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Aim: (1) To evaluate whether vitrectomy is preferable to further macular laser in improving visual acuity
and resolving retinal thickening in patients with diabetic macular oedema (DMO) despite previous laser
and no macular traction. (2) To determine the feasibility of further trials in this population in terms of
magnitude of comparative clinical effect, rate of recruitment, and loss to follow up.
Methods: A randomised controlled feasibility study. Patients with DMO and a visual acuity of 0.3 logMAR
(6/12) or worse after one or more macular laser treatments were randomised on a 1:1 basis to either pars
plana vitrectomy (PPV) with internal limiting membrane (ILM) peeling or further macular laser. Patients with
a posterior vitreous detachment, biomicroscopic evidence of retinal traction, or a taut thickened posterior
hyaloid (TTPH) were excluded. Primary outcome measures were (1) best corrected logMAR visual acuity,
(2) mean central macular thickness on optical coherence tomography, and (3) rate of recruitment and loss
to follow up. Analysis was on an intention to treat basis.
Results: 19 patients were randomised to PPV and 21 to further macular laser. The mean baseline logMAR
visual acuity was 0.65 (SD 0.28) for the group randomised to PPV and 0.60 (0.23) for the group
randomised to laser. The mean change in best corrected visual acuity of the vitrectomy group was
deterioration by 0.05 logMAR, while in the control group the mean change was an improvement of 0.03
logMAR. The median (interquartile range) baseline central macular thickness was 403 (337, 492) for the
group randomised to PPV and 387 (298, 491) for the controls randomised to laser. The median change in
central macular thickness from baseline to review in the vitrectomy group was a thinning by 73 mm (20%)
and by 29 mm (10.7%) in the control laser group. This single centre was able to recruit 40 patients in
18 months with follow up of 82% at 1 year.
Conclusion: A randomised controlled trial was found to be potentially feasible in this population, the rate
of recruitment was however slow and one in five patients were lost to follow up because of death and ill
health. These data provide little evidence in terms of visual acuity and macular thickness of any benefit of
vitrectomy over further macular laser in patients with an attached hyaloid, DMO despite previous laser,
and no clinically evident macular traction or TTPH.

L
aser has a proved role in the management of diabetic
macular oedema (DMO).1 2 It might however be expected
to fail to control the oedema in one third of patients and,

while preserving fixation, results in pericentral field loss.3

There are reports suggesting that pars plana vitrectomy
(PPV) might be an effective and/or preferable treatment for
DMO.4–18 The available data are however predominantly
uncontrolled and retrospective with non-standardised follow
up. They also include patients from potentially important and
differing prognostic groups such as those with a taut thick-
ened posterior hyaloid (TTPH),4–7 macular traction, and the
presence or absence of a posterior vitreous detachment.9 15 16

With the aim of defining the feasibility and size of a
subsequent randomised trial we have therefore performed a
randomised controlled feasibility study which aimed to:

(1) provide unique controlled data regarding the compara-
tive efficacy of vitrectomy and further macular laser in
patients with DMO despite previous laser treatment, an
attached hyaloid and no clinical evidence of either
macular traction or a TTPH;

(2) provide data on rate of recruitment, loss to follow up, and
clinical outcome with which to inform the sample size
and power of future trials in this population.

METHODS
This is a single centre randomised controlled trial. Potentially
eligible patients were recruited from the clinics of local

collaborating medical retina specialists. Ethical approval was
obtained before commencing this study from the Guy’s and
St Thomas’ research ethics committee (EC00/004). A study
size of 40–50 patients randomised into two equal sized blocks
was selected.
The following inclusion criteria were applied: (1) a con-

firmed diagnosis of diabetes mellitus, (2) clinical and angio-
graphic evidence of diffuse or diffuse and focal macular
oedema in an eye which had already received at least one
argon laser treatment not less than 3 months previously,1 19

(3) a visual acuity of 0.30 logMAR (Snellen equivalent 6/12 or
20/40) or worse, (4) able and willing to give informed consent
and participate in the trial assessment protocol.
Patients were excluded on the basis of the following:

(1) co-existing eye disease liable to affect visual outcome,
(including axial or capsular lens opacity, glaucoma, amblyo-
pia and non-diabetic macular disease), (2) ischaemic macu-
lopathy as defined by Bresnick et al,20 (3) active proliferative
diabetic retinopathy, (4) vitreous haemorrhage, (5) bio-
microscopic evidence of macular traction including epiretinal
membrane, vitreoretinal traction arising from proliferative
retinopathy, and a TTPH (that is a thickened, taut, and
glistening premacular posterior hyaloid without evidence of
retinal striae4), (6) a clinically evident posterior vitreous

