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Editorial

Acute retinal necrosis

This condition, first described in 1971,' is characterised by
acute full-thickness retinal necrosis associated with a retinal
arteritis, which results in retinal destruction. Classically it is
seen in healthy persons ofany age and either sex, and there is
evidence to suggest a viral aetiology.

Viruses implicated in the pathogenesis include varicella
zoster, herpes simplex, cytomegalovirus, and Epstein-Barr.
Why these viruses, which have been around for a long time,
are causing a new disease in man is unknown, but mutant
strains are not considered a likely cause.2 Acute necrotising
retinitis showing many features in common with acute retinal
necrosis has been reported in immunocompromised patients
such as with AIDS or lymphoma.' It is not known whether
the aetiology is more diverse in this group of patients.

Clinically the eye is inflamed with an anterior uveitis and a
marked vitritis. The necrotic lesions in the retina appear
white and may be peripheral or patchy over the entire
fundus. The lesions tend to coalesce, and the vitreous
becomes very cloudy owing to the necrotic debris falling off
the retina. The view of the fundus may become obscured,
and examination ofthe retina by ultrasound can then become
necessary to detect subsequent detachment. The affected
retina becomes destroyed and, when healed, is thinned and
atrophic. The extent of the disease may vary. Some patients
have small lesions confined to the periphery and subsequently
can have a good visual prognosis. In others most of the retina
may become involved, and obviously visual prognosis
deteriorates with posterior pole involvement.

In 36% of cases the second eye becomes involved, usually
within six weeks of the onset of disease in the first eye, but
longer time intervals - up to 11 years - have been reported.
About 75% of eyes develop rhegmatogenous retinal detach-
ments within one to two months of disease onset, with
multiple holes occurring in the thinned atrophic retina.
Profound visual loss can also occur as a result of ischaemic
optic neuropathy due to thrombotic arteriolar occlusion and
infiltration of the optic nerve by inflammatory cells.4 No viral
particles have yet been identified in the vascular endothelium,
in either the retina or optic nerve. The retinal destruction
may occur as a result of direct lytic viral infection or from the
accompanying obliterative vasculitis, choroidal inflam-
mation, and occlusion.
The mainstay of treatment in the acute phase is with

systemic acyclovir therapy, since this drug has a potent
antiviral action against varicella zoster, herpes simplex, and
Epstein-Barr viruses, the commonest viruses to be implicated
in the pathogenesis of this disease.5 The dose of acyclovir
recommended is that which is required for a 50% reduction in
virus plaques in tissue culture (ED50). Oral acyclovir results
in subtherapeutic serum levels, whereas intravenous
administration gives levels in the vitreous three times the

ED50. The main aim of this is to eradicate any
existing virus and so prevent new lesions from developing,
existing lesions from extending, and second eye involvement
if this has not already occurred.
The use of steroids is more controversial. Steroids are

indicated for ischaemic optic neuropathy and for other severe
inflammatory sequelae such as scleritis, but only after
intravenous antiviral therapy has been begun.
Matsuo, Morimoto, and Matsuo in a paper in this issue of

the BJ7O report they found no relationship between the final
visual outcome and the type of virus found, presence of
inflammatory signs, sex of the patient, or, depressingly
enough, the early initiation of intensive therapy. This is
certainly our experience also. Patients who did badly were
over 50 years old and presented with extensive retinal
disease. The question the authors raise is whether, if one can
identify the patients who will do badly, it would be possible
to treat these patients more constructively. Apart from early
initiation of maximal antiviral and steroid therapy, one
wonders whether they are suggesting prophylactic surgery
for retinal detachment. Prophylactic local laser treatment has
been found to be unhelpful in limiting the area of retinal
necrosis. Many of these patients who do develop a rhegmato-
genous retinal detachment require a vitrectomy procedure
with silicone oil tamponade as well as scleral buckling.
Prophylactic scleral buckling alone is unlikely to be success-
ful, and vitrectomy plus silicone oil in an inflamed eye as a
prophylactic therapy is unlikely to be realistic. Consideration
could be given to prophylactic vitrectomy with 3600 endolaser
photocoagulation to patients in the high risk group.
Prophylactic scleral buckling with intravitreal acyclovir was
carried out successfully in two patients with acute retinal
necrosis, but whether they would have had a successful
outcome anyway is of course unknown.6

Given that patients will present to us with established
disease, future more effective treatment is likely to rest on a
greater understanding of the pathogenesis of the retinal
inflammation and destruction, better antiviral drugs, and
appropriate manipulation of the immune system.6
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