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Bilateral ocular surface
squamous neoplasia: a
clinicopathological case report
Ocular surface squamous neoplasia (OSSN)
was first described by Lee and Hirst1 as an
umbrella term that encompasses intraepithe-
lial and invasive squamous cell carcinoma of
the conjunctiva and cornea. The incidence of
OSSN ranges from 0.02 to 3.5 per 100 000
population and varies geographically, with
greater frequency near the equator.
Generally, it is a slow growing tumour that
rarely metastasises, but is capable of causing
extensive local tissue destruction. Bilateral
OSSN is extremely rare2–7 and offers a unique
opportunity to study the biological character-
istics of bilateral OSSN of the conjunctiva.
The following case report describes the
clinical presentation, histopathology, and
immunohistochemical evaluation of tumour
proliferation markers of a patient diagnosed
with bilateral OSSN.

Case report
An 86 year old white woman was referred
to the Doheny Eye Institute because of
redness in her right eye that had deve-
loped over a period of several months.
She had undergone a mastectomy in
1954. She had no history of ocular
trauma, toxin exposure, or tobacco use. Her
brother and sister died from liver cancer.
An ophthalmic examination revealed a
visual acuity of 20/100 in each eye.
Ectropion and indurated lower eyelid mar-
gins were present bilaterally with no loss
of cilia. A closer examination revealed a
thickened epithelium that lined the palpebral
conjunctiva and cul del sac of the right
eye (fig 1A). The left lower palpebral con-
junctiva showed similar changes. However,
there was a focal nodule on the inferior
bulbar conjunctiva (fig 1B).

The patient underwent a biopsy of the right
palpebral conjunctiva. Histopathological
examination of the specimen revealed

Figure 1 (A) Microphotograph showing the KAI1 expression in control lymphoid follicle of the
tonsil (magnification 6 200). (B) Microphotograph showing the intense membrane immunoreactivity
of KAI1 in retinoblastoma with no invasion (magnification6 200). (C) Microphotograph showing
the weak KAI1 immunoreactivity of tumour cells invading the lamina cribrosa of the optic nerve
(magnification 6 100). Inset shows negative KAI1 in tumour cells at the surgical end of optic nerve.
(D) Microphotograph showing the negative KAI1 immunoreactivity of tumour cells at the metastatic
site in the submandibular region (magnification6 200).

Figure 1 (A) Clinical photograph of
the right eye showing diffuse
thickened epithelium involving the
palpebral conjunctiva and cul de sac.
(B) Clinical photograph of the left eye
showing irregular thickened
epithelium and a focal mass noted on
the inferior bulbar conjunctiva. (C)
Photomicrograph from the left
conjunctival biopsy showing
squamous cell carcinoma in situ.
Note that multiple abnormal mitotic
figures (inset) are present
(haematoxylin and eosin; original
magnification 6 250; inset 6 325). (D)
Immunohistochemistry for human
papillomavirus (HPV) showing
positive staining in majority of the
tumour cells (original magnification
6 250).
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acanthotic epithelium with squamous meta-
plasia, occasional dyskeratotic cells, paraker-
atosis, and hyperkeratosis. Multiple
abnormal mitotic figures were present. The
basement membrane was intact, and a
diagnosis of conjunctival squamous cell
carcinoma in situ was diagnosed. A subse-
quent biopsy of the left conjunctiva revealed
full thickness squamous metaplasia of the
epithelium with acanthotic and marked
dysplastic changes. Multiple abnormal mito-
tic figures were seen and the basement
membrane was also intact, with an extensive
chronic inflammatory cell infiltrate in the
stroma (fig 1C). These findings were also
consistent with a diagnosis of squamous cell
carcinoma in situ of the conjunctiva.

