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Abstract

Brolucizumab is a humanized single-chain fragment of a monoclonal antibody that blocks vascular endothelial growth
factors. The aim of this paper is to present a case of occlusive retinal vasculitis with intraocular inflammation following
intravitreal administration of brolucizumab in a patient with wet age-related macular degeneration. An 84-year-old
woman complained of decreased visual acuity in the right eye and floaters in the visual field. These symptoms oc-
curred 54 days after the first intravitreal injection of 6 mg brolucizumab. Snellen visual acuity decreased from the
pre-injection level of 0.6 to 0.05. Anintraocular inflammatory reaction was detected. Ophthalmoscopy of the right eye
revealed oedema of the optic nerve disc, pale foci of ischemia in the form of “cotton wool spots”, retinal haemorrhages,
and perivascular sheathing of retinal arteries with their multifocal complete or partial occlusion. Based on the clinical
picture and diagnostic tests, the patient was diagnosed with occlusive retinal vasculitis with intraocular inflammation
as acomplication of intravitreal brolucizumab. Treatment included local and systemic steroid therapy. Right eye visual
acuity improved reaching 0.4. A secondary sectoral reduction in the thickness of the nerve fibre layer of the right eye
was found, with visual field defect. Conclusions. Early diagnosis and initiation of appropriate treatment as soon as
possible can prevent severe vision loss in most cases of rare vascular inflammatory complication after intravitreal bro-
lucizumab. However, ischemia associated with vasculitis may cause permanent changes in the morphology of retinal
nerve fibres and lead to visual field deficits.

Streszczenie

Brolucizumab jest humanizowanym jednotancuchowym fragmentem przeciwciata monoklonalnego, blokujagcym
czynnik wzrostu srédbtonka naczyn. W pracy przedstawiono przypadek okluzyjnego zapalenia naczyn siatkéwki
z zapaleniem wewnatrzgatkowym, ktére wystapito po doszklistkowym podaniu brolucizumabu u pacjentki z wysieko-
wym zwyrodnieniem plamki zwigzanym z wiekiem. 84-letnia kobieta zgtosita sie z powodu ostabienia ostrosci wzro-
ku w prawym oku oraz metéw w polu widzenia. Objawy te pojawity sie 54 dni po pierwszej iniekcji doszklistkowej
6 mg brolucizumabu. Ostros¢ wzroku pogorszyta sie z przediniekcyjnej wartosci 0,6 wedtug tablicy Snellena do 0,05.
Stwierdzono obecnos$¢ wewnatrzgatkowego odczynu zapalnego. W badaniu oftalmoskopowym prawego oka uwidocz-
niono obrzek tarczy nerwu wzrokowego, blade ogniska niedokrwienia (tzw. ktebki waty), drobne krwotoki siatkéwko-
we, pochewki zapalne przy naczyniach tetniczych siatkéwki z ich wieloogniskowa okluzjg - catkowitg lub czesciowa.
Na podstawie obrazu klinicznego i wynikéw badan diagnostycznych rozpoznano okluzyjne zapalenie naczyn siatkéwki
z towarzyszacym zapaleniem wewnatrzgatkowym jako powiktanie po podaniu brolucizumabu. W leczeniu zastoso-
wano steroidoterapie miejscowg i ogdlng. Odnotowano poprawe ostrosci wzroku w prawym oku do 0,4 wg Snellena.
Zaobserwowano wtdérne sektorowe zmniejszenie grubosci warstwy wtdkien nerwowych tego oka, z ubytkiem w polu
widzenia. Whnioski: U pacjentéw z rzadkim naczyniowym powiktaniem zapalnym po doszklistkowym podaniu broluci-
zumabu, wczesne rozpoznanie i jak najszybsze wdrozenie odpowiedniego leczenia w wiekszosci przypadkéw moze
zapobiec ciezkiej utracie widzenia. Jednak niedokrwienie towarzyszace zapaleniu naczyn moze trwale zmieni¢ morfo-
logie wtdkien nerwowych siatkdwki i ograniczy¢ pole widzenia.
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Introduction

Brolucizumab is an intravitreal vascular endothelial
growth factor (VEGF) blocker. It was approved by the U.S.
Food and Drug Administration (FDA) for the treatment of
wet age-related macular degeneration (WAMD) in 2019.
The European Medicines Agency (EMA) followed with its
approval in 2020. Brolucizumab is a humanised single-
chain Fv (scFv) antibody fragment produced by recombi-
nant DNA technology in Escherichia coli. It is the smallest
molecule among the currently available anti-VEGF drugs.
Its molecular weight is 26 kDa and is significantly small-
er compared to aflibercept (114 kDa) and ranibizumab
(48 kDa) [1-3].

