Retinal vein occlusion {RVO)

Second most common retinal
vascular disorder?

Estimated worldwide projection:
16 million people affected in at least
one eye?

~520 new cases annually per
million population3

10-year incidence of 1.6% in people
aged 249 years*

«  Of 325 people with visual' loss of 20/40 or worse in >1 eye, the average person with 20/40
vision'in the better eye was willing to trade 2 of 10 years of life in return for perfect vision®

Branch and central retinal vein occldsion
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Pathogenesis of RVO

® Occlusion occurs at the
arteriovenous infersection
major branch retfinal vein, or
macular venule
_
» Non-ischaemic (perfused)

» occlusion is distal to the
lamina cribrosa or the adjacent retrolaminar
region

» Ischaemic (non-perfused)

» occlusion is in the region of the lamina
cribrosa (or immediately posterior)

» defined by >10 disc areas of
capillary non-perfusion
(fluorescein angiography)?
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Clinical features of RVO

» Sudden, painless, unilateral loss of vision
» Not always perceived by patient
» Degree of vision loss dependent on retinal involvement and retinal perfusiofiStatus

BRVO CRVO

® Inferotemporal or nasal BRVO ® VA at time of presentation is a strong
often asymptomatic' predictor of prognosis for vision2
® Vision prognosis worse in CRVO than
BRVO, particularly when non-
perfused?®




Risk factors for RVO

Strongest
risk factor for
BRVO

Additional
risk factors
for CRVO




What happens if we doa't
treat?

» Retinal ischaemia upregulates

VEGF production’ - ‘
»«High VEGF levels stimulate? . L Retinape

* thickening

» capillary leakage leading to
macular oedema

» lamellar hole formation

» epiretinal membrane formation and
retinal atrophy

neovascularisation3

» neovascular glaucoma

Macular oedema, with or without macular non-perfusion, is the
most frequent cause of visual impairment in patients with RVO!




At initial presentation.

Review VA
RAPD

Baseline IOPs : 2disc
morphology

Co-existing pathology :
CATARACT , diabetes,
hypertension, glaucoma
suspect




» Fundus fluoroscein
angiography

-ischemia?
-role for laser?

» OCTimaging
-patient education
- follow-up

sr_gery ‘

Patient education as to
cause of visual loss

Treat retinal pathology
first

Careful mangement of
IOP




Tailoring treatment INRVO

» The advent of anti-VEGF therapy represents a
significant advancement

Based on the CRUISE and BRAVO studies, ranibizumab received marketing
authorisation in many countries for treatment of visual impairment due to macular
oedema secondary to RVO (BRVO or CRVO)

BRAVO and CRUISE: stuay

ME secondary to BRVO! ME secondary to CRVO?
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[ 28-day screening period ] [ 28-day screening period ]

[ 1:1:1 randomisation ] [ 1:1:1 randomisation ]

] [ RBZ ] [ RBZ ] [ ][ RBZ ] [ RBZ ]
0.3 mg 0.5 mg 0.3 mg 0.5 mg
(n=134) (n=131) (n=132) (n=130)

Monthly treatment
(Day 0, Months 1, 2, 3, 4, 5) - A o
Rescue laser at Month 3 if eligible? P cR

Monthly monitoring
and PRNP treatment
Rescue laser at Month 9 if eligible2

RBZ RBZ RBZ RBZ RBZ RBZ
0.5 mg 0.3 mg 0.5 mg 0.5 mg 0.3 mg 0.5 mg

Monthly monitoring
and PRN treatment®
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Tailoring treatment iIWRVO

What is the most appropriate therapy combination for my patient 2
(retinal laser, anti-VEGF, steroid)
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