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INTRODUCTION

The Vogt-Koyanagi-Harada (VKH) syndrome is an autoimmune 
disorder with varied clinical features, both ocular and extraocular. 
It tends to be concentrated in people of Japanese and Native 
American ancestry and is predominantly seen in females in their 
third to fourth decades of life. A long term multi-racial study, [1] 
reported only 1.3% of the VKH patients to be of Asian Indian 
ancestry. Acute Angle Closure (AAC) attack as a presentation of 
VKH is an uncommon entity that poses a diagnostic challenge. 
Few studies, [2-4] worldwide have reported angle closure as a 
presenting feature of VKH. We are reporting a case of VKH which 
presented to us as a bilateral AAC episode.

CASE PRESENTATION 

A 47-year old female presented with complaints of painful 
diminished vision in both eyes (right>left) associated with severe 
headache and vomiting episodes since past four days. She had no 
history of any recent trauma, surgical or anesthetic procedure or 
drug intake. She had no history of a previous similar episode and 
reported no significant systemic illnesses.

Her Best Corrected Visual Acuity (BCVA) for distance and near 
was counting fingers at two meters with N36 in the right eye and 
6/18 with N12 in the left eye. The Intra-Ocular Pressure (IOP) 
recorded by Perkin’s applanation tonometer was 40 mmHg in 
the right eye and 28 mmHg in the left eye. Anterior segment 

examination revealed circumciliary congestion, diffuse corneal 
haze, 2+ cells in the Anterior Chamber (AC), closed angles on slit 
lamp (Van Herrick grade 0) and sluggishly reacting mid-dilated 
pupils-all findings more pronounced in the right eye. Posterior 
segment evaluation could not be done immediately due to media 
haze. Ultrasound B-scan showed attached retina in both eyes with 
vitreous opacities in right eye.

Based on the signs and symptoms, she was diagnosed as a case of 
bilateral AAC. First day treatment on stat dose of Intravenous (IV) 
20% mannitol 1 g/kg Body Weight (BW), oral acetazolamide 250 
mg 6 hourly, 1% prednisolone acetate 6 hourly and 0.5% timolol 
maleate twice daily eye drops brought the IOP to 32 mmHg 
and 24 mmHg in the right and left eyes, respectively. Headache 
complaint persisted the following day and IOP reduction was 
much less than expected. Slight improvement was observed in the 
anterior segment findings however vision remained unchanged. 
Color vision was found to be defective in the right eye. These 
findings led us to suspect secondary angle closure.

A dilated retinal examination revealed asteroid hyalosis in the 
right eye and vitreous haze, blurring of nasal disc margin, tortuous 
retinal vessels with areas of serous detachments and peripheral 
retinal exudates in both eyes (Figures 1a-1d). Optical Coherence 
Tomography (OCT) imaging of the macula corroborated the 
clinical findings (Figures 2a and 2b). Anterior segment OCT 
imaging revealed angle closure in the right eye (Figure 3) and 
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highly occludable angles in the left eye. In view of the presence 
of bilateral panuveitis with serous neurosensory detachments, 
a diagnosis of probable VKH with secondary angle closure was 
made. A detailed investigative workup including blood tests, 
radiographic imaging was ordered to rule out other causes of 
panuveitis all of which were within normal limits.

After obtaining medical clearance, pulsed therapy of IV 
methylprednisolone 1 g/day for three days was started and later 
shifted to oral prednisolone 1 mg/kg BW dose. IOP stabilized 
after the pulsed therapy with improvement in AC depth and 
reaction. Steroids were continued along with twice daily 2% 
homatropine and 0.5% timolol eye drops and patient was 
discharged in a week. BCVA on discharge was 6/36 in the right 
eye and 6/12 in the left eye and IOP was 14 mmHg in both eyes. 
Immunosuppressive therapy was started and patient kept under 
close follow–up. At two month follow-up, fundus findings had 
stabilized (Figures 4a and 4b) with normal range IOP and BCVA 
of 6/12 N8 in the right eye and 6/6 N6 in the left eye.