Brolucizumab is administered intravitreally at a dose
of 6 mg. It delivers a 12-fold higher molar dose as com-
pared to 2 mg aflibercept and 22-fold higher molar dose
as compared to 0.5 mg ranibizumab [1]. The drug has
a strong inhibitory effect and high affinity for all VEGF-
A isoforms. Inhibition of the VEGF pathway has been
shown to slow the progression of neovascular lesions,
suppress endothelial cell proliferation, and reduce vas-
cular permeability.

The molecular structure of brolucizumab contributes
to significantly improved morphological outcomes of
WAMD therapy, including reduced central retinal thick-
ness and decreased fluid accumulation (intraretinal,
subretinal, and beneath the retinal pigment epithelium),
which are indicators of disease activity [2-4]. In clinical
practice, brolucizumab is used to treat wWAMD in both
treatment-naive patients and those who have become
unresponsive to other anti-VEGF agents [5].

Despite the unquestionably good outcomes of intravit-
real WAMD therapy, both inflammatory and non-inflam-
matory adverse events (AEs) associated with anti-VEGF
treatments, including brolucizumab, have been reported.
Intraocular inflammation (IOl), either sterile or infec-
tious, is the most serious complication. Retinal vasculitis
is a newly identified AE of brolucizumab [6, 7].

In this paper, we present a clinical case of occlusive reti-
nal vasculitis (ORV) with intraocular inflammation (1Ol)
following intravitreal administration of brolucizumab in
a patient diagnosed with wAMD.

Case report

An 84-year-old woman reported to the Department of
Ophthalmology of the Military Institute of Medicine -
National Research Institute due to blurred vision with
accompanying decreased visual acuity (VA) in the right

eye and floaters in the field of vision. Although these
symptoms occurred 54 days after the first intravitreal
injection of 6 mg brolucizumab into the right eye for
WAMD, the patient presented four days after symptom
onset. The woman had previously been treated under
a drug programme and had been receiving an intravit-
real anti-VEGF drug, aflibercept, in her right eye. Despite
repeated injections, the neovascular membrane activity
persisted with the presence of fluid collections. There-
fore, a decision was made to switch to brolucizumab. Her
left eye did not show any significant abnormalities. The
woman received chronic treatment for systemic diseases
such as hypertension, type 2 diabetes mellitus and gout.

Ophthalmological examination showed reduced right
VA from the pre-injection Snellen acuity of 0.6 to 0.05.
Visual function in the left eye was normal. The intraocular
pressure (IOP) was normal in both eyes. Slit-lamp exami-
nation of the anterior segment of the right eye revealed
minimal deep injection (redness), fine corneal endothelial
deposits, and grade +1 inflammatory cells in the anterior
chamber (AC), without hypopyon. The posterior segment
of the right eye showed grade +1 inflammation in the
vitreous chamber. In addition to degenerative macular
changes, ophthalmoscopy and true colour ultra-widefield
fundus imaging of the right eye found a pale optic disc
with blurred oedematous borders, pale peripapillary cot-
ton wool ischemic spots, peripheral retinal and vascular
haemorrhages, as well as perivascular sheathing along
the retinal arteries, with their complete (greyish inflam-
matory material inside the vessels) or partial multifocal
occlusion, with interruption of the blood column in the
vessel (Fig. 1A). The anterior and posterior segments of
the left eye were normal.

Fluorescein angiography (FA) (Fig. 2A) showed delayed
filling of the retinal vascular bed with retrograde flow of
the dye into the right ocular vessels, extensive peripapil-
lary and peripheral nonperfusion zones in the posterior
pole (temporal quadrants), partially preserved perfusion
in the macula lutea, complete or partial arterial occlusion
with segmentally disrupted dye flow, dye leakage through
the vessel walls in the late phases of the examination in
afewretinal arteries, and dye leakage on the optic disc.

Spectral domain optical coherence tomography (SD-OCT)
of the right macula revealed elevation of the retinal pig-
ment epithelium without intraretinal or subretinal fluid.
Increased reflectivity of the inner retinal layers was ob-
served in the perifoveal zone with blurring of the retinal
lamellar structure, suggesting ischemia (Fig. 3B).

