liesegang has shown that the lifetime risk of Herpes Zoster is 
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estimated to be approximately 25% in the general population, and increases to 50% 

in patients more than 85 years old.1,2 

     Herpes zoster ophthalmicus occurs when there is a reactivation of varicella 

zoster virus lying latent in the ophthalmic division of the trigeminal nerve, and this 

involvement occurs in about 10-25% of the cases. Half of these will have ocular 

involvement, being the symptoms varied and caused by the inflammation of sensory 

nerves. The various manifestations obey the midline and depend on the branches of 

the ophthalmic division of the trigeminal nerve that are affected (supraorbital, 

lacrimal or nasociliary). The nasociliary branch innervates the globe, so when it is 

affected there is a greater probability of serious ocular involvement and 

complications. The classical sign of these involvement is the “Hutchinson's sign” – 

involvement of the tip of the nose, and these patients have twice the incidence of 

ocular affection. Ocular involvement may be at the eyelids with a papulo-vesicular 

rash; blepharoconjunctivitis; episcleritis/scleritis; corneal involvement with 

dendritic keratitis, stromal and neurotrophic keratitis; uveitis; intraocular 

hypertension and even acute retinal necrosis.3,4 

     The cranial nerves involvement has been reported as optic neuritis, total external 

or internal ophthalmoplegia, and isolated third, fourth and sixth cranial nerve 

palsies; rarely associated with pupillary involvement. The extraocular muscle 

palsies occur in 7 to 31% of the patients: the third nerve is the most commonly 

affected, followed by the sixth nerve and the fourth is the least affected. Aging, 

nutrition deficits, immune compromised status and other factors such as fatigue and 

stress (physical / emotional) may precipitate an episode of herpes zoster. Some of 

the serious and permanent sequelae of herpes zoster ophthalmicus are debilitating 

pain, chronic ocular inflammation or even loss of vision.4,5,6 

 

II. Case Report    

     A 43-years-old male presented to the Neuro Ophthalmology Unit at Cicendo 

National Eye Hospital as a referral at 17th September 2018 from an 

Ophthalmologist for an ocular examination following a prior diagnosis of HZO. He 

presented with complaints of ptosis and blurry vision of right eye and pain around 
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his upper right eyelid of right eye since 1 month, worsen since 1 week before 

admission. The patient's medical history was negative for hypertension, kidney 

problems, asthma and drug and/or medical allergies. The patient had been 

prescribed oral acyclovir 800 mg 5 times per day, Levofloxacin ed 6xRE, 

Prednisolon acetate ed 6xRE, Acyclovir eo 5xRE.  

     General status was within normal limit with weight of 53 kg. Visual acuities 

were 0.32 with no improvement with pinhole RE and 0.5 with no improvement with 

pinhole LE. The patient presented with lesions which turned to scar in the tip of the 

nose - Hutchinson's sign (Figure 2.5). Non contact tonometry was 15 mmHg RE 

and 13 mmHg LE. Right ocular motility showed reduction of motion (-1) to 

superotemporal and superonasal with no pain on eye movement. Left Ocular 

motility showed full range of motion with no pain on eye movement (Figure 2.1).  

 

 

Figure 2.1 Cardinal gaze position First Admission 

Source : Cicendo Eye Hospital 



4 
 

     Anterior segment examination revealed upper eyelid ptosis RE with Margin 

Refleks Distance 1 (MRD1) was 0mm and MRD2 was 1mm, and IPF measurements 

was 1mm. Margin Reflex Distance 1 of the left eye was 2mm and MRD2 was 5mm 

with IPF measurements was 7mm. Bulbar conjunctivae RE shown cilliary injection 

but LE were white and quiet. There was reduction of sensibility and keratitis 

punctate superficialis RE, which stained with sodium fluorescein, but corneal LE 

examination was clear.  

     Anterior chamber RE revealed VH grade III and mild anterior chamber reaction 

(flare +1 and cell +1). Anterior chamber LE was VH grade III without flare and 

cell. Pupil examination revealed anisocoria with the right pupil (7mm) larger than 

the left pupil (3mm). The right pupil was fixed and dilated and left eye showed a 

positive reverse RAPD. There were no synechia of both eyes and the lenses were 

clear. 

 

  

Figure 2.2 Fundus Photography 

Source : Cicendo Eye Hospital 
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     The test for color vision, amsler and contrast sensitivity were within normal limit 

of both eyes. The posterior segment examination of the right eye showed round 

optic, blurry border, hypreremia and mild vitreous cells  (vitreous cell +1), but 

normal optic disc and of the left eye (Figure 2.2).  

