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Fig. 2. (a) Photomicrograph of H&E stain. Scale 1:200. (b) Photomicrograph of Masson-Fontana stain illustrating melanin staining black. Scale 
1:200. (c) S100 and (d) HMB-45 immunoreactivity. Scale 1:200. 

Diagnosis can be difficult, especially in amelanotic 
lesions, which show no evidence of melanin on staining. 
Immunochemistry confirms the diagnosis, as melanomas 
characteristically are immunoreactive for S100 protein 
and HMB-45 (melanin-specific antigens). They are 
immunonegative for cytokeratin, lymphoid and 
neuroendocrine markers. 

Approaches to treatment vary, but surgical resection 
with radiotherapy seems to provide the best prognosis.4 
Radiotherapy alone may be effective in controlling local 
tumour spread and limiting size but is not effective in 
completely eradicating the tumour. It is therefore more 
often used in conjunction with surgical resection and in 
this context may improve survival.4 The value of 
adjunctive chemotherapy and immunotherapy has not 
been well proven.l 

Survival rates of patients with mucosal malignant 
melanoma arising in the nose and paranasal sinuses are 
poor with a mean survival of between 21h and 3V2 years. 
Less than 1% of patients survive for 10 years.6,7 Prognosis 
seems unrelated to the size, site or pigmentation of the 
tumour and death is usually from local invasion or 
systemic metastases? 

In summary, although sinonasal melanoma is rare, it 
should nonetheless be considered in the differential 
diagnosis of both a medial canthal mass and non-axial 
proptosis. 
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Sir, 

Recurrent Optic Disc Edema with a Macular Star 

(ODEMS) 

Neuroretinitis is a term which encompasses a 
heterogeneous group of disorders characterised by 
reduced visual acuity, optic disc oedema and 
peripapillary exudates which often form a macular star.l 
The majority of cases are of unknown aetiology and 
typically there is spontaneous improvement in visual 
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acuity without recurrence.! Brazis and Lee2 have 
highlighted that the term neuroretinitis is a misnomer in 
idiopathic cases and coined the term Optic Disc Edema 
with a Macular Star (ODEMS) to distinguish between the 
majority of cases with primary optic nerve disease and 
the minority of cases which have all the signs of 
neuroretinitis and are associated with infectious causes. 
Purvin and Chioran3 have reported seven atypical 
recurrent cases of optic disc oedema with a macular star 
without visual recovery and bilateral involvement in five 
patients? We present a case of recurrent ODEMS with 
bilateral involvement and progressive visual loss. 

Case report 

A 48-year-old man with a 27-year history of recurrent 
episodes of visual loss and optic disc oedema presented 
with acute, painless left visual loss and dyschromopsia. 
He first presented at age 21 years with reduced visual 
acuity in the right eye, right optic disc oedema and 
peripapillary haemorrhages which resolved without 
treatment after 1 week. A recurrence 7 years later was 
characterised by a right visual acuity of 1/60, a right 
relative afferent pupil defect, right disc oedema with a 
macular star but a normal left eye. Goldmann field 
examination and electrophysiological testing revealed a 
right superior arcuate scotoma and an absent right visual 
evoked response respectively, but all other 
haematological, biochemical and radiological 
investigations were normal. Oral steroid therapy resulted 
in improvement of right acuity to 6/12. Four identical 
episodes involving the left eye occurred over the next 7 
years with full recovery after oral steroid therapy. 
Although fluorescein angiography showed leakage from 
the optic disc during one episode, extensive systemic 
investigations were normal at all times. 

Visual loss recurred in the right eye 6 years later, 
coinciding with a period of excess alcohol intake. 
Neurological investigations including an MRI brain scan 
were normal but vitamin B replacement therapy was 
started as toxic optic neuropathy was suspected. The 
right visual acuity subsequently improved to 6/12. 
Despite a reduction in alcohol consumption, three further 
episodes of visual loss occurred in the right eye over the 
following 2 years. Again the clinical findings included 
visual acuity of 6/60, a relative afferent pupil defect and 
optic disc oedema, but after the last episode the vision 
remained at 6/18. For the first time there was 
simultaneous bilateral involvement during one episode, 
with reduction of the vision in the left eye to 6/24 which 
subsequently resolved. Molecular genetic analysis for the 
common mutations associated with Leber's hereditary 
optic neuropathy performed at this time was normal. 

Clinical examination during the latest episode 
demonstrated visual acuities of 6/60 and 6/24 in the 
right and left eyes respectively, bilateral light near 
dissociation and abnormal colour vision testing. 
Confrontational fields testing demonstrated bilateral 
gross constriction with central sparing. Slit-lamp 
examination revealed a mild anterior uveitis, tonic pupils 

Fig. 1. Fundal photograph showing a left macular star. 