Due to the symptoms of right IO, laboratory workup
was done, including erythrocyte sedimentation rate
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Figure 1. Colour images of the fundus of the right eye. A. On admission. B. One week after treatment onset. C. At 2 weeks. D. At 6
weeks. E. At 8 weeks. F. At 10 weeks

(ESR), C-reactive protein and peripheral blood count allowed, among other things, to exclude giant cell ar-
with differential. No abnormalities were found, which  teritis.

A. Late phase

B. Late phase

N \\  Ao /

C. Late phase’

Figure 2. Fluorescein angiography (FA) of the right eye. A. On admission and ORV diagnosis. B. One week after treatment onset. C.
One month after treatment onset
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Figure 3. Optical coherence tomography (OCT) of the right eye. A. Before brolucizumab injection; subretinal fluid present. B. At
2 months of brolucizumab injection, on the day of presentation to the Clinic with ORV symptoms. C. At one week of steroid therapy
onset. D. At 3 weeks of steroid therapy onset. No signs of neovascularization, significant resolution of perifoveal hyperreflectivity.
E. At one month of steroid therapy onset and 3 months after brolucizumab administration. Visible subretinal fluid (gradual relapse
of disease activity) and progression of retinal pigment epithelial detachment (PED) parameters. F. At 4 months of brolucizumab
administration; clearly visible subretinal fluid

Based on the clinical picture, imaging findings, and similar
clinical cases reported by the American Society of Retinal
Specialists (ASRS), the patient was diagnosed with a compli-
cation of intravitreal brolucizumab, i.e. brolucizumab-asso-
ciated retinal vasculitis (BARV) with IOI. Local and systemic
steroid therapy was started. Periocular prednisolone acetate,
topical dexamethasone 0.1% (eye drops, initially at 1-hour
intervals, then five times daily), along with a non-steroidal
anti-inflammatory drug and mydriatics were included. Intra-
venous steroid therapy with methylprednisolone 2 x 500 mg
per day was initiated, reaching a total dose of 3 g. Then, oral
steroid therapy with prednisone was continued at an initial
dose of 40 mg per day, which was gradually reduced by 5 mg
inthe weeks that followed.

One week after the diagnosis of BARV, right VA improved
to Snellen 0.3. Slit-lamp examination revealed no inflam-
matory cells in the AC of the right eye, with reduced in-
flammatory exudate in the vitreous chamber. Ophthal-
moscopy and colour fundus photography of the right eye
showed gradual regression of perivascular sheathing
(Fig. 1). Fluorescein angiography (FA) showed reduced
vascular leakage with segmental perivascular pigment

stasis, delayed arteriolar filling with partial improvement
of retinal perfusion compared to baseline (Fig. 2), and no
pigment leakage on the optic disc. SD-OCT showed no
signs of active wWAMD (Fig. 3).

Six weeks after BARV diagnosis, right visual acuity sta-
bilized at 0.4 Snellen. Right eye FA showed no vascu-
lar leakage, delayed and partial filling of the temporal
branches of the central retinal artery, nonperfusion zones
in the temporal quadrants, and a dark, ischemic optic disc
(Fig. 2). Ophthalmoscopy and colour fundus photography
at subsequent follow-ups showed resolution of inflam-
matory opacities in the vitreous body, optic disc oedema,
and cotton wool spots, partial arterial revascularization
with segmental blood column restoration in the affected
vessels, as well as persistent intraretinal haemorrhages
(Fig. 1). Analysis of the thickness of the right retinal nerve
fibres showed their secondary, sectoral thinning within
the optic disc (Fig. 4). A scotoma was detected in the right
eye, covering the upper half of the visual field (Fig. 5).

After BARYV diagnosis, right eye intravitreal therapy was
discontinued. Subsequent follow-up examinations, con-
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ducted 3 and 4 months after brolucizumab administra-
tion, showed a decrease in right VA to Snellen 0.16. Right
macular SD-OCT revealed recurrence of WAMD activity,
with the presence of subretinal fluid and increased pig-
ment epithelial detachment (PED) parameters (Fig. 3).
The patient was qualified to resume anti-VEGF therapy
with a medication other than brolucizumab.

