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Hypertensive iridocyclitis associated 
with delayed onset biopsy proven 
Cytomegalovirus retinitis

David M Squirrell, Sudipto Bha  a1, 
Hardeep S Mudhar2, Ian G Rennie1

We describe a case of primary hypertensive iridocyclitis with 
biopsy-proven Cytomegaloviral retinitis. It is an observational 
case report of a 69-year-old diabetic gentleman on azathioprine 
for Crohn’s disease who presented with recurrent episodes of 
hypertensive iridocyclitis. On the 4th a  endance in 5 months, a 
granular white lesion was noted in the temporal periphery of the 
mid-peripheral fundus and a chorioretinal and vitreous biopsy 
performed. Vitreous PCR was positive for Cytomegalovirus 
(CMV). Hematoxylin and eosin staining revealed cytomegalic-
like inclusions within necrotic neural retina. Transmission 
electron microscopy revealed herpes family virus particles 
and immunohistochemistry demonstrated CMV protein. This 
case provides further evidence implicating CMV infection in 
the etiology of hypertensive iridocyclitis. With hindsight, the 
cumulative eff ect of diabetes and azathioprine on the immune 
surveillance system proved sufficient to render the patient 
susceptible to CMV retinitis.
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Posner-Schlossman syndrome (PSS) is recognized as a 
distinct clinical entity, comprising unilateral recurrent 
a  acks of glaucoma where the intraocular pressure rise is 
out of proportion to the associated cyclitis.[1] Although it 
was initially hypothesized that PSS may have an allergic 
etiology,[1] more recently positive polymerace chain reaction 
(PCR) for Cytomegalovirus (CMV) has been described in 
anterior chamber isolates from immunocompetent individuals 
presenting with PSS.[2-4] These data suggest that at least in 
a subgroup of patients with presumed PSS, hypertensive 
iridocyclitis may actually be caused by a primary herpetic, 
particularly CMV infection of the eye, which individuals with 
a competent immune system limit to the anterior chamber. 

We describe the case of a 69-year-old diabetic gentleman who 
presented with recurrent episodes of hypertensive iridocyclitis 
mimicking PSS. On the fourth attendance in 5 months, a 
granular white lesion was noted in the temporal periphery of 
the mid peripheral fundus and a chorioretinal and vitreous 
biopsy performed. This revealed an unexpected diagnosis 
of CMV retinitis. We suggest that this case provides further 
evidence to implicate CMV infection of the eye as a causative 
trigger for hypertensive iridocyclitis, which in our case, went on 
to cause posterior segment disease. It also serves to emphasize 
the need to maintain a high index of suspicion for unusual 
infections when managing patients with compromised immune 
systems, from whatever cause.

Case Report 
A 69-year-old gentleman presented with a history of episodic 
blurred vision in his right eye. On examination, visual acuity 
was 6/12, the intraocular pressure was 48 mmHg, but aside 
a mild anterior chamber cellular reaction and fi ne stellate 
KPs, ocular examination was unremarkable. The patient’s 
medical history included type 2 diabetes and terminal ileal 
Crohn’s disease, for which he was prescribed Rosiglitazone 
and Azathioprine 150 mg od. There was no signifi cant past 
ocular history. 

A diagnosis of Posner-Schlossman Syndrome was made, 
and topical corticosteroids and timolol were prescribed. 
Following treatment, the ocular condition rapidly resolved 
with complete resolution of anterior chamber infl ammation 
and normalization of IOP, but over the ensuing 3 months, 
the patient presented with 2 further episodes of presumed 
PSS. On each occasion, the condition was controlled with 
topical corticosteroids and timolol. On a further a  endance 
6 weeks later, the visual acuity was noticeably more reduced 
than previously (6/36), and in addition to a mild anterior 
chamber reaction and high intraocular pressure (42 mmHg), 
there was also a moderate vitritis. An examination of the 
posterior pole at this a  endance revealed a small discrete area 
(2 disc diameters) of granular retinal pallor in the temporal 
periphery. There was no associated hemorrhage, and this 
was diagnosed as peripheral drusen. The patient was treated 
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Figure 1: Color fundus photograph. There is an area of granular retinal 
pallor in the temporal periphery, which had enlarged over 4 months. 
There is a possible satellite lesion at the fovea, an associated vitritis 
and new vessels at the disc

Access this article online
Quick Response Code: Website: 

www.ijo.in

DOI:
10.4103/0301-4738.97086 

PMID: 
***



Brief CommunicationMay 2014  657

with topical and systemic prednisolone with resolution of 
the ocular infl ammation and improved visual acuity. Over 
the ensuing 12 weeks, the systemic and topical steroids were 
tapered, but the ocular infl ammation recurred as the dose 
was reduced. It was also noted that the previously noted 
white patch had enlarged [Fig. 1] and a chorioretinal and 
vitreous biopsy organized. Vitreous PCR [LightCycler® FRET 
technology (Roche)] was positive for Cytomegalovirus (CMV) 
and negative for HZV, HSV 1 and 2. Hematoxylin and eosin 
staining revealed cytomegalic-like inclusions within necrotic 
neural retina. Transmission electron microscopy revealed 
herpes family virus particles, and immunohistochemistry 
demonstrated CMV protein [Fig. 2]. The patient was 
investigated for other causes of immunocompromise without 
a positive result. In particular, 3rd generation HIV test (ELISA) 
was negative, his CD4 counts were consistently above 350, 
and his full blood count was normal. Despite treatment with 
intravenous ganciclovir and long-term oral valcyclovir (as per 
local guidelines), the retinitis progressed rapidly to involve 
the central macula. The patient’s fi nal visual acuity was “hand 
movements”. 