      

 

Figure 2.3 Humphrey Visual Field Test 

Source : Cicendo Eye Hospital 

 

 

Figure 2.4 Optical Coherence Tomography (OCT) of The Optic Disc 

Source : Cicendo Eye Hospital 

 



6 
 

     The neurological examination for trigeminal nerve shown reduction of 

sensibility of the ophthalmic branch and sometimes he complained the pain around 

the right forehead and around his right eye. The Humphrey 30-2 visual field testing 

of the right eye was generalized unspecified visual field defect with excessive high 

false positive and normal of the left eye (Figure 2.3). The OCT of the optic disc 

showed edema of the right eye and normal of the left eye (Figure 2.4). 

 

  

 

Figure 2.5 Improvement of Ptosis from First Admission, after 

Metilprednisolon Injection and Follow Up at First Week 

Source : Cicendo Eye Hospital 
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     He was diagnosed as atypical optic neuritis of right eye ec suspect herpes zoster 

infection dd/ suspect compressive ec suspect SOL, oculomotor nerve palsy 

incomplete (superior division) with pupillary involvement of right eye ec herpes 

zoster infection, Uveitis intermediate of right eye ec herpes zoster infection. He was 

then consulted to External Eye Disease Unit and was hospitalized in Cicendo 

National Eye Hospital. 

     He treated with methylprednisolone injection 250mg four times daily, ranitidine 

50mg injection two times daily, mecobalamin 500mcg injection two times daily, 

Calcium Hydrogen Phosphate 500mg tablet three times daily, cyclopentolate 1% 

eye drop three times daily RE, prednisone acetate eye drop six times daily RE, 

levofloxacin eye drop six times daily RE, artificial tears six times daily RE, and 

acyclovir 400 mg tablet two times daily. 

     He was sent home on the fourth day of hospitalization with improvement of 

ptosis of RE with MRD1 was 0mm and MRD2 was 5mm, and IPF measurements 

was 5mm (Figure 2.5) and better visual acuity of RE (0.4 ph 0.63). The intravenous 

methylprednisolone was switched to oral regimen onto dosage of 48mg daily with 

gradual tapering off. Ranitidine switched to 150mg tablet two times daily, 

mecobalamin 500mcg capsule two times daily, Calcium Hydrogen Phosphate 

500mg tablet three times daily, cyclopentolate 1% eye drop three times daily RE, 

prednisone acetate eye six times daily RE, levofloxacin eye drop six times daily 

RE, artificial tears six times daily RE, and acyclovir 400 mg tablet two times daily. 

His next follow-up visit was scheduled one week later. 

    On the first week after discharge, the VA was 0.4 pin hole 0.63 on the RE and 

1.0 of LE. He showed improvement of ptosis on the RE (Figure 2.5) with MRD1 

was 2mm and MRD2 was 5mm, and IPF measurements was 7mm. The left eye 

showed MRD1 was 5mm and MRD2 was 5mm, and IPF measurements was 10mm. 

The oral methylprednisolone dosage of 40mg daily with gradual tapering off. 

Ranitidine 150mg tablet two times daily, mecobalamin 500mcg capsule two times 

daily, Calcium Hydrogen Phosphate 500mg tablet three times daily, cyclopentolate 

1% eye drop three times daily RE, prednisone acetate eye drop tapering off RE, 

artificial tears six times daily RE, and acyclovir 400 mg tablet two times daily. 
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Bulbar conjunctivae OD were slightly hypremis but OS were white and quiet. 

Corneal examination of both eyes were clear.  

     Anterior chamber RE revealed VH grade III and mild anterior chamber reaction 

(flare +/- and cell +/-). Anterior chamber OS was VH grade III without flare and 

cell. Pupil examination revealed anisocoria with the right pupil larger than the left. 

The right pupil was fixed and dilated and also showed a positive reverse RAPD. 

There were no synechia of both eyes and the lenses were clear with minimal (+/-) 

vitreous cells. The test for color vision, amsler grid and contrast sensitivity were 

within normal limit. The optic disc of the RE showed round optic, blurry border 

without vitreous, but normal optic disc and of the left eye. Therapy was to be 

continued. 