Abbreviations: DMO, diabetic macular oedema; ICG, indocyanine
green; ILM, internal limiting membrane; IQR, interquartile range; OCT,
optical coherence tomography; PPV, pars plana vitrectomy; TTPH, taut
thickened posterior hyaloid
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detachment defined as the presence of a Weiss ring or a
continuous folded layer of optically dense vitreous behind
which no normal vitreous structures could be visualised, (7)
uncontrolled hypertension (BP .140/95 mm Hg), and (8)
severe renal impairment as determined by the need to
undergo renal replacement therapy.
Patients were assessed at the baseline and follow up

visits in accordance with a standardised protocol. Best
corrected logMAR visual acuity measurements were obtained
by one of two optometrists trained in protocol ETDRS
refraction under standardised conditions using the method
of full interpolation.21

Optical coherence tomography (OCT, Zeiss, Dublin, CA,
USA) central macular thickness measurements were
obtained using optimised polarisation and a 5.92 mm six
radial line scan protocol (OCT 2) centred on the fovea via
an internal fixation beam. The measurement employed was
the mean of the six measurements of thickness at fixation
calculated using the inbuilt macular thickness algorithm
(Humphrey Zeiss Version 6.2). Biomicroscopic examination
of the macula was performed using a Volk super-66 and/or
Goldmann fundus contact lens. Fundus fluorescein angio-
graphy was performed by a trained photographer using the
standard 30 degree seven field Diabetic Retinopathy Study
protocol.19 Scheimpflug lens photography with measurement
of both central nuclear density and retroillumination area
was performed by one trained observer using the Nidek EAS-
1000 system. In addition to these tests the patient underwent
measurement of blood pressure, glycosylated haemoglobin,
and serum creatinine.
Case notes were reviewed to determine the extent and type

of previous laser treatments. Using the system employed by
Pendergast et al,6 previous treatment was categorised into
light, moderate, or heavy macular laser and panretinal pho-
tocoagulation.
Patients who met the eligibility criteria and agreed to parti-

cipate in the study were randomised to undergo the interven-
tion of vitrectomy or the control treatment of further laser
within 1 month. Treatment allocation for each patient was
determined by the opening of a sealed, numbered, opaque
envelope. The randomisation sequence was on a 1:1 basis in
blocks of an unknown and variable size. The randomisation
sequence was prepared by a medical statistician not involved
in the conduct or analysis of the trial and the envelopes were
opened by one of the clinical investigators (DT).
The intervention group underwent standard three port pars

plana vitrectomy with induction of a posterior vitreous
detachment followed by 0.5 mg/ml indocyanine green
(ICG) assisted internal limiting membrane peeling. All
surgery was performed by a single surgeon (DAHL). The
control group underwent further argon laser macular grid
treatment to areas of angiographically confirmed leakage by
one surgeon (DT) using the ETDRS protocol.22 In cases where
both eyes met the entry criteria the study eye was selected as
the one with the acuity nearest to 0.60 logMAR (6/24 or 20/80
Snellen, 0.25 decimal Snellen). The fellow eye received
standard care.
For trial purposes patients were reassessed at 12 months

post-randomisation; they also attended for routine clinical
review at 3, 6, and 9 months after treatment. Patients in
either arm who demonstrated treatment failure (defined as
unchanged or worsened macular oedema and visual acuity at
6 months following trial treatment) were offered further
argon laser photocoagulation.
Outcome measures were identified a priori. The following

primary outcome measures were employed: (1) best corrected
ETDRS logMAR visual acuity, (2) central macular thickness
on OCT, and (3) the rate of recruitment and loss to follow up
in this patient population.

The secondary outcome measures were: (1) complication
rates, (2) rate of treatment failure, (3) proportion of patients
improving by three or more lines of logMAR visual acuity,
(4) proportion of patients showing a 30% or greater reduction
in central macular thickness, and (5) progression of lens
opacities.
Baseline characteristics of patients in each treatment group

were summarised. Data were analysed according to the group
to which patients were originally allocated (that is, intention
to treat). Summary statistics for visual acuity and central
macular thickness in each treatment group were computed.
An analysis of covariance was conducted to assess evidence
of a treatment effect with regard to visual acuity and central
macular thickness. This was repeated with adjustments being
made for imbalances in prognostic factors evident at baseline
and for cataract progression for the visual acuity analysis.
Secondary outcomes were tabulated by treatment group.