Discussion

Sterile intraocular inflammation (Sll) following anti-VEGF
treatment is characterized by acute onset and intraocu-
lar involvement in the absence of an infectious agent. Re-
ported incidence rates vary across studies, ranging from
0.02% to 0.37% [8, 9]. Symptoms of Sll typically appear
within 24 hours to seven days following intravitreal injec-
tion [10-12]. The most common manifestations include
blurred vision, floaters, and mild to moderate ocular pain,
with photophobia occurring less frequently [12, 13].
Although visual acuity typically recovers to an average
of 20/55 after resolution of Sll following treatment,
which may involve topical and systemic steroids, myd-
riatics, antibiotics, and, in severe cases, pars plana vit-
rectomy (PPV), approximately 15% of cases result in
permanent vision loss of two lines or more, often asso-
ciated with advanced inflammation with fibrin deposits
and older age [12, 14].

Brolucizumab-associated SlI does not significantly dif-
fer in terms of symptoms, treatment, or therapeutic
outcomes from inflammations observed after other anti-
VEGF agents [14]. However, data from clinical practice
indicate that it has a more delayed course. In cases with-
out vascular involvement, symptoms typically appear an
average of 24 days post injection [15]. Brolucizumab has
a higher rate of Sl (>4%) compared to other anti-VEGF

3 (o] [11m R

therapies. This may be due to higher serum levels of anti-
brolucizumab antibodies in patients undergoing therapy
compared to other anti-VEGF medications [2, 15]. The
HAWK and HARRIER trials found that these antibodies
were present in 36 to 52% of patients even before initia-
tion of brolucizumab therapy, increasing to 53-67% once
the treatment was started [2, 15]. Higher rates of SlI
were observed among individuals with these antibodies
(6%) compared to those without (2%) [15].

In February 2020, i.e. a few months after FDA approval of
brolucizumab, the ASRS announced receiving over a doz-
en BARV case reports. More than two-thirds of these
were considered ORVs, which were associated with sig-
nificant VA loss [16, 17]. These reports, along with case
studies from routine clinical practice, prompted Novartis
Pharma AG to establish a committee to monitor broluci-
zumab safety data. A post hoc analysis of HARRIER and
HAWK [18] found that among 1,088 eyes treated with
brolucizumab, 36 cases (3.3%) developed ‘probable or
definite’ retinal vasculitis. Vasculitis coexisted with IOl in
24 of these 36 cases (67%). The rates of BARV (3.3% and
2.1%, respectively, for the individual studies) and vascu-
lar occlusion were significantly higher than those report-
ed in the original HARRIER and HAWK trials. However,
despite the actual risk of vision loss associated with these
events, the overall rate of moderate to severe visual acu-
ity loss (215 ETDRS letters) was comparable between
brolucizumab (7.4%) and aflibercept (7.7%) treatment
groups [2, 4, 18].

The aetiology of brolucizumab-related retinal vasculitis
remains unknown. It is unlikely that the molecule itself
directly causes inflammation, particularly since it lacks
an Fc region and does not activate the complement sys-
tem or antibody-mediated cytotoxicity mechanisms [19].
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Figure 4. OCT of the right optic nerve. Evident sectoral loss of nerve fibres in the lower part
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Figure 5. Visual field test for the right eye. Evident limitation of the visual field, mainly in the upper quadrants

Although impurities related to drug manufacturing, stor-
age, or delivery are known to contribute to SlI, this is
unlikely to account for the majority of BARV cases given
that symptom onset is often delayed and most cases are
very rare. One hypothesis suggests that brolucizumab’s
smaller molecular weight may allow for deeper retinal
penetration and increased VEGF inhibition. In the pres-
ence of concomitant inflammation, this could addition-
ally diminish vascular perfusion and increase ischaemia,
especially in eyes with reduced retinal blood flow at
baseline [6, 17]. Alternatively, BARV may arise from the
already mentioned anti-brolucizumab antibodies [2, 15].
In the presence of anti-drug antibodies, systemic mono-
clonal antibody therapy, including anti-VEGF agents, e.g.
in the treatment of cancer, induces type Il hypersensitiv-
ity reaction leading to vasculitis [20]. BARV may repre-
sent a similar reaction wherein intravascular deposition
of 1gG/IgM complexes causes vasculitis and vascular oc-
clusion. This mechanism would be similar to the patho-
genesis of haemorrhagic occlusive retinal vasculitis

(HORV), which is seen in some patients who receive in-
traocular vancomycin and have been exposed to vanco-
mycin previously [21].