Immunohistochemical analysis (Dako,
Carpinteria, CA, USA) revealed that neoplas-
tic cells were positive for pankeratin, human
papillomavirus (HPV) (fig 1D), and Ki-67
(MIB-1) in both specimens. Moreover, both
biopsies indicated the presence of a few bcl-2
positive cells. The right eye biopsy was p53
positive and the left was p53 negative. The
immunohistochemically positive cells were
counted by methods described previously.8

Table 1 summarises the immunohistochem-
ical findings of both biopsies. Because of the
patient’s fragile health, surgical intervention
was deferred and she was treated with topical
mitomycin C in both eyes. At the follow up
examination 13 months after the biopsy, a
mass was found in the right lower palpebral
conjunctiva, but there was no evidence of
such lesion in the left conjunctiva or
metastasis.

Comment
The aetiology of bilateral OSSN remains
unclear. Causative factors that are believed
to contribute to the development of unilateral
OSSN include ultraviolet light exposure,
ocular trauma, predisposing genetic factors,
and infection with HPV. Previous reports
have provided convincing evidence of an
association with HPV type 16 in some cases
of bilateral conjunctival dysplasia.3 4 It has
been postulated that the interaction between
HPV and ultraviolet light may have a role in
the development of HPV related tumours in
patients who are exposed to the sun.9

However, both conjunctival lesions in the
present case were located in areas that were
not exposed to sunlight, suggesting a possi-
bility that HPV infection in both eyes may
have led to the development of bilateral
OSSN.

Conjunctival OSSN has been described as a
slow growing, well differentiated tumour of
low grade malignancy that responds to local
excision and rarely metastasises. Immu-
nohistochemical studies of bilateral lesions
allow comparison of the proliferative potency
in both eyes, and offer a unique opportunity

to study some biological aspects of bilateral
tumours under the same environmental
conditions at the same point in time. In
recent years p53, bcl-2, and MIB-1 have been
used as markers of proliferative potency.8 10

The p53 gene is a common cellular target in
human carcinogenesis and is thought to have
an important role in cellular proliferation. In
contrast with the wild type p53, mutants of
the p53 gene produce an abnormal protein
with a long half life and are thus immuno-
histochemically detectable. Also, p53 has
been reported to be a prognostic marker in
several tumours.8 10 Bcl-2 is a proto-oncogene
that is thought to have a role in oncogenesis
by inhibiting programmed cell death and
preserving cells from p53 induced apoptosis.8

However, the mutant p53 protein also
induces apoptosis and decreases the expres-
sion of bcl-2 proteins. Mahomed et al8

suggested that the interplay between the
effects of the increased mutant p53 proteins
and the absence of bcl-2 expression in
tumorigenesis may promote clonal expan-
sion, leading to progressively increased
genomic instability. The synergy of the
presence of mutant p53 and absence of bcl-
2 in the present case might have allowed the
progression of the tumour in the right
conjunctiva.

Ki-67 is a nuclear antigen expressed in all
stages of the cell cycle except the resting
stage. MIB-1 is a monoclonal antibody that
recognises the Ki-67 antigen, which is a
marker of cellular proliferation and reported
to be a prognostic factor for various cancers.
The high immunoreactivity of MIB-1 in
conjunctival OSSN is usually associated with
highly aggressive tumour growth.8 Our
results demonstrate a higher immunoreactiv-
ity of MIB-1 in the right conjunctival speci-
men. These findings indicate that the right
conjunctival specimen is more aggressive
than the left, and is consistent with this
patient’s clinical course.

In conclusion, this case represents a rare
example of conjunctival pathology: OSSN as
a bilateral tumour. To our knowledge, this is
also the first report that compares the right
and left biopsies of conjunctival OSSN by
immunohistochemical analysis of potential
oncogenic factors. Enhanced expression of
MIB-1 and presence of mutant p53 protein in
the absence of bcl-2 may contribute to the
aggressive biology of OSSN.
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Employing endoscopic guidance
for placement of a black
diaphragm aniridia intraocular
lens following destructive
Acanthamoeba sclerokeratitis
Anterior segment reconstruction can be
particularly challenging when anatomic land-
marks are lost. We describe a case of
destructive Acanthamoeba sclerokeratitis
resulting in aniridia, aphakia, loss of limbal
architecture, and corneal opacification that
was approached surgically with penetrating
keratoplasty and placement of a black dia-
phragm aniridia intraocular lens under endo-
scopic guidance.