RESULTS
Recruitment and follow up are presented in figure 1. In all, 117
patients were referred over a period of 18 months for con-
sideration of inclusion in this trial. The study patients were
derived from collaborating eye clinics which serve a total
population of 2.3 million patients; 77 patients (68%) did not
satisfy the trial inclusion criteria. Reasons for this included a
posterior vitreous detachment (14 patients, 12%), a TTPH (six
patients, 5%), and clinically evident macular traction (six
patients, 5%). Other reasons were active proliferative retino-
pathy, ocular co-morbidity, visual acuity better than 0.3
logMAR, no persistent DMO, uncontrolled hypertension, renal
failure, and either unable or unwilling to undergo randomisa-
tion and follow up in accordance with the trial protocol.
Forty patients were considered eligible for randomisation

and all 40 agreed to participate in the trial. Twenty one were

Allocated
treatment

administered

No
(n = 1  )

No
(n = 18)

Intervention: Vitrectomy
(n = 19)

Control: further grid laser
(n = 21)

Yes
(n = 20)

No
(n = 1   )

Patients referred with clinically significant
macular oedema despite previous laser

(n = 117)

Eligible for entry into trial (n = 40)

Randomised (n = 40)

12 month
follow up
complete

No    
(n = 4)

Yes
(n = 15)

Yes
(n = 18)

No       
(n = 3)

Figure 1 A flow diagram of patient recruitment and follow up. *Patient
developed cardiovascular problems and was unfit for surgery. **Patient
resolved completely before treatment. ***Patients died before completing
the trial protocol. ****One patient died before completing the trial
protocol and two patients were unable to attend because of debilitating
illness.
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randomised to undergo further laser (control group) and 19
to the intervention of vitrectomy. Table 1 presents a com-
parison at baseline of the control and intervention groups.
Two patients did not undergo the allocated treatment. One

patient allocated to the laser (control) group developed
spontaneous resolution of macular oedema with a corre-
sponding improvement in his visual acuity. Laser treatment
was therefore withheld but follow up occurred in accordance
with the trial protocol. One patient allocated to the vitrec-
tomy group died before surgery.
In the control (laser) group the median time between

randomisation and treatment was 27 days with a range of
7–49 days. In the vitrectomy group the median time between
randomisation and treatment was 53 days with a range of
12–176 days. Patients who had a latency of more than
60 days between randomisation and treatment underwent
immediate pretreatment repeat baseline acuity and central
macular thickness measurements and we found no evidence
of any significant change in either measure.
One year follow up was completed in 33/40 patients (82%).

This consisted of 14/19 (74%) patients in the vitrectomy
group and 19/21 (90%) of those randomised to laser. Of the
defaulters five had died and two were too ill to attend.
The trial primary and secondary outcome measures are

presented in tables 2, 3, and 4.

DISCUSSION
At the time of writing there are 537 cases reported in the
literature of patients who have undergone vitrectomy as a
treatment for diabetic macular oedema.4–18 In 114 cases the
patients displayed the clinical constellation of a TTPH.4–7 12 13

In 28 cases the patients were reported to have macular
traction in the form of an epiretinal membrane15 16 and in a
further 43 cases a posterior vitreous detachment was pre-
sent.9 15 16 In the remaining 307 cases the patient presented
with DMO that had not responded to laser and in whom
neither traction, a TTPH nor a posterior vitreous detachment
was present.8 10 11 13–18 23–28 Of 117 patients considered for
inclusion in this trial, only 26 (22%) were excluded on the
basis of a PVD (12%), TTPH (5%), or macular traction (5%).
Using this vitreomacular interface based classification it
appears that the group which we have selected for study is
the one most frequently encountered in clinical practice.
Several authors have published data suggesting that

vitrectomy improves visual acuity and/or reduces macular
thickness in this group of patients with an attached hyaloid
and no signs suggestive of macular traction.8 10 11 14–17 23–28

Only one study of eight patients has suggested that the
procedure may not be effective in this context and this study
reported initial resolution with rapid recurrence.13 Despite the
number of cases and reports only two studies have been

