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Case report

SHORT COMMUNICATION

INTRODUCTION

Epiretinal membrane (ERM) may occasionally oc-
cur soon after retinal photocoagulation (PC), partic-
ularly when the treatment is done in the paramacu-
lar area (1).

Age-related macular degeneration (ARMD) with
choroidal neovascularization (CNV) affects 5.6% of
people over 65 years of age (2). Photodynamic ther-
apy (PDT) is the recommended treatment for classic
and selected occult subfoveal CNV in ARMD (3).

We report a patient with branch retinal vein occlu-
sion (BRVO) treated with PC who developed ERM. Af-
terwards, he developed wet ARMD, which was suc-
cessfully treated with PDT. 

Case report

In 1993, a 63-year-old man with inferotemporal BR-
VO in the right eye (RE) received laser treatment of

the ischemic retina. The area of capillary nonperfu-
sion involved the inferotemporal quadrant extending
from the paramacular area to the extreme periphery.
One year later the left eye (LE) was diagnosed with
juxtafoveal CNV and underwent photocoagulation, which
resulted in poor visual acuity (VA) (hand motions).
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Fig. 1 - February 1995: Color fundus photograph and fluorescein
angiography (FA). FA shows a capillary nonperfusion area temporally
and inferiorly to the macula with adjacent laser scars. No angiograph-
ic sign of macular edema is present. Note the faint, focal area of
hyperfluorescence in the fovea consistent with a window defect.
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Fig. 2 - a) March 2001: Optical coherence tomography (OCT) image
shows an abnormally steep foveal contour. In the foveal area, the
presence of a reflective outer retinal layer corresponding to the reti-
nal photoreceptors suggests the diagnosis of pseudomacular hole.
The epiretinal membrane was not clearly distinct from the neurosen-
sory retina presumably because of its tight apposition with the inner
retina. b) Red-free indicating orientation of Figures 2a scansion. 
c) Red-free indicating orientation of Figures 3 and 4 scansion.

The patient came to our observation in 1995. Bio-
microscopically, the RE showed cellophane maculopathy.
Fluorescein angiography (FA) revealed laser scars tem-
porally to the macula and a small, mild hyperfluores-
cent area involving the foveal avascular zone (Fig. 1).
VA was 20/20. The patient was given an Amsler-grid
test and asked to check visual function periodically
and return for follow-up twice a year. 

In March 2001, he complained of metamorphopsia
in the RE. VA was still 20/20 but biomicroscopy showed
pseudomacular hole (PMH) confirmed by optical co-
herence tomography (OCT) (Fig. 2).

Symptoms were stable until February 2002, when the
patient reported a sudden increase in metamorphop-
sia and VA dropped to 20/70. FA and OCT revealed
CNV involving the subfoveal area (Fig. 3a). PDT was
performed 2 days later, following current guidelines (3).

Three months after PDT, VA was 20/32 and a marked
reduction in metamorphopsia was noted. FA showed
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Fig. 3 - a) February 2002: Fluorescein angiography (FA) shows patchy
hyperfluorescence in the central macula, which increases in intensity
as the study progresses related to subfoveal occult choroidal neovas-
cularization (CNV). Optical coherence tomography (OCT) demonstrates
an elevated and fragmented retinal pigment epithelium (RPE)-chorio-
capillaris band over a moderately backscattering region, suggesting
subretinal neovascularization. The outer neurosensory retinal layer
within the pseudomacular hole (PMH) exhibits reduced thickness and
irregular backscattering; significant increase in retinal thickness is pre-
sent in the surrounding tissue. b) May 2002 (3 months after photody-
namic therapy [PDT]): FA shows early CNV hypofluorescence and
delayed staining without significant leakage. OCT demonstrates a typi-
cal PMH pattern with intact outer retina. The reflective band corre-
sponding to RPE and choriocapillaris is flat and moderately thickened
in the area of CNV. OCT retinal thickness analysis shows the higher
retinal thickness to be 342 m in the inferior macula and 329 m in the
superior. c) August 2002 (6 months after PDT): FA shows additional
reduction of delayed CNV staining. OCT exhibits an unchanged PMH
pattern with minimal retinal thickening in the surrounding area.
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an important decrease in dye leakage and staining
from CNV. Macular thickness, examined with OCT, was
significantly reduced (Fig. 3b).

Six months after PDT, VA was 20/26. The patient
still reported a slight metamorphopsia. FA revealed
an additional reduction of CNV leakage. OCT showed
a PMH pattern similar to the one preceding CNV oc-
currence (Fig. 3c).

One year after PDT, VA was unchanged (20/26) but
the patient complained of a slight increase in meta-
morphopsia. FA did not show any signs of CNV re-
activation. OCT confirmed a stable pattern of the deep-
er retina and demonstrated thickening of PMH sur-
rounding retina (Fig. 4).

DISCUSSION

The role of FA and indocyanine green (ICG) angiography
in diagnosis of occult CNV has been described ex-
tensively (4, 5). The patient refused ICG angiography
because he experienced ICG intolerance in 1994, when
his LE was studied for ARMD. OCT, a recently intro-
duced technique, improved our ability to detect vit-
reoretinal interface abnormalities and define intra- and
subretinal pathology (6-8).

PDT, originally proposed for classic CNV, has also
been used for occult neovascular membranes (9). The

patient described is the first documented case of con-
current PMH and wet ARMD treated with PDT.

This present case stresses the importance of dif-
ferent tools for accurate diagnosis and proper follow-
up. The concomitant use of FA and OCT gave us the
opportunity to document occurrence of CNV on a pre-
existing pattern of PMH.

Following PDT, FA showed signs of progressive CNV
regression; OCT delineated a flat retinal pigment ep-
ithelium and supported the angiographic features. Fur-
thermore, later in the follow-up, metamorphopsia in-
crease was not related to angiographic evidence of
CNV reactivation. At the same time, OCT demonstrated
thickening of PMH surrounding retina.

The clinical course of our patient raises the ques-
tion whether PDT could result in worsening of pre-ex-
isting vitreoretinal interface pathology.
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