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Case Report

Central serous chorioretinopathy following an episode of angioedema: An 
interesting case report
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Central serous chorioretinopathy (CSCR) is a common entity 
predominantly affecting the middle-aged population [1]. 
Clinically, it is an exudative collection between the retina 

and the retinal pigment epithelium (RPE)-Bruch’s membrane 
complex, with a defect in the RPE leaking fluid into the subretinal 
space [2]. It typically presents as a sudden diminution of vision 
with a central scotoma, with distorted images. It is more common 
among males and those having a history of prolonged steroid 
intake, stress factors, or show traits of type A personality [3]. Most 
cases, however, are idiopathic [4]. The disease is self-resolving in 
a majority of cases, even after recurrence [5].

This case report discusses a patient who possibly developed 
unilateral CSCR after an attack of angioedema. This unusual 
etiological presentation of the condition generates interest in rare 
causes and pathophysiological mechanisms of CSCR. Informed 
consent has been obtained from the patient for publication of the 
case and relevant clinical photographs.

CASE REPORT

A 37-year-old male patient presented to the Department of Internal 
Medicine of our zonal hospital with complaints of acute onset 
swelling of the face and neck region and difficulty in breathing, 

which started while the patient was tending to his garden (Fig. 1). 
He was managed with a single dose of intravenous corticosteroid 
and antihistamine followed by oral antihistamines for 2 days with 
which he had complete recovery of symptoms. Two days after 
the episode, he developed a sudden diminution of vision in the 
left eye and reported to the ophthalmology department. History 
revealed diminution of vision with a central scotoma, along with 
distortion of images, in the left eye.

General examination was within normal limits and vitals were 
stable. On ophthalmic evaluation, the patient was found to have a 
distant visual acuity of 6/6 in the right eye and 6/18(P) in the left 
eye by Snellen visual acuity chart, with no further improvement. 
Examination of the right eye revealed a normal anterior segment, 
while fundus examination revealed a cup-disc ratio (CDR) of 0.7:1 
with a healthy neuroretinal rim. General fundus examination was 
otherwise normal in the right eye. Anterior segment evaluation of 
the left eye revealed a wedge-shaped cataract on the nasal aspect 
(Fig. 2a). On fundoscopy, the left eye showed a one disc diameter 
sized area of subretinal fluid (SRF) at the macula (Fig. 2b). The 
intraocular pressure was in the normal range in both eyes on 
repeated readings by Goldmann applanation tonometry.

Spectral-domain optical coherence tomography (OCT) 
macula showed a dome-shaped elevation of fovea along with 
hyporeflective shadow in the subretinal layers of the left eye, 
which suggested SRF (Fig. 3a). The central macular thickness 
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was 629 µ in the left eye. The findings of the right eye were within 
normal limits. Fundus fluorescence angiography showed the 
pooling of dye in an ink-blot pattern in the left eye (Fig. 4), while 
the right eye did not show any abnormality. Glaucoma workup 

done in view of raised CDR did not reveal any abnormality and 
was regarded as physiological disc cupping. The wedge-shaped 
cataract in the left eye was regarded as an incidental finding.

Based on the clinical and investigative findings, the patient 
was diagnosed as a case of CSCR of the left eye. Since this 
was the first episode of CSCR in this patient, the patient was 
observed for spontaneous resolution of SRF for 3 months, 
failing which, he was started on oral eplerenone 50 mg once 
daily. Over the next few months, there was a gradual reduction 
of SRF with an improvement of vision to 6/6 (P) with some 
residual metamorphopsia. OCT macula now showed signs 
of chronicity in the form of small discreet hyper-reflective 
shadows in the subretinal space followed by complete 
resorption of SRF and foveal thinning (Fig. 3b). The patient 
has been weaned off tablet eplerenone and has not reported a 
recurrence of symptoms.

DISCUSSION

The RPE is the outermost layer of the retina which plays an 
important part in maintaining it in a dry state [6]. Therefore, 
any defect in the anatomical or physiological integrity of this 
layer can cause an inflow of fluid from the choroid into the 
subretinal space. Such an exudative retinal detachment leads to 
CSCR [7]. Many cases are idiopathic, while other risk factors 
are type A personality, chronically raised levels of steroids 
either endogenous or exogenous, systemic medications such 
as antibiotics, antihistamines and proton-pump inhibitors, 
gastrointestinal reflux disease, Helicobacter pylori infection, 
pregnancy, allergic respiratory condition, and uncontrolled 
hypertension [8]. The patients commonly present with sudden 

Figure 1: Photograph of the patient showing angioedema

Figure 2: (a) Slit-lamp photograph showing wedge-shaped cataract 
in the left eye; (b) fundus photograph of the left eye showing 
subretinal fluid at macula
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Figure 3: Optical coherence tomography macula (a) at presentation showing dome shaped elevation of fovea with subretinal fluid; (b) 
resorption of fluid and foveal thinning in the left eye
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painless diminution of vision in the form of a central scotoma, 
micropsia, and metamorphopsia, and a hyperopic change in their 
refraction [9].

The first line of treatment for CSCR remains conservative 
with observation and risk factor modification, as it is essentially 
a self-limiting disease [10]. Indications for intervention include 
persisting SRF after 3 months of observation; early treatment can 
be undertaken if the fellow eye has poor vision or there is a need 
for early rehabilitation due to occupational requirements [11]. 
Treatment modalities include conventional laser photocoagulation, 
micropulse diode laser photocoagulation, photodynamic 
therapy, transpupillary thermotherapy, and medical management 
with agents such as oral anti-steroid drugs (e.g., eplerenone), 
anti-H. pylori treatment, carbonic anhydrase inhibitors, and 
intravitreal anti-vascular endothelial growth factor injection [12].

This case was unique because of the mode of onset of CSCR, 
which was following an acute allergic reaction. A thorough 
literature search has not revealed any similar cases reported in the 
past. A case report published by Edalati et al. in 2009, described 
a case of CSCR in a patient with idiopathic non-histaminergic 
angioedema who was on tapering doses of oral steroids [13]. 
However, our patient had no history of chronic steroid intake and 
demonstrated a chronic course of CSCR rather than recurrence. 
Another case series of two patients who developed cataracts 
with antihistamine therapy was published by Alam et al. in 2019, 
though a causal relationship of wedge-shaped cataract seen in our 
patient could not be proved, as he did not have any history of 
chronic allergic condition or long-term antihistamine intake [14].

CONCLUSION

CSCR is a common yet mysterious condition whose 
etiopathogenesis has been under research for decades. This 
case report indicates that the role of causative agents such as 
angioedema, short-term corticosteroid, and antihistamine therapy 
needs to be explored. To the best of our knowledge, this is the first 
case of CSCR following angioedema reported to date.
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Figure 4: Ink-blot pattern of fluorescein leak in the left eye