Table 1 A baseline comparison between the intervention and control groups

Baseline comparison between the intervention and control groups

Control group (further laser)
(n = 21)

Intervention group (vitrectomy)
(n = 19)

No (% or SD) No (% or SD)

Age (years) 64.2 (9.98) 64.3 (10.69)
Sex Female 6 (29%) 8 (42%)

Male 15 (71%) 11 (58%)
Ethnicity Afro-Caribbean 1 (5%) 0 (0%)

White 19 (90%) 18 (95%)
Indian 1 (5%) 1 (5%)

Type of diabetes Type 1 2 (10%) 1 (5%)
Type 2 19 (90%) 18 (95%)

Insulin controlled Yes 11 (52%) 15 (79%)
Blood pressure (mm Hg) Systolic 140 (16) 136 (14)

Diastolic 77 (11) 77 (9)
HbA1c% 7.7 (1.4) 8.8 (1.5)
Serum creatinine (mmol/l) 108.5 (41.6) 103.2 (32.5)
Median duration of diabetes
(years) [IQR*]

11 8 16 14.5 10 20

Past history of laser treatment Heavy macular laser
(.300 burns)

14 12

Moderate macular laser
(126–300 burns)

5 4

Light macular laser
(,126 burns)

2 3

Panretinal photocoagulation 3 4
ETDRS logMAR visual acuity mean (SD) 0.60 (0.23) 0.65 (0.28)
OCT central macular thickness (mm)
median [IQR]

403 [337, 492] 387 [298, 491]

Median central nuclear density (%) [IQR] 33.05 [30.0, 42.5] 33.85 [29.6, 49.0]

*IQR, interquartile range.

Table 2 The primary outcome measures of the trial

Control group n=18 (further laser) Intervention group n=15 (vitrectomy)

12 months Change % Change 12 months Change % Change

ETDRS logMAR visual acuity
mean (SD)

0.57 (0.33) 20.03 (0.25) 22.93 (44.33) 0.72 (0.33) 0.05 (0.26) 17.37 (52.44)

OCT central macular thickness
(mm) median [IQR*]

338.5 [257, 459] 229 [2162, 77] 210.7 [242.6, 42.5] 272 [214, 394] 273 [2183, 27] 220 [245.4, 8.0]

*IQR, interquartile range.
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controlled and neither was randomised; one series employed
fellow eyes and the other was a retrospective case control
series.11 28

A randomised trial of this question was required. There
were, however, insufficient data on the likely rate of
recruitment, loss to follow up, and comparative magnitude
of the clinical effects upon which to base a sample size
estimate. To expand on this point, all data of which we are
aware pertaining to the outcome of laser for DMO do so in
the context of new cases rather than those in whom oedema
persists despite treatment.1 2 There are no prospective data
determining the change in central macular thickness or
visual acuity at 1 year in patients with DMO undergoing
vitrectomy; and the willingness of such patients to be
referred to a regional centre, undergo randomisation to
primary vitrectomy, or laser (as opposed to standard further
focal or grid laser) and attend for follow up has not been
tested. A trial with 90% power to detect at the 5% significance
level a difference of 0.20 logMAR at 1 year between an
intervention and control group such as ours at baseline
would require complete follow up of 58 patients per group
which with our approximately 20% rate of loss to follow up
would have necessitated the recruitment of 140 patients.
Ethical and funding considerations mean that it is important
to be able to demonstrate that a trial of this size is potentially
feasible rather than based on speculative assumption. We
have therefore performed a randomised study of a deliber-
ately limited size from which to determine the need, feasi-
bility, and sample size of a subsequent larger trial.29 30 The
sample size of 40–50 patients was arbitrarily arrived at on the
basis of being potentially achievable within 12–18 months of
onset, the slightly uneven size of the groups is explained by
the fact that 40 as opposed to 50 patients were recruited.
One hundred and seventeen patients were referred over the

course of 18 months for consideration of inclusion in the
trial, 40 of whom were found to be eligible and agreed to
participate; 33 out of 40 (82.5%) of these patients were
followed up to 12 months. Of the seven patients lost to follow
up five had died and the other two were too ill to re-attend.