DISCUSSION

This patient had a typical presentation of an AAC attack. She 
had no other systemic findings suggestive of VKH and was 
diagnosed as a case of probable VKH with bilateral secondary 
angle closure as per the diagnostic criteria [5]. Such cases pose 
a diagnostic dilemma when being dealt with in routine clinical 
practice thereby delaying initiation of correct treatment therapy. 
Studies, [6,7] have noted shallowing of AC, moderate increase 
in IOP and swelling of the ciliary processes in the early phase of 
VKH disease. This could explain the cause of occurrence of angle 
closure in undiagnosed VKH patients as a presenting feature.

AAC is an uncommon presenting feature even in VKH susceptible 
populations. Yang et al. [2] observed in their study that 1.6% 
of the VKH patients were misdiagnosed as acute angle closure 
glaucoma. They had a narrow or closed angle at their first visit 
with decreased visual acuity. The increased IOP responded well to 
corticosteroids but not to anti-glaucoma treatment. A study done 
in China, [3] reported bilateral acute angle closure glaucoma as 
an unusual mode of presentation in four VKH patients.

There has been a documented case report,4 from the Middle 
Eastern region where initial misdiagnosis followed by unnecessary 
interventions led to delay in diagnosis. There have been very few 
Indian case study reports of AAC as VKH presentation. One 
study, [8] retrospectively analyzed 448 eyes of 224 VKH patients 
of Indian origin. Glaucoma at presentation prevailed at 15.8% 
out of which 21 eyes (29.6%) had angle closure and 9 eyes (12.6%) 
had acute angle-closure crisis.

Figure 1: Fundus photographs of the right (a) and left (b) eyes 
showing media haze, blurred disc margin with retinal vascular 
tortuosity and areas of neurosensory detachments; (c) and (d) 
depict areas of peripheral retinal exudates in the right and left eyes, 
respectively. Figure 4: Fundus images of the right (a) and left (b) eyes captured 

during second month follow-up visit show stabilization of previous 
findings. 

Figure 2: Optical Coherence tomography of the macula done in the 
right (a) and left (b) eyes show neurosensory detachments.

Figure 3: Anterior segment optical coherence tomography of the 
right eye showing very shallow to closed anterior angle. 
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Unilateral AAC presentation has been noted in a case report, 
[9] observing two Indian VKH patients where both patients had 
the characteristic clinical features of VKH involving only one eye. 
Another study, [10] reported a simultaneous bilateral AAC crisis 
in a VKH patient.

CONCLUSION 

All these case reports like ours have a common feature of a knee 
jerk response of labeling the patients with acute angle closure, 
with some being subjected to unnecessary interventions for IOP 
control such as laser peripheral iridotomy. Detailed ophthalmic 
check-up, imaging tools and a thorough systemic work up allow 
prompt diagnosis and initiation of therapy which improves the 
visual recovery prognosis.

FUNDING

 Nil

CONFLICT OF INTEREST 

The authors declare that there are no conflicts of interest.

REFERENCES
1.	 Lertsumitkul S, Whitcup SM, Nussenblatt RB, Chan CC. Subretinal 

fibrosis and choroidal neovascularization in Vogt-Koyanagi-Harada 
syndrome. Graefes Arch Clin Exp Ophthalmol. 1999;237(12):1039-
1045.

2.	 Yang P, Liu X, Zhou H, Guo W, Zhou C, Kijlstra A. Vogt‐Koyanagi‐
Harada disease presenting as acute angle closure glaucoma at onset. 
Clin Exp Ophthalmol. 2011;39(7):639-647.

3.	 Yao J, Chen Y, Shao T, Ling Z, Wang W, Qian S. Bilateral acute 
angle closure glaucoma as a presentation of Vogt-Koyanagi-Harada 
syndrome in four chinese patients: A small case series. Ocul Immunol 
Inflamm. 2013;21(4):286-291.

4.	 Eibschitz-Tsimhoni Ma, Gelgand Ya, Mezer E, Miller B. Bilateral 
angle closure glaucoma: An unusual presentation of Vogt–Koyanagi–
Harada syndrome. Br J Ophthalmol. 1997;81(8):705-706.