Case report
Our patient, a 48 year old female contact lens
wearer, was diagnosed with Acanthamoeba
keratitis in June 2000. Before our evaluation,
she had been treated with tobramycin and

Table 1 Comparative immunohistochemical findings

Right conjunctival biopsy Left conjunctival biopsy

Immunohistochemical marker
Pankeratin + + + + + + + +
HPV + + + + + + + +
P53 + + + + 2

Bcl-2 2 2

MIB-1 + + + + +

2 = 5% or less positive cells; + = 6% to 25%; + + = 26% to 50%; + + + = 51% to 75%; + + + + = more
than 75%.
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dexamethasone ointment, topical trifluridine,
oral acyclovir, oral prednisone, and topical
prednisolone acetate 1%. We diagnosed
Acanthamoeba keratitis and began aggressive
treatment with polyhexamethyl biguanide,
chlorhexidine, and oral clotrimazole. By
January 2001, she was culture negative, but
had developed necrotising sclerokeratitis
with limbal involvement, dense corneal opa-
cification, and descemetocoele formation.
Urgent penetrating limbal keratoplasty was
performed. Upon placement of the lid spec-
ulum, spontaneous perforation of the cornea
occurred with prolapse of the lens and
necrotic iris. We performed a 12.5 mm
diameter keratolimbal resection, removed
residual lens and necrotic iris, and performed
anterior vitrectomy. A 13.0 mm keratolimbal
graft was placed and covered with an
amniotic membrane graft. (fig 1)

Eighteen months later, the patient had
negative cultures, a quiet eye, an opaque
corneal graft, controlled intraocular pressure,
and counting fingers vision with projection to
all four quadrants. However, the patient
complained of severe glare and light sensi-
tivity. Soft contact lens wear was unsuccess-
ful because of irregular postsurgical
topography. After extensive discussion, this
highly motivated patient elected to pursue
further anterior segment reconstructive sur-
gery to address the aniridia, aphakia in the
absence of capsular support, and corneal
opacity.

Penetrating keratoplasty and implantation
of a sulcus fixated Morcher 67F black
diaphragm polymethylmethacrylate lens was
planned. External landmarks for transscleral
suture fixation had been lost due to infec-
tious necrosis and the large keratolimbal
graft. Instead, suture placement was guided
by an ocular endoscope (URAM E2
MicroProbe Laser System, EndoOptiks, New
Jersey, USA). Following excision of an
8.0 mm diameter corneal button, a 10–0
prolene suture on an STC-6 needle (Ethicon
Inc, New Jersey, USA) was passed externally
under a scleral flap and viewed internally via
the endoscope as it entered the ciliary sulcus.
The suture was passed through the lens
fixation loop. A 25 gauge needle was passed
externally into the ciliary sulcus under endo-
scopic visualisation, the STC-6 needle was
passed into its bore, and the complex guided
out of the eye. This process was repeated for
the opposing haptic, the sutures were tied,
and an 8.0 mm donor button was placed. In
the early postoperative period, the intraocular
lens was positioned without obvious decen-
tration or tilt, and the patient reported
substantial improvement in her glare symp-
toms.

Comment
A black diaphragm intraocular lens design
allows simultaneous treatment of aniridia
and aphakia.1 The Morcher 67F has a
13.5 mm length, 10 mm diameter optic, and
a 5 mm central clear zone. Precise haptic
capture in the ciliary sulcus is necessary to
minimise risks of haptic-optic crowding,
mechanical irritation, and tilt or decentration
of a small optic zone. Unfortunately, lens
decentration and tilt is commonly observed
following transscleral fixation of lenses.2 3

This can be attributed to suboptimal haptic
position following blind passage of fixation
sutures.3 Althaus and Sundmacher have
described the usefulness of direct endoscopic
visualisation in eyes undergoing transscleral
suture lens fixation.4 In our patient, accurate
lens position was critical, and the risk of lens
malposition high, given her unfavourable
anatomy. Our experience confirms that endo-
scopic visualisation is valuable for the place-
ment of transscleral lens fixation sutures,
particularly when surgical landmarks are lost
and when mild lens malposition might
adversely affect the surgical outcome.
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Figure 1 Endoscopic view of the STC-6 needle
as it enters the ciliary sulcus.

