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Sir,

Recurrent Visual Loss Secondary to an Iris
Microhaemangioma

A 55-year-old woman presented to our casualty depart-
ment in August 1993 with a history of sudden loss of
vision and mild discomfort in the right eye shortly after
waking up. She described her vision as being roughly
hand movements, followed by rapid improvement half an
hour later. She had had three similar episodes in the pre-
vious 6 months, each occurring shortly after awakening.
On two occasions she had presented to the casualty depart-
ment some 5 hours later and a “mild iritis” was diagnosed.
However, in this particular episode she had also noticed
‘blood in the eye’ on inspection in the mirror. There was
no history of trauma or associated cardiac or neurological
symptoms. Her general health was good.

At the time of examination 2 hours later, her visual
acuity had already improved to 6/6. There was a 1 mm
hyphaema in the right eye with a blood clot at the 6 o’clock
position of the pupillary margin (Fig. 1). Intra-ocular
pressures measured 43 mmHg in the right eye and
18 mmHg in the left with open angles. Ocular and physi-
cal examination revealed no further abnormality.

After treatment with acetazolamide and a topical beta-
blocker, her intraocular pressure stabilised with complete
resolution of the hyphaema by the next day. At the site of
the previous clot on the pupillary margin, a small tuft
could be seen at high magnification. There was also a
small iris remnant on the lens capsule, which disappeared
over the following few days. A full blood count, clotting
screen and urine analysis were normal.

It seems likely that the source of the hyphaema was an

Fig. 1. The right eye showing a 1 mm hyphaema and a blood
clot at the 6 o’ clock position of the pupillary margin.
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iris microhaemangioma at the pupillary margin. Larger
vascular malformations of the iris have previously been
documented by Fuchs.' Cobb et al.” described over 100
cases of ‘vascular tufts’ at the pupillary margin. They
found an association with diabetes mellitus and myotonic
dystrophy. These tufts occasionally bleed and because of
rapid resolution, may mimic amaurosis fugax. They are
thought to represent microhaemangiomas and fluorescein
studieshave revealed them to be more numerous than can
be detected by direct inspection.’

This particular case serves to remind us that in any
patient who complains of transient loss of vision
suggestive of amaurosis fugax but who is not examined
very soon after, an iris microhaemangioma ought to be
considered. especially if a few cells are later detected in
the anterior chamber. Its recurrent nature shortly after
awakening has not, to our knowledge, previously been
described and we wonder whether the formation of a small
posterior synechia coupled with pupillary dilatation fol-
lowing sleep miosis may account for this type of presen-
tation. The patient may describe seeing ‘blood in the eye’
on looking in the mirror. A history of erythropsia or red
desaturation may suggest the presence of blood in the
anterior chamber. Gonioscopy may be useful in revealing
a small resolving hyphaema. Unnecessary investigations
and treatment of the carotid circulation may thus be
avoided.

Frank G. Ah-Fat
Christopher R. Canning

Southampton Eye Unit
Southampton General Hospital
Tremona Road

Southampton SO16 6YD

UK

References

1. Fuchs E. Naevus pigmentosus und naevus vasculosus der Iris.
Graetes Arch Clin Exp Ophthalmol 1913:86:155-69.

2. Cobb B, Shilling JS, Chisholm IH. Vascular tufts at the pupillary
margin in myotonic dystrophy. Am J Ophthalmol 1970:69:
573-82.

3. Rosen E, Lyons D. Microhaemangiomas at the pupillary border.
Am J Ophthalmol 1969:67:846-53.

Sir,
Scleritis Associated with Coxsackle B Type S Infection

A variety of ocular complications has recently been
described as accompaniments, usually rare, of Coxsackie



358

B virus infections. These include chorioretinitis,' optic
papillitis® and panuveitis.” We describe a case in which
scleritis was associated with prolonged systemic upsct.
Coxsackie B5 was cultured from mucous membranes.

Case Report

A 32-year-old man presented in late summer with a 5 day
history of headache, myalgia and fever of sudden onset. His
eyes had become red and photophobic within 24 hours of the
onset of symptoms. His general practitioner had prescribed
erythromycin and co-dydramol. His past history was unre-
markable, and he had not been abroad for over | year.

On examination he was pyrexial (38°C). There was
generalised muscle ache and tenderness. Apart from sinus
tachycardia (95 beats/min) the cardiovascular, respiratory
and alimentary systems were normal. He was seen by an
ophthalmologist who diagnosed uveitis and started treat-
ment with topical steroids. Erythromycin was stopped.

Investigations

A full blood countrevealed: haemoglobin 12 g/dl, white cell
count 9.1 x 10°1 (monocytosis 2.1 x 10%/1), platelets
143 x 10%1. The erythrocyte sedimentation rate was
>100 mm/hour. Serum chemistry was normal. The chest
radiograph was normal. The angiotensin converting enzyme
level was normal. Viral cultures of the pharynx. conjunctiva
and perianal region all grew Coxsackie B type 5.

