
Journal of Clinical and Diagnostic Research. 2016 Jul, Vol-10(7): ND01-ND02 11

DOI: 10.7860/JCDR/2016/20312.8096 Case Report

Case RepoRt
A 35-year-old Asian Indian housewife presented to the Department 
of Ophthalmology for a regular eye check-up. She was told 
elsewhere that she has a retinal problem, the details of which were 
not known to her. She had been using glasses for the last 10 
years. There was no history of flashes or floaters, redness, pain 
or sudden loss of vision in the past. She did not undergo any 
laser or surgical treatment in the past. She was born of a non-
consanguineous marriage and birth history was reportedly normal. 
There was no family history of retinal diseases. 

On examination, she had a best corrected visual acuity of 20/20 
in both eyes using Snellen’s visual acuity chart with a correction of 
-0.50DC at 10° and +1.00DS / -1.00DC at 170° in the right and left 
eyes respectively. Anterior segment examination was within normal 
limits. There was no cataract. The vitreous was clear. On dilated 
examination, the retina showed fibrotic changes peripherally with 
elevation of retinal vessels due to retinal detachment. There were 
areas of white without pressure and retinal breaks as well [Table/
Fig-1,2]. All the changes were limited to beyond the equator but 
were found to span 360 degrees. Chorioretinal scarring was present 
in some areas [Table/Fig-1a,2a] but there were other areas devoid 
of scarring [Table/Fig-1b] which carried the risk of extension of the 
retinal detachment. The posterior pole was within normal limits 
[Table/Fig-3]. There were no extra-ocular dysmorphic features, 
cleft or high arched palate, joint hypermobility or deafness.

A 360° barrage laser using double frequency Neodynium: Yttrium 
Aluminium Garnet (Nd:YAG) laser (spot size 300µm, exposure 

 

Keywords: Barrage laser, Peripheral retinal detachment, Wagner’s disease

 

O
p

ht
ha

lm
o

lo
g

y 
S

ec
tio

n An Unusual Case of Extensive 
Lattice Degeneration and 

Retinal Detachment

DaviD J. Mathew1, Saurabh KuMar SarMa2, Jennifer v. baSaiawMOit3

aBstRaCt
Lattice degeneration of the retina is not infrequently encountered on a dilated retinal examination and many of them do not need any 
intervention. We report a case of atypical lattice degeneration variant with peripheral retinal detachment. An asymptomatic 35-year-old 
lady with minimal refractive error was found to have extensive lattice degeneration, peripheral retinal detachment and fibrotic changes 
peripherally with elevation of retinal vessels on dilated retinal examination. There were also areas of white without pressure, chorioretinal 
scarring and retinal breaks. All the changes were limited to beyond the equator but were found to span 360 degrees. She was treated 
with barrage laser all around to prevent extension of the retinal detachment posteriorly. She remained stable till her latest follow-up two 
years after the barrage laser. This case is reported for its rarity with a discussion of the probable differential diagnoses. To the best of our 
knowledge, this is the first report of such findings in lattice degeneration.

duration 200 milliseconds, power 120-150mW) was done all around, 
in both eyes. Areas of retinal breaks were lasered adequately with 
three rows of laser spots [Table/Fig-2b]. On the latest follow-up 
at 2 years, there was no deterioration of vision, macular oedema, 
macular puckering or progression of retinal detachment.

[table/Fig-3]: The posterior pole in both eyes was within normal limits. Credits: 
Deepa and Banshanhi.
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[table/Fig-1]: (a) Fibrotic changes causing elevation of the retina, chorioretinal 
scarring and pigmentary changes. (b) Inferior peripheral retinal detachment with some 
spread posteriorly. Credits: Deepa and Banshanhi.

[table/Fig-2]: (a) Peripheral white without pressure with a clear posterior border 
marked by pigmentary changes. (b) Fibrotic changes (upper half), lattice degeneration 
with atrophy and retinal tear; fresh barrage laser marks are also seen. Credits: Deepa 
and Banshanhi.

DisCussion
Lattice degeneration of the retina, also synonymous as circum ferential, 
equatorial or palisade retinal degeneration is present in 6-8% of the 
general population. It is present in 30% of retinal detachments in 
phakic patients [1]. Lattice degeneration often takes the appearance 
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of an elongated area of inner retinal thinning, its long axis tending to 
lie parallel to the ora serrata. Lattice may also be seen on either side 
of a major retinal vessel, following a perivascular pattern in Wagner 
or Stickler syndrome. Lesions that are located at or posterior to the 
equator tend to be larger. The base of the lesion has a moth-eaten 
uneven appearance and the overlying thin degenerating retina is 
often jagged [2,3]. White lines in a criss-crossing or fish-bone pattern 
may or may not be seen within the lesion, which renders the name 
“lattice” degeneration to this lesion. These white lines are in fact glial 
or hyaline sheathed vessels which may be occluded. These white 
lines are seen in 11.9 to 42.9% of patients with lattice degeneration 
[2]. Normal appearing retina exists between the lesion and the ora 
serrata as in this case. This may be confirmed in appropriate cases by 
scleral depression to differentiate lattice from a pigmented prominent 
vitreous base [3].