Discussion
Ocular CMV infection is most commonly known for the 
typical retinitis that is seen in those patients who are 
severely immunocompromised or receiving combination 
immunosuppressive therapy.[5] It is however recognized that 
CMV infection may also be implicated in PSS/ ‘hypertensive 
iridocyclitis’.[3,4] Currently, the pathophysiology of CMV 
associated hypertensive iridocyclitis remains obscure.[6] 
Anterior chamber involvement in patients with CMV retinitis 
secondary to AIDS is occasionally seen, but when present, is 
not typically a Posner-Schlossman like syndrome. The anterior 
chamber infl ammation, observed in patients with AIDS, could 
be due to either primary anterior segment infection or it 
may also simply be an infl ammatory response, secondary to 
posterior segment pathology. 

The discovery of positive PCR for CMV in anterior 
chamber isolates from immunocompetent patients presenting 
with isolated PSS suggests that, at least in some patients, 

hypertensive iridocyclitis may actually be caused by primary 
herpetic infection of the anterior chamber and thus mimics 
PSS.[3,4] With the benefi t of hindsight, it is likely that in the 
case we describe the CMV infection was unrecognized for 
some months. The fact that the patient had a moderate vitritis 
also caused confusion as CMV retinitis is typically associated 
with a quiet vitreous. Only one can assume that the vitritis 
represented an inadequate immunological response to the 
virus, a response that is often not generated in patients with 
low CD4 counts associated with HIV CMV retinitis. Therefore, 
although the presentation of PSS in our patient predated 
the defi nitive diagnosis of CMV retinitis by 6 months, it is 
tempting to speculate that the initial presentation of PSS in 
our case also coincided with the primary presentation of 
CMV in the eye. Whilst not conclusive, we suggest that our 
case provides further evidence that CMV infection of the 
eye can present with a clinical syndrome of hypertensive 
iridocyclitis, which without further diagnostic testing, is 
indistinguishable from PSS. The evolving clinical scenario 
presented a number of diagnostic diffi  culties. With hindsight, 
the cumulative eff ect of diabetes and azathioprine on the 
immune surveillance system proved suffi  cient to render 
the patient susceptible to CMV retinitis. In patients without 
HIV, it is regre  ably not unusual for the diagnosis of CMV 
retinitis to be delayed.[7] This case therefore also emphasizes 
the need to maintain a high index of suspicion for unusual 
infections when managing patients with compromised 
immune systems, from whatever cause. 
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Ocular ischemic syndrome: A classical 
presentation of  an uncommon 
condition

Jayesh A Vazirani, Zoramthara Zadeng, 
Mangat R Dogra, Amod Gupta

We report a 47-year-old male who presented with acute mono-
ocular vision loss, and had classical signs of global ocular ischemia 
in the right eye. Fundus fl uorescein angiography demonstrated 
delayed choroidal fi lling and no perfusion of retinal vasculature. 
Carotid Doppler and computed tomogram (CT) angiography 
studies revealed extensive bilateral atherosclerotic disease 
involving the carotid circulation. Ophthalmologists must be 
aware of the possibility of this potentially fatal condition, which 
is extremely rare. An astute clinical diagnosis, targeted workup 
for systemic associations and a prompt referral may turn out to 
be life-saving. 
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Ocular ischemic syndrome is a vision-threatening condition 
which may herald a potentially devastating cerebral 
infarction.[1] It is characterized by both anterior and posterior 
segment ischemic signs in the eye.[2] The reported incidence is 
7.5 cases per million persons every year.[3] A detailed literature 
search did not reveal any report of such a case from India.

We report an adult male who presented with unilateral loss 
of vision and was detected to have classical features of ocular 
ischemia, with bilateral carotid occlusive disease.

Case Report
A 47-year-old male presented with loss of vision, swelling, 
redness and pain of 15 days’ duration in the right eye. There 
was no history of ocular trauma, surgery or systemic disease, 
including hypertension or diabetes mellitus. 

The patient had no light perception in the right eye, and the 
intraocular pressure was 14 mm Hg. A detailed examination 
revealed the presence of conjunctival chemosis and congestion, 
simulating the appearance of a bulging eye; whereas 
exophthalmometry readings and extra-ocular movements 
were within normal limits. There was presence of anterior 
segment fl are and uveal ectropion, with 360 degrees of iris 
neovascularization [Fig. 1] and presence of new vessels in the 
inferior quadrant of the anterior chamber angle on gonioscopy. 
Both direct and consensual light refl exes were absent. Fundus 
examination showed a hyperemic disc with blurred margins, 
blot hemorrhages in all quadrants extending up to the mid-
periphery, a single co  on wool spot and opacifi cation of the 
retina [Fig. 2]. The visual acuity in the left eye was 20/25 and 
intraocular pressure was 12 mm Hg. Anterior and posterior 
segment examination of the left eye was unremarkable. 

Fundus fl uorescein angiography (FFA) revealed a delay in 
choroidal fi lling in the right eye, with fi rst signs of appearance 
of dye after 50 sec [Fig. 3]. There was no fi lling of retinal vessels, 
even after 14 min [Fig. 4]. A carotid Doppler study showed 
patterns suggestive of atherosclerotic changes involving 
bilateral common carotid arteries and carotid bulb, as well 
as bilateral internal carotid artery occlusion. There was no 
fl ow detected in the right internal carotid artery and a 35-40% 
stenosis on the left side. A subsequent computed tomogram 
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Figure 1: Anterior segment photograph (right eye) showing uveal 
ectropion and iris neovascularization
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