Currently, histopathological studies related to HORV
also suggest possible involvement of a type IV hyper-
sensitivity reaction primarily involving T cells [22].
A case report with an analysis of a vitreous sample
collected during vitrectomy in a patient with BARV
showed the presence of CD3, CD4, CD8 and CDé68
proteins. These findings indicate the presence of
T cells and histiocytes, suggesting a type IV hypersen-
sitivity reaction [23]. The observed coincidence of the
presence of B and T cells may indicate a mixed type Ill
and IV response [23, 24]. The time of BARV symptom
onset also suggests a delayed hypersensitivity reac-
tion, in which repeated exposure to the drug may re-
sult in a more rapid immune response. In the reported
BARYV case series, symptoms appeared on average be-
tween 30 and 53 days after injection [6, 15]. However,
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Baumal et al. found that retinal vasculitis occurred
earlier in patients who received more than one brolu-
cizumab injection [6]. Additional factors, such as HLA
subtype, immune status, comorbidities, or previous
exposure to compounds structurally similar to brolu-
cizumab, may also play a role in the pathogenesis of
BARV [6].

Previous studies suggest that BARV is more common
in women (88-100%), with an average age of 77 to 79
years. Most cases (92-96%) occur in Caucasians [6, 15].
Cardiovascular diseases (CVDs), such as hypertension,
cardiac arrhythmias, as well as diabetes mellitus, and pre-
vious pneumonia may be risk factors for BARV. All ORV
patients included in the HARRIER and HAWK trials had
a medical history of CVD [18]. Similar findings have been
reported in retrospective case series [4, 6]. Cancer or au-
toimmune disorders (e.g. multiple sclerosis, Graves dis-
ease or Raynaud’s syndrome) were rarely reported [4, 6].
Symptoms of inflammation appear within 7 to 56 days af-
ter the last administration of brolucizumab [4, 6, 16, 17].
Blurred vision (58-62%), floaters (46-67%), redness
(19%), pain (17-31%), and scotoma (12-25%) are the
hallmark symptoms [4, 6, 16-17]. Visual acuity usu-
ally deteriorates, from an average of 20/53 at the time
of brolucizumab administration to a mean of 20/191 at
diagnosis [6]. 10l is usually present (92-100% of cases).
Inflammation may be localized to the AC (0-31%), vitre-
ous body (27%), or both (35-73%) [4, 16, 17]. Addition-
ally, fine keratic precipitates, conjunctival injection, and
Descemet folds have also been observed. No cases of
hypopyon have been reported. Clinical signs of vasculi-
tis are typically, though not always, present at the time
of diagnosis. A minority of patients may present with re-
current IOl with vascular involvement, even if corticoste-
roids were started and the intraocular inflammation has
decreased [25]. Vasculitis can involve arteries, veins, and
capillaries. Both large- and small-calibre retinal arteries
can be affected, showing narrowing, occlusion, and peri-
vascular sheathing. Symptoms of retinal ischemia include
retinal whitening, cotton wool spots, intraretinal haem-
orrhage, and pericentral acute middle maculopathy. Vas-
cular occlusion accompanies inflammation in 67-85% of
cases [6, 15].

The presented clinical case of BARV with 101 aligns with
the known risk factors for this complication, as reported
in the literature and mentioned above. Typical symptoms
also emerged within a characteristic delayed time frame
following brolucizumab injection. Both the anterior seg-
ment and the vitreous body of the eye were involved.
The inflammation was sterile; however, infectious causes
(infection-related symptoms typically arise within 3-4
days of drug administration, whereas aseptic reactions to
brolucizumab usually manifest after several weeks) and
systemic diseases that can cause vasculitis should always
be considered in the differential diagnosis of IOI. Diag-
nostic tools, including FA, SD-OCT and wide- field imag-
ing, allowed for the detection of ORV hallmarks, as well
as for a precise assessment of the distal retinal periphery.
Wide-field imaging is crucial in this complication, as signs
of vasculitis may be subtle, scattered, and located just
beyond the central posterior pole. In the presented case,
the inflammatory changes were accompanied by a signifi-
cant decline in visual acuity. The most prognostically con-
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cerning findings were ischemic changes in critical visual
areas of the posterior pole, specifically the peripapillary
region and macula, characterized by limited perfusion
and secondary blurring of the papillary retinal lamellar
structure.