5.	 Read RW, Holland GN, Rao NA, Tabbara KF, Ohno S, Arellanes-
Garcia L, et al. Revised diagnostic criteria for Vogt-Koyanagi-Harada 
disease: Report of an international committee on nomenclature. Am 
J Ophthalmol. 2001;131(5):647-652.

6.	 Kimura R, Sakai M, Okabe H. Transient shallow anterior chamber 
as initial symptom in Harada’s syndrome. Arch Ophthalmol. 
1981;99(9):1604-1606.

7.	 Kasai M, Shoji K, Kanno C, Kimura R. Swollen ciliary processes 
as an initial symptom in Vogt-Koyanagi-Harada syndrome. Am J 
Ophthalmol. 1983;95(3):402-403.

8.	 Pandey A, Balekudaru S, Venkatramani DV, George AE, Lingam V, 
Biswas J. Incidence and management of glaucoma in Vogt-Koyanagi-
Harada disease. J Glaucoma. 2016;25(8):674-680.

9.	 Agrawal A, Biswas J. Unilateral Vogt-Koyanagi-Harada disease: Report 
of two cases. Middle East Afr J Ophthalmol. 2011;18(1):82-84.

10.	Singh S, Kaushik S, Kaur S, Singh R, Pandav SS. Vogt-Koyanagi-
Harada syndrome presenting as bilateral simultaneous acute angle 
closure. Clin Exp Vis Eye Res. 2019;2(1):49-51.

https://link.springer.com/article/10.1007/s004170050342
https://link.springer.com/article/10.1007/s004170050342
https://link.springer.com/article/10.1007/s004170050342
https://onlinelibrary.wiley.com/doi/10.1111/j.1442-9071.2011.02523.x
https://onlinelibrary.wiley.com/doi/10.1111/j.1442-9071.2011.02523.x
https://www.tandfonline.com/doi/abs/10.3109/09273948.2013.792937?journalCode=ioii20
https://www.tandfonline.com/doi/abs/10.3109/09273948.2013.792937?journalCode=ioii20
https://www.tandfonline.com/doi/abs/10.3109/09273948.2013.792937?journalCode=ioii20
https://journals.sagepub.com/doi/10.1177/1120672120951442?url_ver=Z39.88-2003&rfr_id=ori:rid:crossref.org&rfr_dat=cr_pub%20%200pubmed
https://journals.sagepub.com/doi/10.1177/1120672120951442?url_ver=Z39.88-2003&rfr_id=ori:rid:crossref.org&rfr_dat=cr_pub%20%200pubmed
https://journals.sagepub.com/doi/10.1177/1120672120951442?url_ver=Z39.88-2003&rfr_id=ori:rid:crossref.org&rfr_dat=cr_pub%20%200pubmed
https://www.sciencedirect.com/science/article/abs/pii/S0002939401009254?via%3Dihub
https://www.sciencedirect.com/science/article/abs/pii/S0002939401009254?via%3Dihub
https://jamanetwork.com/journals/jamaophthalmology/article-abstract/633929
https://jamanetwork.com/journals/jamaophthalmology/article-abstract/633929
https://www.sciencedirect.com/science/article/abs/pii/S0002939414783187?via%3Dihub
https://www.sciencedirect.com/science/article/abs/pii/S0002939414783187?via%3Dihub
https://journals.lww.com/glaucomajournal/Abstract/2016/08000/Incidence_and_Management_of_Glaucoma_in_Vogt.8.aspx
https://journals.lww.com/glaucomajournal/Abstract/2016/08000/Incidence_and_Management_of_Glaucoma_in_Vogt.8.aspx
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3085163/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3085163/
https://onlinelibrary.wiley.com/doi/10.1111/j.1442-9071.2011.02523.x
https://onlinelibrary.wiley.com/doi/10.1111/j.1442-9071.2011.02523.x
https://onlinelibrary.wiley.com/doi/10.1111/j.1442-9071.2011.02523.x



