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Low-power view of a
temporal artery biopsy

%; sample shows giant cell
——  arteritis.
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Low-power view of a
normal temporal artery
biopsy sample for com-
parison with Image 1
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This low power view of a cross-
section of a temporal artery
shows an inflammatory infiltrate
in the media and intimal fibrosis.
The thickening of the media and
the lumenal narrowing caused by
the intimal fibrosis account for
the ischemic changes that give
rise to clinical symptoms.
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and infiltration of the
media by inflammatory
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an irregular disruption of
the media at the level of the
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area, there are two or three
multinucleated giant cells.
Giant cells are part of the
inflammatory infiltrate in
most, but not all cases of
form of vasculitis.
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This figure is a high power :
view of a biopsy of a

temporal artery in a subject’

with temporal arteritis. The =
black arrow demonstrates

the endothelium with red : :

blood cells in the e
intravascular space. The

endothelium shows "“‘l 4
pathologic changes with
edema and a proliferative 3

subintimal response. The
yellow arrow points out the -« ‘ -
disrupted elastic lamina and . *
%J)lue arrow a granuloma ..
cal of this form of large
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TABLE 1
Initial Manifestations and Clinical Findings in 100 Patients

DI v TemporalAverts

Number of patients

Presenting Finding at
Symptom or complaint symptom diagnosis
Headache 32 6
Polyrmyalgia rheumatica 25 39
Fever ] 44
Visual symptoms without loss of ¥ 30
vision
Weakness, malaise, fatigue 5 40
Tenderness over arteries 5 27
Myalgias 4 30
Weight loss, anorexia 2 a0
Jaw claudication 2 45
Fermanent loss of vision 1 14
Tongue claudication 1 B
Sore throat 1 9
Yasculitis on angiogram 1 A
Stiffness of hands and wrists 1 A
Decreased temporal artery pulse A 46
Erythematous, nodular, swollen A, 23
arteries
Central nervous system abnormalities MA 15
Synovitis A A
Dvsphagia A 15
Limb claudication A A

NA = not available.

Adapted with permizsion from Hunder GG. Temporal arteritis and polymyalgia rheumatica.
Iz Kelley "W, et al. Textbook of rheumatology. 4th ed. Philadelphia: Saunders, 1993:103-
12.
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Temporal artery

Ophthalmic
artery
Occipatal

arery ' o
' | Facial artery

-

‘Lingual artery
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This diagram shows some of the arteries branching from the carotid
arteries that are commonly affected in GCA. Notice that other affected
arteries may include those originating from the aortic arch and are not
shown in this image
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This photograph shows the swelling and
—— thickening of the temporal artery in a GCA patient
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Halo sign in colour
duplex sonography
examination in a patient
with giant cell arteritis.
Hypoechoic area around
the temporal artery trunk
in longitudinal (upper
panel) and transverse
(lower panel) views.
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temporal artery biopsy showing arteriosclerosis only.
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Patient's temporal artery showing disruption of the elastic
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N 2
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« REMEREIRKS5~10mg
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CASE1

Hematoxylin- and eosin-

stained superficial temporal
artery biopsy specimen,
cross section. The hallmark
histologic features of GCA
shown here include intimal
thickening with luminal
stenosis, mononuclear
inflammatory cell infiltrate
with media invasion and
necrosis, and giant cell
formation in the media.
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CASE1

Lumbar angiogram
showing stenosis and
occlusion of femoral
artery branches due to
vasculitis in the same
patient whose
temporal artery biopsy
specimen 1n shown in
Image 1.
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CASE1

Hematoxylin- and eosin- o
stained femoral artery branch,
cross section, taken from a lower
limb amputation specimen from
the same patient shown in pictures
1 and 2. Mononuclear cell
invasion and necrosis in the media
of this large artery can be
observed. Extensive lower limb A
vasculitis from GCA resulted in Q
1schemic necrosis of the lower .
limb, necessitating amputation.

RIS KB M BER R NA



EEDDEREHFATIL i i

CASE2

« An 85 year old lady

« presented with nausea, vomiting, spiking
temperature, constipation, blurry vision,
epigastric and central abdominal tenderness.

« C-reactive protein of 475
« Erythrocyte sedimentation rate of 95

e white cell count of 25 with a neutrophil count
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CASE2

« Emergency laparotomy with excision of the
gangrenous small bowel was performed under
general anaesthesia

« Histological diagnosis is consistent with
Giant cell artertitis.

e She was treated postoperatively with steroids
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inflammation of
all layers of the
arterial wall with
multinucleate
glant cells
replacing
damaged
external lamina.
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CASE3

A 90 year old woman with painless vision loss

History :
« A 90 year old woman
« presented with sudden, painless loss of vision in

her left eye on wakening in the morning 3 days
prior.

e She had no associated symptoms of headache,
scalp tenderness, jaw claudication, weight loss, or
stiffness of the limbs.
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CASE3

History :

« Further ophthalmic and systemic
Inquiry was negative.

« There was no history of hypertension,
diabetes, rheumatoid arthritis, or other
autoimmune disease.
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CASE3 Y
Examination :

 her best-corrected visual acuity was 6/18 in
the right eye and perception of light in the left
eye.

» There was marked relevant afferent pupillary
defect (RAPD) on the left side.

e The extraocular movements were normal.

« Anterior segment of both eyes showed
moderate cataracts.
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CASE3

Examination :

« The intraocular pressures in both eyes were
within the normal range.

 The left optic disc was swollen on
funduscopy

 The right disc was normal appearing with a
cup to disc ratio of 0.3.

» The superficial temporal arteries were
pulsatile and non-tender.
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CASE3

Ancillary Testing :

« ESR on Initial presentation was 37mm/hr
« Hemoglobin was 13.5

« Platelets were 432

« A diagnosis of anterior ischemic optic
neuropathy (AION) was made.
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CASE3

Ancillary Testing :

 Although the clinical features were not
typical of giant cell arteritis (GCA), in view of
the marked visual loss in the left eye this

possibility was reconsidered after 48 hours.

» Repeat ESR after 48 hours was 53mm/hr
and CRP was 84mg/L.
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CASE3

« Marked patchy
choroidal ischaemia
and leakage at the
left optic disc was
noted on fundus
flourescin
angiography.
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CASE3

Arrow points to giant cell

Temporal artery e
biopsy was performed : \‘

and showed

infiltration of the

tunica adeventitia with
chronic inflammtory
infiltrate including w5
giant cells, confirming
the diagnosis of giant
cell arteritis.
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