
including Cosopt, brimonidine and latanoprost, and

oral acetazolamide and manitol. He received surgical

excision of the depot TA but still failed to control IOP.

Therefore, he underwent trabeculectomy and IOP

quickly returned to normal after surgery.

Comment

Secondary glaucoma is a risk with any form of

corticosteroid therapy including topic, systemic,

peribulbar or intravitreal delivery. The biochemical and

morphological changes in the trabecular meshwork

induced by corticosteroid may lead to increased outflow

resistance and IOP rise.8 The corticosteroid-induced

raised IOP when present for a long time may become

irreversible as well as a challenge to resolve for

ophthalmologist. The main advantages of periocular

administration of TA vs intravitreal injection were a

lower risk of endophthalmitis and IOP rise although the

effect in reducing macular edema is not nearly as strong

as is that of intravitreal injection.7,9 Specially, it has been

reported that younger age is a risk factor for a marked

IOP rise after intravitreal TA.2 Therefore, in our clinic, we

choose to administrate TA by PST delivery when patients

are at a younger age (usually o45 years). However,

although intractable glaucoma due to peribulbar

corticosteroids was rarely seen, it still occurred. In our

patient, the IOP was still uncontrolled after excision of

deposited TA and needed trabeculectomy to normalized

IOP. Chew et al.10 found diurnal IOP rise in young

patients with CRVO and stressed that many ‘normal’

patients may be latent glaucoma suspects. This may

predispose these patients to a high IOP response to

corticosteroids and may partly explain the occurrence of

intractable glaucoma in our case.

In conclusion, it is of course important to control

elevated IOP to avoid further optic nerve damage and to

restore retinal circulation. We caution the use of either

intravitreal or PST injection of TA in young patients with

CRVO although we believe that intravitreal or PST

injection of TA is not necessarily contraindicated for

young patients.
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Sir,
Macular hole secondary to X-linked retinoschisis

X-linked retinoschisis (XLR) is a leading cause of

macular degeneration in male children. Stellate foveal

schisis is pathognomonic, with a peripheral retinoschisis

in half the cases. However, a high degree of clinical

variability is observed.1 We report a rare case of

full-thickness macular hole secondary to foveal schisis

in XLR.
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Case report

A 10-year-old male child presented with congenitally

poor vision OU. He had a male maternal cousin with

similar complaints. The best-corrected visual acuity

(BCVA) was 6/18 OD, and 6/60 OS. Anterior segment

was unremarkable bilaterally. Fundus examination

revealed bilateral vitreous veils and generalized retinal

pigment epithelial (RPE) degeneration. Right eye

demonstrated a subtle foveal schisis (Figure 1a). Left eye

showed a large macular hole, with a faint vertical retinal

fold at its nasal margin (Figure 1b). Electroretinogram

revealed selectively reduced b-wave amplitude. Optical

coherence tomography (OCT) showed macular schitic

cavities lined by vertical columns OU (Figure 2); the left

eye additionally had a large full-thickness macular hole.

Retina around the hole was atrophic, especially

temporally. There was no vitreomacular traction

(Figure 2b). Examination of the cousin’s eyes revealed

bilateral foveal schisis typical of XLR; with a similar

b-wave suppression on electroretinogram. BCVA was

6/18 bilaterally.

As the hole was detected incidentally, and vision was

stable, the patient was followed up without intervention.

A year later, he showed no change in the clinical/

electrophysiological status.

Comment

Gass suggested a key role of ‘Muller-cell cone’ in the

pathogenesis of age-related macular hole as well as

congenital XLR. Muller cell cone is the site for foveal

splitting and cyst formation in both the pathologies.2

Inner-retinal degenerative cystic changes and

vitreoretinal traction act in tandem to cause an idiopathic

macular hole.3 In XLR, accumulation of defective

retinoschisin protein within and around Muller cells

results in cystic spaces in multiple retinal layers.1,4

Further, cortical vitreous is strongly adherent to the

internal limiting membrane in some cases of XLR, and

exerts a tangential traction on the macula, dragging it

nasally, particularly when vitreous veils create temporal

redundancy.5,6 Similar traction probably resulted in

Figure 1 (a) Red-free fundus photograph of the right eye
shows a subtle foveal schisis and vitreous veils. (b) Left eye
shows a large macular hole (horizontal diameter: 1450mm). Note
a vertical fold of retina at the nasal border of the hole, and
lustreless, atrophic appearance of the temporal retina with
pigment mottling.

Figure 2 Horizontal optical coherence tomographic scans
through foveal centre: (a) The right eye showing microcystic
cavities with bridging vertical septae in the outer retinal layers.
(b) The left eye has a full-thickness macular hole with perifoveal
cystic spaces in both outer and inner retinal layers, and thinning
of the temporal retina. Note the elevated nasal edge of the hole,
caused by the vertical retinal fold.
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vertical pleating of retina at the macular hole’s nasal rim

in our patient. It is possible that a full-thickness foveal

cyst, formed by coalescence of multilayered microcysts,

was de-roofed by a strong nasal vitreous traction.

A macular hole is, however, extremely rare in XLR.

Vitreomacular traction is not very strong in most cases;

and splitting of the inner retinal layers might slacken

the vertical vector of vitreous traction.7 We could

find only one additional report of a macular hole in

XLR. Unlike our case, the previous report demons-

trated definite anteroposterior vitreomacular traction

causing the hole, with localized retinal detachment.7

Probably due to pre-existing degenerative changes,

our patient experienced no further visual deterioration

attributable to macular hole, and was conservatively

managed.
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Sir,
Retinal diseases in Ibadan

Retinal disease was thought to be uncommon in the

developing countries, hence was not given enough

attention by the blindness prevention programmes.1

Secondly, the equipments needed for treatment were

expensive and difficult to maintain, hence the high cost

of treatment where the equipment are available. These

explained the paucity of trained personnel sub-

specializing in vitreoretinal surgery in the developing

countries such as Nigeria. Retinal disease was found to

be a significant cause of blindness and visual impairment

in Nigeria.2,3

A review of cases seen in the eye clinic of the

University College Hospital, Ibadan during a 5-year

period (November 1998–October 2003) was carried out.

Case files of 395 patients with vitreoretinal diagnoses

were enrolled into the study. Male : female ratio was

1.3 : 1. Peak age of presentation was 60 years and above.

The common diseases noted were macular diseases 141

(35.6%), comprising age-related macular degeneration

(AMD), macular scar, and holes. The elderly, aged 60

years and above carried the burden of retinal disease.

This is explained by the presence of macular diseases

especially AMD. It is an important cause of blindness

and low vision, in Nigeria.2–4 Other workers found the

disease to be uncommon in people of African descent.5–7

All the patients seen were Nigerians. The early type of

AMD with drusens and pigmentary changes

predominates. Because of the difficulties in making

diagnosis of occult subretinal neovascularization, the

prevalence is likely to be higher. Futhermore, the

problems of making accurate retinal diagnoses owing to

lack of trained retinal surgeons coupled with inadequate

facilities made management of AMD and other retinal

diseases an uphill task. Retino-choroiditis occurred

especially in young adults. More than half of the patients

with this condition were below 40 years. Complications

noted were vitreoretinal fibrosis and cataract. Diabetic

retinopathy is a significant cause of posterior segment

disease in this study. As the society urbanizes, the

prevalence of diabetes increases. In a developing country

such as India, diabetes mellitus is a significant cause of

blindness.8 Laser treatment combined with tight control
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