The patient’s systemic symptoms gradually improved but
his eyes remained painful. A further ophthalmic assessment
2 weeks after presentation showed sclerouveitis. the uveitic
element being very mild. The vitreous was free of cells, but
in each retina there was a single cotton wool spot, and a
small peripheral haemorrhage in one. Acuity was 6/12 in
each eye, but there was no disc or macular oedema. Treat-
ment was begun with ibuprofen, 400 mg four times daily,
and topical steroids continued. Symptoms and signs began
to resolve rapidly. Acuity was 6/6 in each eye after a week.
After 2 weeks the patient stopped the ibuprofen, but
improvement continued until a mild relapse of scleritis
occurred after another 11 days. Resolution again followed
reintroduction of ibuprofen; this was gradually withdrawn
with the topical steroids over the next 10 weeks. Repeat viral
studies, blood count and erythrocyte sedimentation rate
were normal after | month. The patient made a full clinical
and ophthalmological recovery.

Discussion

Of the viruses well known to produce intraocular
inflammation most belong to the herpes family”* and are
increasingly recognised against a background of immuno-
suppression. Coxsackie virus belongs to the enterovirus
family, which includes Coxsackie A and B. poliovirus,
echovirus and enterovirus serotypes 68—72. They are asso-
ciated with a range of febrile illnesses, and enterovirus
type 70 and Coxsackie virus A type 24 cause acute haem-
orrhagic conjunctivitis (AHC). This emerged in 1969 and
has since reached pandemic proportions in many parts of
the world.™ Several outbreaks of severe uveitis associated
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with echovirus type 11 infection in infants have been
reported from Russia.”* The present case has many of the
features of an enteroviral infection, including the systemic
symptoms and occurrence in the summer months. We
believe it is the first recorded association of Coxsackie B
and scleritis. The almost simultaneous onset of ocular and
systemic symptoms suggests that the scleritis resulted
directly from the viraemia, presumably from induced vas-
culitis. Fluorescein angiography was not indicated in this
case, but might have provided more evidence of vasculitis
in the eye.

Although most enterovirus-related ocular disease has
been hitherto sporadic, the epidemic enteroviral uveitis
described in Russia was of a particularly severe pattern: in
one series 43 of 56 children had permanent damage.’
Enteroviruses tend to cause epidemics. New associations
with various serotypes are continually being described,
and often spread rapidly (cf. AHC). If enteroviral uveitis
or scleritis causing long-term damage occurred in
numbers similar to those of AHC there would be serious
health care implications.

A.J. Godkin, MA, MRCP

Chelsea and Westminster Hospital
369 Fulham Road

London SWi0 9NH

UK

W. J. Dinning, FRCS, MRCP, DO
M. G. Anderson, MD, MRCP

West Middlesex University Hospital
Isleworth

Middlesex TW7 6AF

UK

References

1. Hirakata K, Oshima T, Azuma N. Chorioretinitis induced by
Coxsackievirus B4 infection. Am J Ophthalmol 1990:109:
225-7.

. Spalton DJ, Murdoch I. Holder GE. Coxsackie B5 papillitis.
J Neurol Neurosurg Psychiatry 1989:52:1310-1.

3. Forster W, Bialasiewicz AA, Busse H. Coxsackievirus B3-asso-

ciated panuveitis. Br J Ophthalmol 1993;77:182-3.

4. Kaplan HJ, Dinning WJ. Virus-induced diseases of the eye: the

role of herpes viruses in retinitis. Microbiol Sci 1988;5:376-9.

5. Mirovic RR, Kono R, Yin-Murphy M, Sohier R. Schmidt NJ,

Melnick JL. Enterovirus type 70: the etiologic agent of pandemic
acute haemorrhagic conjunctivitis. Bull World Health Organ
1973;49:341-6.

6. Higgins PG, Chapman TED. Coxsackievirus A24 and acute

haemorrhagic conjunctivitis in Sri Lanka. Lancet 1977;1:361.

7. Lashkevich VA, Umanskaya SV, Koroleva GA, Zmeikova TG,

Bazyl VA, Mostinsky SZ, eral. An outbreak of enteroviral uveitis
in children from Omsk, 1987-1988. Vopr Virusol 1990;35:33-8.

8. Laskevich VA, Koroleva GA, Katargina LA, Bazyl VA, Uman-

skaya SV, Tevelenok OG, er al. Geographic distribution of
enteroviral uveitis in the USSR. Vopr Virusol 1990;35:315-22.

19

Sir,
‘Roller-Coaster Glaucoma’: An Unusual Complica-
tion of Marfan’s Syndrome

A 32-year-old man had been diagnosed as having Mar-
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