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Sir,
Overnight visual improvement after early surgical

intervention in Irvine–Gass syndrome

Cystoid macular oedema (CMO) commonly develops

following cataract surgery complicated by vitreous loss

and vitreous incarceration in cataract wound. Vitrectomy

is generally recommended in cases refractory to medical

therapy. We report a case where early anterior vitrectomy

resulted in dramatic resolution of CMO the following

day. This case shows the need for a properly designed

study to outline the management of postoperative CMO.

Case report

A 71-year-old female underwent left eye

phacoemulsification with intraocular lens implantation

(IOL). Posterior capsular tear was noted after IOL

implantation, the IOL was stable and intraoperatively no

vitreous loss was noted. In the first postoperative week,

vitreous strands adherent to inner aspect of the corneal

incision site were noted (Figure 1). The best-corrected

visual acuity was 6/9, the IOL was stable, and no

pupillary distortion and no cystoid macular oedema

(CMO) were noted. After 3 weeks, her best-corrected

visual acuity was 6/36, with clinically evident CMO,

which was also confirmed on optical coherence

tomography (Figure 2a). During all this time she was on

topical dexamethasone 2 h, topical chloramphenicol

q.d.s.

In the same week, she underwent a limbal-based

bimanual approach anterior vitrectomy with removal of

the vitreous strands adherent to corneal incision site. She

received a subconjunctival injection of 0.25ml of

dexamethasone with 0.25ml of gentamycin after

vitrectomy. The very next day on optical coherence

tomography (OCT) examination, although the actual

posterior hyaloid phase was not seen clearly, it showed

no evidence of CMO (Figure 2b) and the best-corrected

visual acuity had improved to 6/9. Her visual acuity

remains stable 3 months after operation.

Comment

CMO was first described by Irvine after intracapsular

cataract extraction, following which Gass studied its

fluorescein angiogram features. Ever since, Irvine–Gass

syndrome has become synonymous with visually

significant CMO after cataract extraction irrespective of

Figure 1 Anterior segment photograph taken during first week
after phacoemulsification and IOL implantation showing
vitreous strands incarcerated in corneal wound.
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the technique. Prostaglandin-mediated inflammation

leading to increase in vascular permeability is the most

widely accepted theory for its pathogenesis. Also,

intraoperative complications leading to vitreous

incarceration in the surgical wound can exert traction on

vitreomacular interface leading to vascular

decompensation and CMO. Heier et al1 described the

beneficial effect of topical ketorolac and prednisolone as

combination therapy in CMO, which are now commonly

used as the first option. Oral acetazolamide is added if no

improvement is seen in 6 weeks. Sub-Tenon’s

triamcinolone is also considered in cases refractory to

medical therapy.

Katzen et al2 described use of YAG laser to cut vitreous

strands incarcerated in corneoscleral incision, but it can

lead to significant complications like elevation of IOP

and retinal detachment.

Harbour et al3 suggested that pars plana vitrectomy

with the removal of vitreous adhesions to anterior ocular

structures can be useful to improve vision.

Flach 4 provided the most comprehensive review of

literature and commented ‘A properly designed study of

the potential benefit for vision following vitreous surgery

for CME does not exist’. He also noted that in most

vitrectomy studies, the role of steroids, ketorolac,

repository steroids cannot be ruled out and

recommended vitrectomy if no benefit occurs within 1 or

2 years following medical therapy.

Prostaglandin-mediated inflammation and mechanical

traction exerted on the vitreomacular interface by

vitreous incarceration are two different mechanisms in

the development of CMO. The treatment, however, for

CMO from either mechanism is the same in acute stages.

Vitreous in anterior chamber and its incarceration in the

surgical wound can also lead to other complications like

retinal tears, retinal detachment, pupillary block, vitreous

wick syndrome, chronic inflammation and

endophthalmitis. Wilkinson et al5 concluded that retinal

detachment following vitreous loss after

phacoemulsification was four times higher than the

incidence after uncomplicated surgery. The majority of

postoperative retinal detachments occur within the first

year of surgery. It is also important to achieve a normal

anterior ocular anatomy. So early vitrectomy should also

be considered as an option to treat CMO following

vitreous incarceration.

Our patient developed CMO within 1 month of

surgery in spite of using topical steroids throughout this

period. We decided to intervene early, as traction by

vitreous strands incarcerated in corneal wound was the

most likely cause for CMO in our case. Limbal-based

bimanual approach for anterior vitrectomy was preferred

over YAG vitreolysis as the later can lead to further rise

in inflammation and IOP. There was a dramatic

improvement in the visual acuity and OCT showed

resolution of CMO just the next day. To the best of our

knowledge, such rapid resolution of CMO has never

been published before. This could be owing to the fact

that vitrectomy is usually performed after medical

therapy fails to improve CMO, which by then has

become chronic.

Early surgical intervention in CMO secondary to

vitreous traction, as demonstrated in our case, might

release the vitreomacular traction early, thus minimising

the vascular decompensation and rapid resolution of

CMO.

To find reliable answers to the actual benefits of early

vitrectomy, as apposed to vitrectomy performed only as a

last resort, a properly designed clinical study is needed.
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Sir,
Transient Horner’s syndrome associated with

hypertension

A 46-year-old man presented with a droopy left upper-

lid associated with headache, facial, and neck pain. He

was otherwise well and a nonsmoker.

Examination revealed 2mm of left ptosis, anisocoria

(see Figure 1) and facial anhidrosis. Acuity was 6/4 in

each eye. The blood pressure was markedly elevated

(250/140). He had hypertensive retinopathic changes

but ocular and systemic examinations were otherwise

unremarkable. Although index of suspicion for

carotid artery dissection was low, urgent ultrasound

Doppler’s of the carotid/vertebral circulations and

computed tomography scanning with contrast of

the head/neck were performed and excluded this

possibility.

A weak adrenaline solution (1 : 1000) was instilled to

ascertain if a preganglionic or postganglionic Horner’s

was present. This resulted in no change in pupil size,

confirming a preganglionic lesion or central Horner’s

syndrome.

Chest radiography and electrocardiography revealed

cardiomegaly and left ventricular hypertrophy. He was

referred to the medical team for further investigation/

management. Subsequent echocardiography confirmed

left ventricular hypertrophy. He was found to have

elevated serum lipids and creatinine (at 164mmol/l). All

other investigations were normal. Hypertension and

hypercholesterolaemia were controlled medically and

Aspirin commenced.

Although the presence of a Horner’s syndrome was

irrefutable on clinical grounds (Figure 1), full

pharmacological testing with 4% cocaine eyedrops

(unavailable in ‘out of hours’ practice), would have

completed the investigations.1 After 1 month, the central

Horner’s syndrome had completely resolved. Our

patient had sustained a transient ischaemic attack

affecting the preganglionic neuron in the ocular

sympathetic chain. Given the absence of brainstem

signs we suspect the lesion was near the posterolateral

hypothalamus, the origin of the ocular sympathetic

chain. This area is supplied by small vessels known as

the posteriomedial penetrating arteries, which arise

variably from the Circle of Willis, posterior and middle

cerebral arteries. Treatment involves modification of the

cardiovascular risk profileFas in this case.

Although hypertension has been described with

Horner syndrome, this was in relation to carotid

dissection.2 This is a life-threatening emergency which

may manifest in numerous ways in association with

Horner syndrome.3 To our knowledge this is the first

reported case of transient central Horner syndrome

associated with hypertension.
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Figure 1 Left miosis, ptosis, and facial anhidrosis.
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