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Changing fluorescein angiographic appearance of a

subretinal membrane
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SUMMARY A patient is described in whom a post-traumatic subretinal membrane changed with
time from a hypofluorescent to a hyperfluorescent appearance. It is suggested that the early
hypofluorescence was due to a masking effect of the hyperplastic retinal pigment epithelium and
the late hyperfluorescence to pigment defect and staining of the membrane.

Subretinal fibrosis is a clinical entity infrequently
reported. It may be secondary to trauma,' retinal
detachment,2 or uveitis.3 The fluorescein angio-
graphic features of the subretinal fibrosis are contro-
versial, since it has been described as a lesion showing
staining3 or lacking any fluorescence. I

We followed up a case of post-traumatic subretinal
fibrosis for some years and record previously
unreported changes in the fluorescein angiographic
characteristics of the lesion.

Case report

A 47-year-old man, hit in the right eye with a thick
rubber band, was observed three months after the
injury. The retina showed a macular cyst and,
superotemporally to the macula, a greyish, star
shaped area of subretinal fibrosis (Fig. 1, left). The
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fluorescein angiography in the early phase showed
masking hypofluorescence of the fibrotic tissue,
except for the vertices of the lesion, which displayed
transmitted hyperfluorescence (Fig. 1, centre). The
hyperfluorescence increased in the late venous
phase, but the lesion did not show leakage (Fig. 1,
right). The visual acuity was 20/60.

After three years the macula developed two holes.
The star-like lesion did not change its shape, though
it acquired a whitish colour (Fig. 2, left). Early in
fluorescein angiography the area of fibrosis showed
transmitted hyperfluorescence (Fig. 2, centre), and
later the hyperfluorescence increased owing to stain-
ing (Fig. 2, right). The visual acuity was 20/30, and
fixation occurred along the temporal edge of the
larger macular hole.

Discussion

After retinal damage the cells of the retinal pigment
epithelium may proliferate in the subretinal space,

rIg. I Tne retina snows a greyisn subretinal membrane and a macular cyst (left). The membrane is hypoftuorescentfrom the
early phase offluorescein angiography (centre), but the vertices ofthe lesion display increasing hyperfluorescence (right).
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Fig. 2 After three years the subretinal membrane acquired a whitish colour and the macula developed two holes (left). The
fluorescein angiography shows transmitted hyperfluorescence ofthe whole lesion (centre) and late staining ofthe membrane
(right).

producing connective membranes.4 At times these
pigment epithelium cells may flatten, lose their
pigment granules, and degenerate, so that the main
component of the membrane will be the connective
tissue.5

In the case reported here the grey subretinal
membrane appeared hypofluorescent, probably
because it was mainly composed of retinal pigment
epithelium cells that masked the choroidal fluores-
cence. The vertices of the membrane, which are its
oldest parts, had lost the cellular component and
showed transmitted hyperfluorescence and staining.
After some years, when the membrane acquired a
whitish colour and was probably formed mainly of
fibrous tissue, it showed hyperfluorescence from the
early phases of fluorescein angiography. It can be
supposed that the degeneration of the retinal pig-
ment epithelium located under the membrane caused
the early transmitted hyperfluorescence, and the

staining of the connective membrane caused the late
hyperfluorescence.
Thus it seems that the fluorescein angiographic

appearance of the subretinal membranes can give
information about the age of such membranes.
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