     On the first month after first follow up, the VA was 0.4 pin hole 0.63 on the RE 

and 1.0 of LE. He showed improvement of ptosis on the RE (Figure 2.5) with 

MRD1 was 3mm and MRD2 was 5mm, and IPF measurements was 8mm. The left 

eye showed MRD1 was 5mm and MRD2 was 5mm, and IPF measurements was 

10mm. The oral methylprednisolone dosage of 16mg daily with gradual tapering 

off. Ranitidine 150mg tablet two times daily, mecobalamin 500mcg capsule two 

times daily, Calcium Hydrogen Phosphate 500mg tablet three times daily, 

cyclopentolate 1% eye drop three times daily RE, prednisone acetate eye drop 

tapering off RE, artificial tears six times daily RE, and acyclovir 400 mg tablet two 

times daily. Bulbar conjunctivae RE were relatively quiet. Corneal examination of 

both eyes were clear.  

     Anterior chamber of both eyes were VH grade III without flare and cell. Pupil 

examination revealed anisocoria with the right pupil (7mm) larger than the left 

(3mm). The right pupil was fixed and dilated and also showed a positive reverse 

RAPD. There were no synechia of both eyes and the lenses were clear without 

vitreous cells. The test for color vision, amsler grid and contrast sensitivity were 

within normal limit. The optic disc of the RE showed round optic, blurry border 

without vitreous, but normal optic disc and of the left eye. Therapy was to be 

continued. 
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     Prognosis for quo ad vitam ad bonam, quo ad fungtionam dubia ad bonam and 

quo ad sanationam dubia ad bonam. 

 

III. Discussion 

     Overall, ocular complications occur in 50% of HZO cases and typically fall into 

four categories: keratitis, iritis, muscle palsies, and optic neuritis. This patient 

showed reduction of corneal sensibility and keratitis punctate superficialis of the 

right eye, which stained with sodium fluorescein. He also presented with lesions 

which turned to scar in the tip of the nose - Hutchinson's sign. There are various 

ocular sequelae with HZO, some more common than others. Typically in HZO, the 

virus causes a vesicular rash of the ophthalmic branch of trigeminal nerve.3,4,9 

     Corneal involvement is a relatively common ocular finding and can lead to 

pseudo-dendritic keratitis which can result in decreased corneal sensitivity, 

neurotrophic ulcers, and/or decreased vision secondary to scarring. If the tip of the 

nose is involved with the vesicular rash this is termed “Hutchinson's sign”, it 

suggests there is an increased risk of corneal/ocular sequelae secondary to 

nasociliary nerve involvement. One of the most common complications of any 

herpes zoster tends to be post-herpetic neuralgia (PHN) which can cause very 

intense episodes of pain affecting the same areas as the vesicular rash.3,4,9 

      An oculomotor nerve palsy results in adduction and vertical ocular motility 

deficits when the entire nerve is implicated and the pupil can be involved as the 

pupillary fibers course through oculomotor nerve. Partial palsies can result in 

varying degrees of involvement of directions of eye movements. Causes are varied 

and can include space-occupying lesions, microvascular infarctions, aneurysmal 

compressions, inflammation, infections, and trauma.5,6,7 

     This patient initially showed anisocoria, ptosis, and restricted upgaze, which was 

suggestive of a partial oculomotor nerve palsy. He showed fixed and dilated pupil 

of right eye and positive reverse RAPD on the left eye, ptosis, and restricted 

extraocular motilities to superonasal and superotemporal that suggestive of an 

incomplete CN III palsy. The patient was treated with intravenous and continued 

with oral steroids. Over the course after intravenous methylprednisolon, the 
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patient's signs and symptoms started improved. One week after hospitalization, he 

had recovered markedly from the ophthalmoplegia. One month after first admission 

the patient still in the same VA as the first follow up, but there was improvement 

of ptosis.5,6,7 

     Right ocular motility of this patient showed reduction of motion (-1) to 

superotemporal and superonasal with no pain on eye movement. The anterior 

chamber or right eye revealed VH grade III and mild anterior chamber reaction 

(flare +1 and cell +1). The posterior segment examination of the right eye showed 

round optic, blurry border, hypreremia and mild vitreous cells .10,11,12 

     However, HZO uncommonly results in ophthalmoplegia. In a study by Im M et 

al, HZO was diagnosed in 10% of all cases of HZ, and of those HZO cases, 11–

29% went on to develop ophthalmoplegia secondary to the HZ reactivation. This 

means only 1.1–2.9% of all HZ attacks will result in ophthalmoplegia of some form, 

demonstrating how rarely a case like ours occurs. The total incidence of extraocular 

muscle palsy following HZO was reported by Edgerton to be 13%. The oculomotor 

nerve (CN III) is most commonly involved (47% of the time) followed by the 

abducens nerve (CN VI) (23% of the time), and then the trochlear nerve (CN IV) 