The rate of referral to a regionally based trial obviously
reflects the prevalence of disease in the community and
vigour of the referring clinicians in initiating recruitment.
The collaborating ophthalmologists who referred patients to
this trial are estimated to serve a population of 2.3 million.
Extrapolation from this to other populations or trials may be
of questionable significance; we were however able to recruit
at a rate of 11 patients per million of the population per year.
From these results we conclude that further trials of this
nature, while feasible, are likely to suffer from slow recruit-
ment and/or require a very large ‘‘catchment’’ population. A
high rate (approximately 20%) of unavoidable loss to follow
up might also be anticipated.
The chronic nature of DMO, latency from laser treatment

to response and reports of oedema recurrence following
vitrectomy all suggested that at least 1 year follow up would
be required in the trial design. A 0.3 logMAR change in acuity
was selected as this represents the definition of moderate
visual loss as employed in the ETDRS studies.1 31

The baseline demographic and medical characteristics of
patients entered into the trial are shown in table 1. Our study
group was typical of previously reported populations with an
average age of 64 years, predominantly type 2 diabetes and a
mean acuity at baseline of 0.62 logMAR (Snellen equivalent
6/25 or 20/83). They were also very similar to previous reports
in terms of duration of diabetes, blood pressure, glycosy-
lated haemoglobin, renal function and previous macular
laser.8 10 11 13–17 23 25 32 33 One major difference between our trial
population group and those patients included in previous
reports is ethnic mix: 15 of the 20 reports on the efficacy of
vitrectomy for DMO in the absence of a posterior vitreous
detachment, TTPH or macular traction have derived from
Japan8 10 11 13–18 23–28; 37 out of 40 patients in this trial were
white.
With three exceptions the randomisation sequence resulted

in balanced groups (table 1). The exceptions were duration of
diabetes, 14 years in the intervention group versus 11 years
in the controls, glycosylated haemoglobin (respectively 8.8%
and 7.7%), and insulin use (respectively 79% and 52%). These

Table 3 The results of analysis of covariance to investigate the statistical significance of
the trial primary outcome measures

Model 1 Model 2

Coefficient p Value Coefficient p Value

ETDRS logMAR VA 0.099 0.277 0.265 0.123
OCT central macular
thickness

220.178 0.746 27.289 0.919

Model 1: adjusted for baseline differences in acuity and central macular thickness only.
Model 2: adjusted for baseline differences in acuity, central macular thickness, insulin use, duration of diabetes,
and glycosylated haemoglobin. Model 2 for ETDRS logMAR visual acuity was additionally adjusted for
cataract progression.

Table 4 The secondary outcome measures of the trial

Secondary clinical outcome measures at 1 year
Further laser
(control group) (n = 18)

PPV (intervention group)
(n = 15)

Number (%) patients improving by 0.3 logMAR
compared with baseline

2 (11%) 1 (6%)

Number (%) patients with a 30% or greater
reduction in OCT central macular thickness

6 (33%) 7 (47%)

Number of patients demonstrating treatment
failure 6 months after intervention

8 5

Median central nuclear density [IQR*] 35.48 [30.35, 38.45] 45.01 [31.85, 58.65]
No (%) of patients developing complications 0 1

*IQR, interquartile range.
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factors were taken into account via analysis of covariance. In
other respects the control and intervention groups appeared
similar (table 1).
Another significantly biasing or confounding factor may

have been the latency between randomisation and treatment.
In the laser group the median time between randomisation
and treatment was 27 days with a range of 7–49 days. In the
vitrectomy group the median time between randomisation
and treatment was 53 days with a range of 12–176 days.
Follow up schedules were, however, based on the time
following treatment as opposed to the time following
randomisation. Patients who had a latency of more than
60 days between randomisation and treatment underwent
immediate pretreatment repeat baseline acuity and central
macular thickness measurements and we found no evidence
of any significant change in either measure. We do not
believe that this difference has significantly biased the
results.
It may be seen from tables 2–4 that the results of this trial