Treatment of 101, whether or not accompanied by vascu-
litis, should be prompt and aggressive. In cases of inflam-
mation limited to the anterior chamber with preserved
visual function, intensive topical corticosteroids (with
sub-Tenons steroid injections) may be sufficient. Simulta-
neous monitoring of the posterior segment is essential.
Inflammatory reaction involving the vitreous body is
an indication for systemic steroids, initially at high in-
travenous doses, followed by oral maintenance therapy
for a period of usually 6-12 weeks [6, 15, 16, 26-29].
In cases with significant vitreous involvement, PPV may
be considered [28]. Case studies of BARV have shown
that visual function may improve in some patients follow-
ing steroid therapy [6, 15-17, 21-29], although not al-
ways to the pre-brolucizumab level. Wykoff et al. (2023)
reviewed a total of 19 publications (70 eyes) on BARV. Of
the eyes assessed for pre- and post-event VA, 22/42 eyes
(52.4%) showed unchanged (+0.08 logMAR) or improved
VA compared with the last recorded pre-event assess-
ment, whereas 15/42 eyes (35.7%) showed 20.30 log-
MAR VA reduction (215 letters). Patients showing no
VA loss were on average slightly younger and had higher
rates of nonocclusive events [30].

In the presented case with vitritis, intensive local and
systemic steroid therapy was initiated immediately
upon the patient’s presentation. During the first week of
treatment, marked functional improvement and reduc-
tion of inflammation were achieved. After six weeks of
therapy, Snellen VA of 0.4 was noted, which is two lines
lower compared to the pre-brolucizumab values. Despite
resolution of active inflammation and partial retinal re-
vascularization, long-term follow-up revealed persistent
consequences of prior ischemia in the form of optic nerve
atrophy and visual field defect. In our view, ischemia sec-
ondary to BARV should be regarded as one of the most
significant risk factors for permanent functional impair-
ment following this complication.

Given the risk of adverse events such as BARV, the ques-
tion arises as to how the associated risk of vision loss can
be minimized. Patients should be educated about the po-
tential symptoms of 101 following brolucizumab admin-
istration and advised to report to the clinic immediately
upon experiencing any concerning symptoms [26, 27].
In the presented case, the patient reported a few days
after symptom onset, delaying the initiation of appropri-
ate treatment. Available data indicate that IOl symptoms
following brolucizumab injection may occur over a broad
time interval. Additional monitoring follow-ups between
brolucizumab injections are not recommended; however,
special emphasis should be placed on patient education.
Before each subsequent brolucizumab injection, a thor-
ough ophthalmological examination should be performed
using a slit lamp (following pupil dilation) and vitreous as-
sessment to detect inflammatory cells and subtle periph-
eral vascular occlusions. Most 101 cases (74%) in HAWK
and HARRIER trials were detected within the first
6 months of treatment, with only 14% occurring between
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6 and 12 months and another 12% after 12 months [4].
Therefore, ophthalmologists should remain vigilant for
signs of inflammation, even beyond the first six months
of therapy.

In the presented case, several months after BARV onset
and following the resolution of inflammation, further sig-
nificant decline in right eye VA was observed. Thorough
diagnosis using wide-field imaging ruled out the recur-
rence of inflammation. VA deterioration was due to activa-
tion of WAMD, as confirmed by SD-OCT. The patient was
qualified to resume anti-VEGF therapy, but with a differ-
ent agent. This is one of the elements of prophylaxis. Fur-
thermore, simultaneous administration of brolucizumab
to both eyes should be avoided [31]. Ongoing treatment of
WAMD in our patient is being closely monitored.

Conclusions

Brolucizumab is widely used worldwide for wAMD
and diabetic macular oedema. Its efficacy and adverse
events are continuously monitored through current
literature [30, 32-34]. When qualifying patients for in-
travitreal brolucizumab injections and during treatment
monitoring, it is important to remain aware of arare yet
vision-threatening complication in the form of retinal
vasculitis, which often coexists with intraocular inflam-
mation. Patient education, early diagnosis and prompt
initiation of appropriate treatment can prevent severe
vision loss in most cases. However, ischemia accompa-
nying vasculitis may lead to permanent morphological
changes in the retinal nerve fibres and, consequently,
reduced field of vision.
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