(10% of the time). However, there have been documented cases of complete 

ophthalmoplegia (CN III, CN IV, and CN VI palsies occurring concurrently) in 

patients following an outbreak of HZO, estimated to occur 20% of the time by 

Edgerton.10,11,12 

     On an average, HZO-induced ophthalmoplegia occurs 9.5 days after the onset 

of the HZO rash in 75% of cases with a range of 2–42 days. From this patient 

experience in accordance with the estimate as he had signs of ophthalmoplegia that 

worsen three weeks after the onset of the HZO. Ophthalmoplegia has been reported 

to occur concurrently with the HZO outbreak, although this is not the normal 

presentation. Typically, the ophthalmoplegia is self-limiting and results in complete 

or near-complete resolution on its own in 4.4 months on an average in 65–76.5% of 

afflicted individuals. However, duration varies and can range from 2 weeks to 1.5 

years. In some patients, residual ptosis and/or limited ocular motility can last 

indefinitely.4,6,13 
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     Treatment of HZO has historically been with oral antiviral agents and consists 

of: 800 mg of acyclovir 5 times a day, 1000 mg of valacyclovir 3 times a day, or 

500 mg famciclovir 3 times a day for 7–10 days. However, with HZO-induced 

ocular motor palsies the treatment is controversial, because the overall 

pathophysiology of ophthalmoplegia associated with HZO is unclear. One study by 

Theil et al. looked at cranial nerve nuclei in five brains to determine where and how 

Herpes Simplex-1 virus, VZV, and human Herpes Virus type 6 reactivate to cause 

cranial nerve palsies and found that VZV DNA was absent in all the brains studied. 

This finding suggests that the triggering of the nerve palsies is in the cranial nerve 

nuclei and most likely occurs further downstream in the nerve conduction pathway. 

This would be consistent with the current theory of reactivation of VZV in the 

dorsal root ganglia.7,9,14 

     In general, the pathophysiology of HZO is believed to be derived from different 

components: viral infection, inflammatory and immune reactions, vascular and 

neural inflammation, and tissue scarring. As a result one study has suggested 

benefits of concomitant oral and/or intravenous antiviral and oral corticosteroid 

used to decrease both viral load and the resulting neural inflammation; however, 

conclusive statistical evidence remains elusive. This patient was treated with oral 

steroids and blood sugar was monitored regularly as elevated blood sugar is a 

known side effect of systemic steroids and has been reported to be a common cause 

of drug-induced diabetes mellitus. If such a patient experiences unwanted diplopia, 

occlusion or prismatic correction might be beneficial. However, for this patient, it 

was not needed due to the ptosis preventing diplopia.2,15,16 

     One of the most common complications of any herpes zoster outbreak is PHN 

and treatment success remains moderate at best. PHN has no clear definition but is 

loosely defined as “clinically significant pain or painful abnormal sensations 

(allodynia or itch) that persist 3 months or more after rash onset”. One study 

reported the presence of PHN in 15% of patients being treated with antiviral drugs 

compared to 35% of patients not being treated with any antiviral agents at all. PHN 

is much more common in elderly populations than in younger patients. However, 
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PHN does not respond very well to treatment and can lead to depression as the PHN 

can drastically affect patients’ quality of life.1,17,18  

     This patient consulted to Dermato-venerologist of Hasan Sadikin Hospital for 

treating Herpes Zoster of the skin, and had been prescribed neurotropic vitamin 

once daily, hydrocortisone 1% cream two times daily and gabapentin capsule 

300mg once daily. Anticonvulsants such as gabapentin have also been shown to 

relieve the pain of PHN, topical agents such as lidocaine patches or capsaicin 

creams also have been shown to have some efficacy. A newer treatment to reduce 

the risk of HZ is via vaccination, which is an FDA-approved, live attenuated zoster 

vaccine used to boost the cell-mediated immunity against HZ in adults ≥50 years 

old. It is delivered via a single subcutaneous injection. This drug was developed 

based on the Shingles Prevention Study which found individuals who were 

vaccinated had a 51% lower incidence of herpes zoster, a 67% reduction in PHN, a 

61% lower burden of illness, and a 73% reduction in the number of cases with 

severe and long-lasting pain when compared to placebo.2,18,19  

 

IV. Conclusion 

      The manifestation of ptosis with incomplete oculomotor nerve palsy with 

pupillary involvement and atypical optic neuritis secondary to herpes zoster 

ophthalmicus is rarely seen in ophtalmic herpes zoster. However minor symptoms 

are often detected when patients were carefully examined with regard to external 

ocular movements. The improvement of ptosis and visual acuity started after 

methylprednisolon injection and achieved better improvement of ptosis after one 

week after hospitalization. 

 

 

‘ 
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