do not support the hypothesis that vitrectomy is preferable to
further macular laser in patients with DMO despite previous
laser treatment, an attached vitreous, and no clinical
evidence of either macular traction or TTPH. The mean
change in best corrected visual acuity of the vitrectomy group
was deterioration by 0.05 logMAR (or half a line on an
ETDRS logMAR chart). In the control group a marginal mean
improvement of 0.03 logMAR or a third of a logMAR line was
observed (table 2). Only 6% (1/15) of those in the vitrectomy
group compared with 11% (2/18) of those in the lasered
controls improved their acuity by 0.30 logMAR (table 4). The
median change in central macular thickness from baseline to
review in the vitrectomy group was a thinning by 73 mm or
20% of the baseline value. In the control group the corres-
ponding figures were a thinning of 29 mm or 11% of the
baseline value (table 2). The proportion of patients in each
group who reduced their macular thickness by 30% was
similar at 39% and 47% respectively (table 4). We do not
consider any of these acuity or OCT differences to be clinically
significant. In addition to this, no statistically significant
differences were found between the groups in terms of these
results, either on univariate analysis or ANCOVA taking into
account baseline differences in acuity, thickness, duration of
diabetes, glycosylated haemoglobin, and insulin use (table 3).
The effect of progression of lens opacity between baseline and
review on visual outcome was also assessed using analysis of
covariance (table 3). It should be noted that the baseline and
review central nuclear density values in each group (tables 1
and 4) were compatible with grade 1 nuclear opalescence out
of five using the Oxford Clinical Cataract Grading System34 35

(CJ Hammond, personal communication, 2003). The
observed post-vitrectomy nuclear change within 1 year of
surgery did not appear to be clinically significant and is in
stark contrast to the marked development of secondary
nuclear sclerotic cataract which occurs after vitrectomy in
similarly aged non-diabetic eyes.36–38 One caveat in the
interpretation of these data is that they specifically apply to
patients with DMO despite previous laser treatment, an
attached vitreous, and no clinical evidence of either macular
traction or a TTPH. We do not know whether vitrectomy may
be preferable in patients presenting de novo with untreated
macular oedema.
Peeling of the internal limiting membrane (ILM) was

performed in the vitrectomy group in an attempt to ensure
that any subclinical tractional elements or retinal surface
diffusion barrier which may have been present was
removed.12 ILM peeling is greatly facilitated by ICG staining.
Since the inception of this trial concerns have been expressed
about potential retinal toxicity resulting from ICG assisted
ILM peeling.39 40 The concentration employed was 0.5 mg per

ml and the contact time was as short as possible. We are not
aware of any case series in which toxicity has been suggested
with this dose and minimum contact time. Where ICG
toxicity has been implicated, pigmentary change has been
identified and cystoid macular oedema has not been an
issue.39–43 We did not observe any patients with worsened
vision despite resolution of oedema.
These trial data are at odds with all but one of the previous

publications regarding the effectiveness of vitrectomy in this
group of patients.8 10 11 13–18 24–28 At the time of writing we are
not aware of any other published data derived on this subject
from a randomised controlled trial. Our study design there-
fore overcame problems of retrospective review, non-
systematic follow up and both selection and reporting bias.
The trial population was however relatively small at only 40
patients and ethnically different from the majority of
previously reported cases.
The results of this randomised control trial do not support

the hypothesis that vitrectomy is preferable to further laser in
patients with DMO, an attached posterior hyaloid, and no
macular traction. There is insufficient evidence from this
randomised controlled feasibility trial to justify proceeding to
larger trials of this question in this specific group.

Authors’ affiliations
. . . . . . . . . . . . . . . . . . . . .

D Thomas*, D A H Laidlaw, Department of Ophthalmology, St Thomas’
Hospital, London, UK
C Bunce, R&D Directorate, Moorfields Eye Hospital, London, UK
C Moorman, Department of Ophthalmology, Stoke Mandeville Hospital,
UK

*This work forms a part contribution to the degree of doctor of medicine,
University of London for DT and was supported by funding from the
GKTT Special Trustees fund, the Weinstock Foundation, and a Lilly
Diabetes Grant.

REFERENCES
1 Early Treatment Diabetic Retinopathy Study Research Group.

Photocoagulation for diabetic macular edema. Early Treatment Diabetic
Retinopathy Study report number 1. Arch Ophthalmol 1985;103:1796–806.

2 Olk RJ. Modified grid argon (blue-green) laser photocoagulation for diffuse
diabetic macular edema. Ophthalmology 1986;93:938–50.

3 Hudson C, Flanagan JG, Turner GS, et al. Influence of laser photocoagulation
for clinically significant diabetic macular oedema (DMO) on short-wavelength
and conventional automated perimetry. Diabetologia 1998;41:1283–92.

4 Lewis H, Abrams GW, Blumenkranz MS, et al. Vitrectomy for diabetic
macular traction and edema associated with posterior hyaloidal traction.
Ophthalmology 1992;99:753–9.