(with bilateral positive pupillary denervation 
hypersensitivity reaction to pilocarpine 0.125%), right 
optic atrophy and left disc oedema with a temporal 
peripapillary haemorrhage. Intravenous 
methylprednisolone (250 mg q.d.s.) was commenced 
followed by oral prednisolone tapered to a maintenance 
dose of 10 mg per day over 2 weeks. A left macular star 
developed 11 days later (Fig. 1). Repeated 
haematological, biochemical and radiological 
investigations were normal. Six weeks after this 
presentation visual acuity had improved to 6/24 in the 
right eye and 6/36 in the left, with bilateral optic disc 
atrophy and resolution of the left macular star. 

Comment 

The entity of optic disc oedema and macular exudate first 
described by Leber in 19164 is now recognised as an optic 
neuropathy distinguishable from optic neuritis by 
extreme permeability of the neuronal vasculature leading 
to lipid exudation and formation of a characteristic 
macular star.s The term 'neuroretinitis' is now reserved 
for cases of proven infective aetiology or cases with 
multifocal areas of retinitis. A new acronym, ODEMS 
(Optic Disc Edema with a Macular Star), describes the 
majority of cases with primary optic nerve disease.2 
Previous authors have suggested that an autoimmune 
vasculitis is the underlying pathological process in 
ODEMS, but no associated serological or systemic 
manifestations of autoimmune disease have been 
reported? Equally no systemic or serological 
manifestations of infection have been associated with 
ODEMS to date. 

While ODEMS is characteristically an idiopathic, self
limited condition with good visual outcome, two 
previous reports describe recurrent cases with 
progressive visual loss, optic disc oedema and macular 
stars similar to this report.2•3 These previous reports also 
demonstrated that recurrences of ODEMS resulted in 
poor visual outcome, particularly when associated with 
disc-related visual field and relative afferent pupillary 
defects, but do not comment on any pupillary signs 
suggestive of an associated autonomic neuropathy,z·3 



Although effective prophylactic treatment of recurrent 
ODEMS with prednisolone and azathioprine sodium has 
been described, the number of reported cases to date are 
insufficient to determine whether immunosuppression is 
the treatment of choice? 
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Sir, 

Acute suprachoroidal haemorrhage in a patient treated 

with streptokinase for myocardial infarction 

The risk of death following an acute attack of myocardial 
infarction has been shown to be reduced by 10-50% 
following thrombolytic therapy.1 However, systemic 
administration of these agents can cause a variety of 
haemorrhagic complications. We describe a patient who 
lost all vision in one eye due to suprachoroidal 
haemorrhage. 

Case report 

A 78-year-old hypermetropic woman presented to the 
accident and emergency department with chest pain. Her 
blood pressure was 140/80 mmHg and the results of a 
full blood count and urea and electrolytes were normal. 
An electrocardiogram confirmed an anterior myocardial 

infarction. She was given 300 mg aspirin and after ruling 
out contraindications to thrombolysis, 1.5 million units of 
streptokinase were administered intravenously in 100 ml 
of normal saline over 1 h. Eight hours later she 
complained of blurred vision in her left eye. The best 
corrected visual acuities were hand movements in the 
left eye and 6/9 in the right. Examination of both anterior 
segments were normal. Ophthalmoscopy showed a left 
superior retinal detachment with peripapillary subretinal 
haemorrhage and preretinal haemorrhage inferior to the 
fovea. No retinal breaks were identified. The right 
fundus was normal. 

Twenty-four hours later, large 'kissing choroidals' 
(Fig. 1) were seen in the left eye, dropping the visual 
acuity to light perception. The iris lens diaphragm was 
pushed forward causing shallowing of the anterior 
chamber and a secondary angle closure glaucoma. The 
intraocular pressures (lOPs) were 58 mmHg in the left 
eye and 15 mmHg in the right. B-scan ultrasonography 
confirmed the presence of extensive choroidal 
detachments, a superotemporal retinal detachment and 
suprachoroidal haemorrhage. 

The raised lOP was treated with oral acetazolamide 
and a topical prostaglandin synthetase inhibitor. Two 
days later the left visual acuity was light perception but 
the anterior chamber had deepened and the choroidal 
detachments were smaller. The lOP was 14 mmHg, and 
all ocular hypotensives were stopped. A B-scan 2 weeks 
after streptrokinase treatment showed an extensive left 
retinal detachment, underlying resolving choroidal 
detachments and suprachoroidal haemorrhage. The 
visual acuity, anterior chamber depth and lOP remained 
unchanged. 

At 6 weeks follow-up the visual acuity had dropped 
to no perception of light. A repeat B-scan showed dense 
intra-gel haemorrhage. The choroidal detachments and 
suprachoroidal haemorrhage had almost settled; the 
retinal detachment persisted. At the final follow up, 4 
months after streptokinase treatment, there was still no 
fundal view due to persistent vitreous haemorrhage. A 
B-scan showed the choroidal detachment had settled 
significantly and the retina was flat. Vision was still no 
light perception. 

Fig. 1. B-scan ultrasonography of the left eye showing large 'kissing 
choroidals' 
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