A video clip of this
procedure is available
on the BJO website
(www.bjophthalmol.com)

MAILBOX

Variant CJD and tonometry
We read with interest the paper by Lim et al.1

The authors interestingly showed the impor-
tance of tonometer head wiping in reducing
corneal epithelial cell count and the signifi-
cance of damaged prism surfaces in trapping
debris. They hypothesised the possible risk of
variant Creutzfeld-Jakob disease (vCJD)
transmission from cornea epithelial cells

present on the tonometer surface. The ques-
tion is really one of what constitutes the
infectious dose of vCJD for this mode of
transmission, and this is currently unknown.

There has been one definite, one probable,
and two possible cases of CJD through
corneal transplantation but one can hardly
compare the prion load in a full thickness
corneal graft with a mean epithelial cell
count of 9/10 (after wiping or wipe/Milton).
Two of the four cases of transmission had
had multiple graft procedures.

The evidence from animal studies on CJD
infected corneal transmission is also variable.
Herzberg transplanted CJD infected corneas
onto two Capuchin monkeys; both remained
disease free for up to 4 years.2 Manuelidis et al
showed transmission of CJD when infected
corneas were placed directly into the anterior
chamber of uninfected guinea pigs3 but did
not show transmission of CJD after penetrat-
ing keratoplasty. Tateishi injected emulsified
CJD infected cornea into the brains of six
mice and only one developed characteristic
changes after 2.8 years.4

These studies certainly suggest that an
intraocular/intracerebral delivery must be
needed for transmission but even then, the
inocula that produced disease after intracer-
ebral inoculation only irregularly transmit
disease after peripheral (intraocular) inocu-
lation.5 In addition, host genetic factors
(homozygosity at codon 129) will also deter-
mine the risk of susceptibility.6 There is also
convincing evidence that the agent strain and
host genotype will determine whether ocular
involvement even occurs in experimental
rodent models of scrapie.7

More recently, western blot analysis on
eyes of patients that had been infected with
sporadic CJD and vCJD8 confirmed earlier
results (also in human eyes) that PrPSc could
only be detected in the retina and not in
cornea or sclera. From the evidence, the risk
of transmission from tonometry would sug-
gest this to be more theoretical than practical,
and may be reduced further—as the authors
suggest—by adequate wiping or regular
replacement of tonometer prisms. The ques-
tion of risk can only be truly resolved by
transmission studies using primary human
diseased eye tissue.
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Intravitreal triamcinolone
acetonide for exudative age
related macular degeneration
We read the article by Jonas et al on
intravitreal triamcinolone injections for exu-
dative age related macular degeneration with
interest.1 The paper stated that visual acuity
increased significantly (p,0.001) from 0.16
(SD 0.11) to a mean maximum of 0.23 (0.17).
The authors therefore picked the best from
one of up to 10 postoperative visual acuity
measurements and compared it with a single
preoperative visual acuity measurement. This
is misleading the reader regarding the true
effectiveness of the treatment.

The Macular Photocoagulation Study
Group found that the differences in between
two repeated tests were one line or more in
13% of cases and the differences were great-
est in patients with visual acuity of 20/100 or
worse.2 By taking up to 10 postoperative
measurements, Jonas et al greatly increased
the chances of a positive result. The differ-
ence between mean pre-injection 0.16 (20/
125 or 6/36) and best mean postoperative
0.23 (20/87 or 6/26) was less than one line on
the Snellen chart.