5 Harbour JW, Smiddy WE, Flynn HW Jr, et al. Vitrectomy for diabetic macular
edema associated with a thickened and taut posterior hyaloid membrane.
Am J Ophthalmol 1996;121:405–13.

6 Pendergast SD, Hassan TS, Williams GA, et al. Vitrectomy for diffuse diabetic
macular edema associated with a taut premacular posterior hyaloid.
Am J Ophthalmol 2000;130:178–86.

7 Van Effenterre G, Guyot-Argenton C, Guiberteau B, et al. [Macular edema
caused by contraction of the posterior hyaloid in diabetic retinopathy. Surgical
treatment of a series of 22 cases]. J Fr Ophtalmol 1993;16:602–10.

8 Ikeda T, Sato K, Katano T, et al. Vitrectomy for cystoid macular oedema with
attached posterior hyaloid membrane in patients with diabetes.
Br J Ophthalmol 1999;83:12–14.

9 Ikeda T, Sato K, Katano T, et al. Improved visual acuity following pars plana
vitrectomy for diabetic cystoid macular edema and detached posterior
hyaloid. Retina 2000;20:220–2.

10 Otani T, Kishi S. Tomographic assessment of vitreous surgery for diabetic
macular edema. Am J Ophthalmol 2000;129:487–94.

11 Otani T, Kishi S. A controlled study of vitrectomy for diabetic macular edema.
Am J Ophthalmol 2002;134:214–19.

12 Gandorfer A, Messmer EM, Ulbig MW, et al. Resolution of diabetic macular
edema after surgical removal of the posterior hyaloid and the inner limiting
membrane. Retina 2000;20:126–33.

13 Massin P, Duguid G, Erginay A, et al. Optical coherence tomography for
evaluating diabetic macular edema before and after vitrectomy.
Am J Ophthalmol 2003;135:169–77.

14 La Heij EC, Hendrikse F, Kessels AG, et al. Vitrectomy results in diabetic
macular oedema without evident vitreomacular traction. Graefes Arch Clin
Exp Ophthalmol 2001;239:264–70.

Vitrectomy for diabetic macular oedema 85

www.bjophthalmol.com

 on M
ay 16, 2023 by guest. P

rotected by copyright.
http://bjo.bm

j.com
/

B
r J O

phthalm
ol: first published as 10.1136/bjo.2004.044966 on 21 D

ecem
ber 2004. D

ow
nloaded from

 

http://bjo.bmj.com/


15 Yamamoto T, Akabane N, Takeuchi S. Vitrectomy for diabetic macular
edema: the role of posterior vitreous detachment and epimacular membrane.
Am J Ophthalmol 2001;132:369–77.

16 Yamamoto T, Hitani K, Tsukahara I, et al. Early postoperative retinal thickness
changes and complications after vitrectomy for diabetic macular edema.
Am J Ophthalmol 2003;135:14–9.

17 Ikeda T, Sato K, Katano T, et al. Attached posterior hyaloid membrane and
the pathogenesis of honeycombed cystoid macular edema in patients with
diabetes. Am J Ophthalmol 1999;127:478–9.

18 Tachi N, Ogino N. Vitrectomy for diffuse macular edema in cases of diabetic
retinopathy. Am J Ophthalmol 1996;122:258–60.

19 Diabetic Retinopathy Study. Report Number 6. Design, methods, and
baseline results. Report Number 7. A modification of the Airlie House
classification of diabetic retinopathy. Prepared by the Diabetic Retinopathy
Group. Invest Ophthalmol Vis Sci 1981;21:1–226.

20 Bresnick GH, Condit R, Syrjala S, et al. Abnormalities of the foveal avascular
zone in diabetic retinopathy. Arch Ophthalmol 1984;102:1286–93.

21 Bailey IL, Bullimore MA, Raasch TW, et al. Clinical grading and the effects of
scaling. Invest Ophthalmol Vis Sci 1991;32:422–32.

22 Early Treatment Diabetic Retinopathy Study Research Group. Treatment
techniques and clinical guidelines for photocoagulation of diabetic macular
edema. Early Treatment Diabetic Retinopathy Study Report Number 2.
Ophthalmology 1987;94:761–74.

23 Tachi N. Surgical management of macular edema. Sem Ophthalmol
1998;13:20–30.

24 Giovannini A, Amato G, Mariotti C, et al. Optical coherence tomography
findings in diabetic macular edema before and after vitrectomy. Ophthalmic
Surg Lasers 2000;31:187–91.

