
The Dilemma of Central Serous Retinopathy, a
Corticosteroid-induced Complication, in Patients
with Ocular Inflammatory Disease
To the Editor:
Rheumatologists sometimes collaborate with ophthalmologists in the man-
agement of patients with ocular inflammatory disease. Corticosteroids are
often a valuable component of this management. Ophthalmic complica-
tions associated with corticosteroid usage include cataract and glaucoma.
Corticosteroids have also been implicated in another important cause of
visual loss, central serous retinopathy (CSR)1,2, a disorder characterized by
neurosensory detachment of the retina affecting the macula.

The combination of CSR, best managed by reduction in corticosteroid
dosage, and inflammation usually requiring increased corticosteroid
dosage creates a dilemma such that worsening visual acuity should be
treated paradoxically with reduction in corticosteroid dosage.
Case report 1. A 34-year-old male patient with history of juvenile idio-
pathic arthritis and uveitis complained of blurred vision in the left eye for
3 days, which was 3 weeks after increasing prednisone dose to 10 mg daily.
He was functionally blind in the right eye due to band keratopathy. Vision
was 20/25+2 in the left eye. The fundus examination revealed CSR, con-
firmed by ocular coherence tomography (OCT; Figure 1) and fluorescein
angiography (FA; Figure 2). His visual symptoms resolved with discontin-
uation of prednisone, but recurred 5 days after restarting 5 mg prednisone
daily for joint pain.
Case report 2. A 65-year-old woman with recurrent anterior uveitis and
Addison’s disease taking stable doses of azathioprine 75 mg daily and
hydrocortisone 30 mg daily complained of blurry vision of the left eye. On
examination her vision was counting fingers at 4 feet on the left. She had
mild inflammation in the anterior chamber bilaterally. Fundus examination
on the left, OCT, and FA revealed a serous macular detachment. Within 3
months, vision improved to 20/50 with clinical resolution of CSR. Three
months later she had a recurrence of CSR, which also resolved with time.
Case report 3. A 49-year-old male patient with inflammatory bowel dis-
ease, associated arthritis, and sclerokeratitis had a history of bilateral CSR
after taking oral corticosteroids. His siblings also had CSR. He received
oral steroids prior to a CT scan because of contrast allergy and also
received intraarticular steroid injection for herniated disc. Shortly there-
after he noted decreased vision. His vision was 20/50 on the right.
Ophthalmic examination revealed serous detachment of the right macula
confirmed by OCT and FA. He underwent focal laser photocoagulation to

the area of leakage. A month later, vision had improved to 20/30+1 and
fundus examination and OCT revealed resolution of CSR.
Case report 4. A 29-year-old male patient with sarcoidosis and uveitis,
which had been quiescent for about 18 months, complained of a black spot
in his central right vision. Acuity was 20/30-2/+2 on the right. He had mild
inflammation in both anterior chambers. The right macula revealed an area
of subretinal fluid and a pigmented epithelial defect superonasal to the
fovea with overlying superficial subretinal hemorrhage. Both eyes had
peripheral chorioretinal scars. OCT confirmed presence of subretinal fluid
and FA revealed leakage in the right eye. He was started on oral pred-
nisone, but 2 weeks later the serous detachment in the macula had enlarged
as measured by serial OCT. Oral prednisone was discontinued. Five
months after the initial presentation his vision was 20/20 with resolution of
CSR as confirmed by OCT.

CSR is a common disorder of the retina characterized by neurosensory
detachment of the macula. It is associated with a number of risk factors
including type A personality, psychosocial stress, pregnancy, and hyper-
cortisolism1. Patients may present with unilateral blurred vision and a vari-
ety of visual distortions. It is usually diagnosed clinically with confirma-
tion by FA. Classically, CSR appears as a blister of transparent fluid. On
FA the dye leaks from a focal retinal pigment epithelial (RPE) defect and
then accumulates within the subretinal space. Visual prognosis especially
for acute CSR is good. In most patients there is a resolution within a few
months and visual acuity returns to 20/25 or better3.

Exogenous administration of steroids and endogenous hypercorti-
solism have been associated with CSR. Corticosteroids by various routes
(including oral, intravenous, intraarticular, epidural, intranasal, inhalation-
al, and topical) have been implicated in CSR2,4,5,6,7,8.

As exemplified in the case reports, corticosteroid use has been associ-
ated with the development, recurrence, and worsening of CSR. Caution
must be exercised in starting steroids in a patient with a history of CSR,
and visual complaints in a patient receiving corticosteroids should prompt
an ophthalmologic evaluation. Discontinuation of steroids usually leads to
resolution of CSR, but if steroids must be continued and spontaneous
recovery does not occur then laser photocoagulation or photodynamic
therapy may be considered9,10. An awareness of CSR can be a critical
component of the decision-making for patients managed jointly by
rheumatologists and ophthalmologists.
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Figure 1. Optical coherence tomography of CSR showing convex-shaped blister of fluid (1) separating the neurosensory retina (2)
from retinal pigment epithelium and choroid (3).
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Figure 2. Fluorescein angiography showing focal leakage that appears as a bright hyperfluo-
rescent spot in the macula (1) temporal to the optic disc (2).

 www.jrheum.orgDownloaded on May 24, 2023 from 

http://www.jrheum.org/