Their table 1 gave the mean visual acuity
pre-injection and at various time intervals
post-injection. At 1 and 2 months, the p
values were 0.04. It was unclear whether the
p values were one or two tailed but both were
described as not significant (NS) in table 1.
Multiple significance testing at each of a
number of time points is generally not
recommended—if it is done, some kind of
adjustment to the p values is needed.3 4

Looking at the results presented in table 1,
readers might conclude that triamcinolone
had a transient and doubtful beneficial effect
on the visual acuity.

The authors go on to further analyse the
results into improvements of three and six or
more lines. The vision was tested on a Snellen
chart which has irregular steps. Three or six
lines do not therefore represent a constant
change in visual angle (as in a logMAR chart)
and therefore the analysis was confusing.

Variations in intraocular pressure of 5 or
6 mm Hg occur diurnally in normal indivi-
duals as well as glaucomatous patients.5–7

While there is little doubt that triamcinolone
may affect the intraocular pressure, the
comparison of the baseline with the highest
value (p,0.001) was misleading as was the
comparison of the highest value with that at
7 months (p,0.001). Of more interest might
be the number of patients who had very high
levels (the range extended to 64 mm Hg) and
whether these very high intraocular pressures
responded to treatment.

The authors’ experience in using triamci-
nolone is well recognised. We congratulate
them on an otherwise excellent piece of work.
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Authors’ reply
We thank Wong and colleagues very much
for their interest in our study.1 We agree with
them that comparing a single preoperative
measurement with the best out of a series of
postoperative measurements gives a tendency
towards a falsely high increase in visual
acuity after the triamcinolone acetonide
injection. That there was an increase in visual
acuity after the injection in some patients,
however, may have been demonstrated in
table 1 giving the visual acuity measurements
before and after the application of triamci-
nolone acetonide. At 1 and 2 months, the
difference from the preoperative values was
significant with a p value of 0.04.
Unfortunately, the values are described as
non-significant in what is a typographical
error in the manuscript. We regret this error.
The authors agree with Wong and colleagues,
that the effect of triamcinolone acetonide is
temporary, and that repeated injections may
be necessary. In some patients, repeated
intravitreal injections of triamcinolone aceto-
nide were associated with repeated re-
increase in visual acuity.2

We also agree with Wong and coworkers
that comparing the preoperative intraocular
pressure measurement with the highest value
during the follow up again falsely increased
the number of ocular hypertensive subjects
after the injection. In this matter, however, it
was not in favour of the treatment since it
artificially increased the number of patients
with unwanted side effects. Concerning the
number of patients with very high intraocular
pressures after the injection, a preliminary
analysis shows that about 1% of the eyes
injected will need filtering surgery (own
data).

The authors would like to thank Wong and
colleagues for constructively commenting on
the study and pointing out, as did the
authors, that the intravitreal injection of
triamcinolone acetonide as treatment for
exudative macular degeneration is still in
clinical evaluation and that its therapeutic
effect has not been proved so far. This may be
even more important as a recent randomised
study using 4 mg triamcinolone acetonide
did not demonstrate an effect on the risk of

loss of visual acuity during the first year of
the study in eyes with classic choroidal
neovascularisation.3 A significant anti-angio-
genic effect, however, was found 3 months
after treatment. In view of the anti-angio-
genic, anti-inflammatory, and anti-oedema-
tous effects of intravitreal triamcinolone,
further randomised trials using different
doses of triamcinolone acetonide in eyes with
different types of subfoveal neovascularisa-
tion may be warranted.
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Viscosurgery in diabetic
vitrectomy
Grigorian and colleagues recently recounted
their experience of using viscosurgery to
remove epiretinal membranes (ERMs) from
eyes with proliferative diabetic retinopathy
(PDR).1 They concluded that ‘‘viscodissec-
tion’’ (injection of Healon between the
fibrovascular proliferations and the retina)
is safe and is equally as effective as its non-
use. On the contrary, their study shows that
viscodissection is not cost effective (because
of the costs of both the viscoelastic and the
extra operating time), and confirms that the
technique is inherently unsafe in PDR.2 3