25 Kojima T, Terasaki H, Nomura H, et al. Vitrectomy for diabetic macular
edema: effect of glycemic control (HbA(1c)), renal function (creatinine) and
other local factors. Ophthalmic Res 2003;35:192–8.

26 Micelli FT, Cardascia N, Durante G, et al. Pars plana vitrectomy in diabetic
macular edema. Doc Ophthalmol 1999;97:471–4.

27 Ndoye Roth PA, Grange JD, Hajji Z. [Diabetic cystoid macular edema and
vitrectomy. Preliminary results: about 19 cases], J Fr Ophtalmol
2003;26:38–46.

28 Amino K, Tanihara H. Vitrectomy combined with phacoemulsification and
intraocular lens implantation for diabetic macular edema. Jpn J Ophthalmol
2002;46:455–9.

29 Damsgaard EM, Froland A, Green A, et al. An alternative sampling approach
to the study of diabetes prevalence. Scand J Soc Med 1984;12:115–20.

30 Leske MC, Connell AM, Kehoe R. A pilot project of glaucoma in Barbados.
Br J Ophthalmol 1989;73:365–9.

31 Early Treatment Diabetic Retinopathy Study Research Group. Early
photocoagulation for diabetic retinopathy. ETDRS report number 9.
Ophthalmology 1991;98:766–85.

32 Klein R, Klein BE, Moss SE, et al. The Wisconsin Epidemiologic Study of
Diabetic Retinopathy. XV. The long-term incidence of macular edema.
Ophthalmology 1995;102:7–16.

33 Vitale S, Maguire MG, Murphy RP, et al. Clinically significant macular edema
in type I diabetes. Incidence and risk factors. Ophthalmology
1995;102:1170–6.

34 Hall AB, Thompson JR, Deane JS, et al. LOCS III versus the Oxford Clinical
Cataract Classification and Grading System for the assessment of nuclear,
cortical and posterior subcapsular cataract. Ophthalmic Epidemiol
1997;4:179–94.

35 Sparrow JM, Bron AJ, Brown NA, et al. The Oxford Clinical Cataract
Classification and Grading System. Int Ophthalmol 1986;9:207–25.

36 Cheng L, Azen SP, El Bradey MH, et al. Duration of vitrectomy and
postoperative cataract in the vitrectomy for macular hole study.
Am J Ophthalmol 2001;132:881–7.

37 Cherfan GM, Michels RG, de Bustros S, et al. Nuclear sclerotic cataract after
vitrectomy for idiopathic epiretinal membranes causing macular pucker.
Am J Ophthalmol 1991;111:434–8.

38 Chung CP, Hsu SY, Wu WC. Cataract formation after pars plana vitrectomy.
Kaohsiung J Med Sci 2001;17:84–9.

39 Gandorfer A, Haritoglou C, Gass CA, et al. Indocyanine green-assisted
peeling of the internal limiting membrane may cause retinal damage.
Am J Ophthalmol 2001;132:431–3.

40 Haritoglou C, Gass CA, Schaumberger M, et al. Macular changes after
peeling of the internal limiting membrane in macular hole surgery.
Am J Ophthalmol 2001;132:363–8.

41 Da Mata AP, Burk SE, Riemann CD, et al. Indocyanine green-assisted peeling
of the retinal internal limiting membrane during vitrectomy surgery for
macular hole repair. Ophthalmology 2001;108:1187–92.

42 Engelbrecht NE, Freeman J, Sternberg P Jr, et al. Retinal pigment epithelial
changes after macular hole surgery with indocyanine green-assisted internal
limiting membrane peeling. Am J Ophthalmol 2002;133:89–94.

43 Kwok AK, Lai TY, Man-Chan W, et al. Indocyanine green assisted retinal
internal limiting membrane removal in stage 3 or 4 macular hole surgery.
Br J Ophthalmol 2003;87:71–4.

86 Thomas, Bunce, Moorman, et al

www.bjophthalmol.com

 on M
ay 16, 2023 by guest. P

rotected by copyright.
http://bjo.bm

j.com
/

B
r J O

phthalm
ol: first published as 10.1136/bjo.2004.044966 on 21 D

ecem
ber 2004. D

ow
nloaded from

 

http://bjo.bmj.com/

