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Case Report

Case Report
A 41-year-old male reported with decreased vision in left eye and 
visual acuity of 6/60 on Snellen’s chart and right eye was within 
normal limits [Table/Fig-1a]. On examination, there was no anterior 
chamber or vitreous reaction. The retinal evaluation showed mild 
blurring of disc margins with presence of multiple yellowish subretinal 
lesions throughout the posterior pole and internal limiting striae 
around the fovea [Table/Fig-1b]. The optical coherence tomography 
(OCT) showed multilobular undulation of the outer retinal layers 
with early serous retinal detachment from the disc upto to foveal 
center [Table/Fig-2a]. The fundus fluorescein angiography [Table/
Fig-3a] showed early hypofluorescent lesions [Table/Fig-3b] around 
the posterior pole with late phase showed few pinpoint leaks (white 
circle) [Table/Fig-3c] with areas of pooling of dye.
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ABSTRACT
Vogt-Koyanagi-Harada (VKH) disease is a multisystem disorder with ocular manifestations including severe bilateral panuveitis with 
iridocyclitis, serous retinal detachment, diffuse choroidal swelling and optic disc hyperemia. We report a case of 41-year-old male 
who presented with diminution of vision in left eye with the presence of yellowish subretinal lesions throughout the posterior pole. 
There was no evidence of anterior or vitreous inflammation. The fundus fluoresce in angiography revealed early hypofluoroscent 
lesions with late phase showing multiple areas of pooling with no significant pin point hyperfluorescent lesions. The optical coherence 
tomography showed undulation of the outer retinal layers. Blood work up was within normal limits, Mantoux test showing 10×8 mm 
of induration. A differential diagnosis of atypical VKH disease versus central serous retinopathy was established. Oral steroids were 
started in close monitoring and marked resolution of the retinal lesions was noted. The case presents a unique scenario in which 
atypical VKH disease mimicked a central serous retinopathy like retinal picture and a correct diagnosis was established with the 
aid of Optical Coherence Tomograpy (OCT).

[Table/Fig-1]:	 (a) Fundus image of the right eye, (b) Fundus image of the left eye 
showing disc edema with presence of yellowish lesions throughout the posterior pole.

On systemic evaluation there was no evidence of associated 
complaints of tinnitus, poliosis or previous history of fever or 
meningitis. The B-scan ultrasonography revealed a retino-choroidal 
thickness of 1.2 mm in left eye. A differential diagnosis of atypical 
VKH and Central Serous Retinopathy (CSR) was made. In view of 
high suspicion of VKH syndrome oral steroids (prednisolone) were 
started on a close monitoring, at 80 mg/day with tapering dose 
of 10 mg/week, with oral ranitidine twice daily (150 mg) and oral 
Shelcal tablet (250 mg) twice daily. At one week follow-up, vision 
improved to 6/9 in left eye with complete resolution of the yellowish 
lesions with minimal disc swelling [Table/Fig-4a] and OCT showed 

[Table/Fig-2]:	 (a) Shows optical coherence tomography through the macula showing 
retinal thickening with multilobular undulation of the outer retinal layers with presence 
of sub retinal fluid nasally, (b) Showing resolution of the outer retinal layer undulation 
following treatment with oral steroids at one week and: (c) Shows complete resolution 
at one month.

complete resolution of edema at fovea [Table/Fig-2b]. At one month 
follow-up, vision had improved to 6/6 with complete resolution of 
disc edema [Table/Fig-2c and 4b] and was maintained up till last 
follow up (six months). The patient has been kept on low dose 5 mg 
oral prednisolone for preventing chances of recurrence and has 
maintained the visual recovery.
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[Table/Fig-4]:	 (a) Fundus image of left eye showing resolution of yellowish lesions 
and disc edema at one week of treatment, (b) Fundus image of left eye showing 
complete resolution.

[Table/Fig-3]:	 (a) Shows FFA images of the left eye, (b) Shows early phase showing 
hypo-fluorescent lesions with leakage in the later frames, (c) Shows a white circle 
marking the areas of pinpoint leakage.

ocular trauma or surgery, no other ocular disease, presence 
of auditory or neurological findings with typical integumentary 
changes [1-5]. Lin et al., analysed the findings between VKH 
and CSR using OCT and established that VKH presents with the 
presence of Retinal Pigment Epithelial (RPE) folds, fluctuation 
of the internal limiting membrane, presence of subretinal septa 
and undulations in retinal pigmented layer [4]. CSR was noted 
to present with pigment epithelial detachments and bulge of 
retinal pigment epithelium [4,6]. In this case, unilaterality with no 
inflammation deluded in reaching a correct diagnosis and the 
presence of multi-lobular outer retinal layer edema on OCT aided 
in the diagnosis [4]. Literature reports only a few atypical cases 
of VKH presenting either as CSR, choroiditis, neuro-retinitis and 
acute posterior multifocal placoid pigment epitheliopathy [4-6].

CONCLUSION
This case highlights the importance in differentiating VKH from a 
CSR, in eyes with unilateral involvement. It is important for clinician 
to consider VKH as a possibility in the absence of typical ocular 
and integumentary findings, even though it is a rare clinical variant 
of the disease and early treatment needs to be initiated, as delay in 
therapy can lead to irreversible visual loss.
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Discussion
VKH is a multisystem autoimmune disorder and the diagnosis is 
established on the basis of bi-laterality, no history of penetrating 