The use of Healon to aid dissection of
fibroglial and fibrovascular ERMs during
vitrectomy was introduced in the 1980s4 but
was not widely adopted. Viscoelastic material
squirting out from under the ERMs was
‘‘messy’’ and led to the formulation (in the
1990s) of yellow tinted Healon to aid its
visualisation and simplify its removal5 and
then Healon GV (viscosity 10 times that of
Healon) for adherent diabetic ERMs.6 In
1984, we began undertaking ‘‘viscodelamina-
tion’’ in diabetic vitrectomy.2 7 This technique
was primarily directed at stripping the poster-
ior hyaloid membrane (PHM) from detached,
ischaemic and atrophic peripheral retina.
Viscodelamination was especially useful in
combined tractional and rhegmatogenous
retinal detachments (CTRD) with very lim-
ited non-rhegmatogenous posterior vitreous
detachment (PVD) present. Because of the
prohibitive cost of Healon, methylcellulose
1% was injected in the majority of eyes.

To summarise our experience, stripping of
the PHM usually proceeded uneventfully
during slow pressurisation of the closed
retrohyaloid compartment by viscoelastic, as
did separation of any loosely adherent,
sparsely vascularised ERMs that were con-
tained within the peripheral vitreous cortex.2

In well photocoagulated eyes, the separation
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sometimes continued posteriorly, culminat-
ing in a complete PVD. In the case of more
adherent fibrovascular ERMs, their ‘‘visco-
elevation’’ sometimes occurred through
stretching of the vascular and glial tent pegs
connecting the ERMs to the retina. The PHM
and ERMs could then be removed en bloc
using the suction cutter. However, instead of
stretching, the vascular connections between
the ERM and the retina tended to be
disrupted. Avulsion generally occurred at
the point of greatest weakness at the origins
of neovascular outgrowths from the retinal
veins. Although correlating with ERM vascu-
larity and with the density of neovascular
outgrowths from the retina, ERM retinal
adherence was unpredictable, and bleeding
was ultimately an inevitable consequence of
the perpendicular hydraulic forces necessary
to effect peeling of more adherent ERMs.
Fortunately, the bleeding from side punctures
in the retinal veins was constrained by the
viscoelastic (so called ‘‘haemorrhagic con-
finement’’)2 8 and a high ambient intraocular
pressure during the surgery. However, as was
predictable in theory, but again unpredictable
in practice, the hydraulic tension sometimes
disrupted the retina ahead of, and instead of,
peeling the ERMs. Furthermore, recurrent
fibroglial membranes were sometimes
observed later even in eyes where viscodela-
mination had proceeded uneventfully. This
has been attributed to the difficulty in
completely removing viscoelastic from the
retinal surface, with preretinal retention of
growth factors.2 3 Not for nothing is one
viscoelastic mixture marketed as Viscoat.
We had discontinued viscosurgery in PDR
by 1988 in favour of purely mechanical
methods that minimise ERM elevation.3

Fifteen years on and Grigorian and collea-
gues have clearly come to a very different
conclusion from ours despite reporting a
considerable excess of iatrogenic posterior
retinal breaks during, and recurrent detach-
ment after, viscosurgery.1 By back calculation
from their assiduously collected data, it
appears that 20 posterior breaks were
induced in 65 eyes undergoing viscodissec-
tion compared with four in 89 eyes having
conventional surgery. This trend was con-
firmed in groups of eyes with pathology of
similar (‘‘relatively high’’) complexity. Thus,
there were 10 iatrogenic posterior breaks in
34 viscodissections in eyes in the range C4-6
compared with three in 26 conventional
operations. (It is acknowledged that
Grigorian et al state that the complexity score
‘‘does not account for the degree of adhe-
sion,’’ neither was it ‘‘a good predictor of the
amount of traction necessary to dissect a
membrane.’’) The intraoperative problems
appear to have been reflected in the ultimate
outcomes. After 6 months of follow up, for
example, a detached retina was evident in
seven of 43 eyes (16%) in the viscosurgery
group compared with three of 58 eyes
(5%) undergoing conventional surgery.
Furthermore, although eyes with CTRD
seemed to fare well whether or not Healon
was used, this was not the case in eyes with
tractional detachments (with or without
vitreous haemorrhage). Six of 30 eyes (20%)
had a detached retina 6 months after