Retinal tears are present in upto 2.4% cases of lattice degeneration. 
They usually develop along the posterior and lateral edges of the lesion. 
In many such tears, an incomplete posterior vitreous detachment is 
present with its edge attached to the posterior margin of the lesion 
[4,5]. However, it was not observed in this case. Retinal detachment 
is seen in less than 1% of patients with lattice degeneration if the 
fellow eye did not have a retinal detachment [5,6]. However, with a 
history of retinal detachment in one eye, the risk of retinal detachment 
in the fellow eye over seven years is between 2-5% [7].

The lattice degeneration variant in this case resembled that of Wagner’s 
disease which does not usually have any systemic features in contrast 
to Stickler’s syndrome [8]. The common features that this case shared 
with Wagner’s disease were lattice degeneration, peripheral tractional 
detachment, chorioretinal atrophy and white without pressure. 
However, this case differs from Wagner’s disease in the fact that there 
was no family history, optic atrophy, avascular membranes, glaucoma, 
and cataract or perivascular pattern of lattice degeneration. 

It was first described by Wagner in 1938 in a Swiss family. An empty 
vitreous cavity was noted in most patients. Peripheral tractional detach-
ment was seen in 55% of older patients. The incidence of cataract and 
chorioretinal atrophic areas was found to increase with age [8,9].

Other differentials include erosive vitreoretinopathy, Goldmann-Favre 
vitreoretinal dystrophy, familial exudative vitreoretinopathy, autosomal 
dominant neovascular inflammatory vitreoretinopathy and autosomal 
dominant vitreoretinochoroidopathy. 

Erosive vitreoretinopathy is an autosomal dominant inherited disorder 
characterized by “erosion” of the retinal pigment epithelium causing 
visualization of the choroidal vessels and progressive drop in vision, 
scotomas, sheathing of vessels and bone-spicule pigmentation. This 
entity has a higher rate of retinal detachment than Wagner’s disease 
but resembles it in the fact that there are no extra-ocular features [10].

Goldmann-Favre disease is autosomal recessively inherited and 
is marked by drop in vision in the first two decades of life due to 
macular retinoschisis. Other features include chorioretinal atrophy, 
peripheral retinoschisis, vitreous veils and retinitis pigmentosa-like 
pigmentation [11].

Familial exudative vitreoretinopathy shares many features with 
retinopathy of prematurity but there is no history of prematurity 
and family members are usually affected. It is known to present 
asymmetrically in both eyes and is characterized by a peripheral 
avascular zone, lipid exudation, temporal dragging of the fovea, 
falciform fold attached to the disc and retinal detachment [12]. 

Autosomal dominant neovascular inflammatory vitreoretinopathy 
and autosomal dominant vitreoretinochoroidopathy are charac-
terized by vitritis and cystoid macular oedema [13]. These were not 
seen in this case. 

Treatment is indicated in symptomatic patients, positive family 
history of retinal detachment, retinal detachment in the fellow eye, 
trauma related retinal breaks, myopia and clinical progression of 
detachment [1,3]. In this case, the lattice was extensive with retinal 
detachment at presentation. The chorioretinal scars that were seen 
at the posterior edges of the lattice in some areas might have acted 
as a barrier preventing further posterior extension. However, there 
were other areas which were devoid of such a “barrier”. Since the 
lesion was present continuously all around, the laser spots could 
not be connected to the ora or placed enclosing the areas devoid 
of chorioretinal scarring. Hence, a 360° barrage was carried out. It 
should be kept in mind that prophylactic laser treatment may lead to 
formation of premacular fibrosis, giant retinal tear, macular hole and 
even increase the risk of retinal detachment in some cases [14].

ConClusion
Lattice degeneration though commonly encountered, can vary 
in its appearance. Though most cases can be observed without 
intervention, some present a real risk of retinal detachment. These 
cases require barrage laser or cryotherapy to seal off the affected 
areas. In this case, there was already a peripheral retinal detachment 
which required laser treatment. This case report illustrates a rare 
variant of atypical extensive lattice degeneration. To the best 
of our knowledge, this is the first report of such findings in lattice 
degeneration. Association with syndromes like Stickler’s syndrome 
and Wagner’s disease must be kept in mind when one encounters 
such atypical lattice degeneration. 
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