viscodissection compared with only two of
37 eyes (5%) after conventional surgery.
Indeed, most of the data favoured conven-
tional surgery. Lower viscosity Healon was
proposed as a future means of reducing
the frequency of iatrogenic breaks, but this
is unlikely to be helpful in their attempt to
achieve the impossible—that is, a worth-
while increase in the ease and speed of
ERM removal without an unacceptable
added risk of retinal haemorrhage, tears,
and scarring. Better by far would be to avoid
viscoelastics altogether.
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NOTICES

Cataract surgery
The latest issue of Community Eye Health
(No 48) discusses a solution to reduce

worldwide cataract blindness, including
sutureless non-phaco cataract surgery. For
further information please contact: Journal
of Community Eye Health, International
Resource Centre, International Centre for
Eye Health, Department of Infectious and
Tropical Diseases, London School of
Hygiene and Tropical Medicine, Keppel
Street, London WC1E 7HT, UK (tel: +44
(0)20 7612 7964; email: Anita.Shah@lshtm.
ac.uk; website: www.jceh.co.uk). Annual
subscription (4 issues) UK£28/US$45. Free
to developing country applicants.

Elimination of avoidable blindness
The 56th World Health Assembly (WHA)
considered the report on the elimination
of avoidable blindness (doc A56/26) and
urged Member States to: (1) Commit them-
selves to supporting the Global Initiative
for the Elimination of Avoidable Blindness
by setting up a national Vision 2020 plan by
2005; (2) Establish a national coordinat-
ing committee for Vision 2020, or a national
blindness prevention committee to help
implement the plan; (3) Implement the
plan by 2007; (4) Include effective moni-
toring and evaluation of the plan with the
aim of showing a reduction in the magni-
tude of avoidable blindness by 2010; (5)
To support the mobilisation of resources
for eliminating avoidable blindness. The
WHA also urged the Director-General to
maintain and strengthen WHO’s collabora-
tion with Member States and the partners
of the Global Initiative for the Elimination
of Avoidable Blindness as well as aid in
the coordination and support of national
capability.

XVth Meeting of the International
Neuro-Ophthalmology Society
The XVth Meeting of the International
Neuro-Ophthalmology Society will take
place 18–22 July 2004, in Geneva,
Switzerland. Further details: Prof. A
Safran, University Hospital Geneva, c/o
SYMPORG SA, Geneva (fax: +4122 839
8484; email: info@symporg.ch; website:
www.symporg.ch).

4th International Congress on
Autoimmunity
The 4th International Congress on Auto-
immunity will take place 3–7 November
2004 in Budapest, Hungary. The deadline
for the receipt of abstracts is 20 June
2004. Further details: Kenes International
Global Congress Organisers and Associa-
tion Management Services, 17 Rue du
Cendrier, PO Box 1726, CH-1211 Geneva 1,
Switzerland (tel: +41 22 908 0488; fax:
+41 22 732 2850; email: autoim04@kenes.
com; website: www.kenes.com/autoim2004).

XVI International Congress for Eye
Research
The XVI International Congress for Eye
Research will be held on 29 August–3 Sep-
tember 2004 in Sydney, Australia. For fur-
ther information, please contact: icer2004@
tourhosts.com.au (website: www.tourhosts.
com.au/icer2004).

CORRECTION

In the article by Brodsky et al in the February
issue (Br J Opthalmol 2004;88:268–272), a
portion of the text within fig 2 was incor-
rectly labelled. The label under ‘‘+ Superior
rectus contracture’’ is currently printed as
‘‘Compensatory head tilt away from side of
fixing eye.’’ It should have been printed as
‘‘Compensatory head tilt toward the side of
the fixing eye.’’
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