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A Case of Atypical Giant Cell Arteritis Presenting as a Fever of Unknown Origin
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Giant cell arteritis (GCA) is a systemic vasculitis predom-
inantly found in individuals of Northern European ances-
try over 50 years of age. Typically it presents with new-on-
set persistent headache, claudication of jaws, and existence
of an abnormal temporal artery. However, the diagnosis
of GCA and the assessment of its activity remain challeng-
ing, especially in patients presenting with a variety of
non-specific symptoms and laboratory tests. In those cases,
18F—fluorodeoxy- glucose positron emission tomography
(®F-FDG-PET) is useful for the diagnosis of GCA.

M =
ANAE 503 (Giant cell arteritis)> e
o B 2719 WRe AW WEA
5" (Temporal arteritis) 2 2% L&A At (1). AHAE
FUNE WFAIE Sl sl 0 0925
B ogws w219 H8s A G2WS ol of
3 A FEE T3 Al &, A% 9
ELIC S L 01‘]' Frubel =4 UP%‘J =55
(polymyalgia theumatica) 5-°] YElJ v|APFH oz &
Wyl 7o Z2bo] whASE 4= 9lv} Q). 2 e 3=

Recently, the number of foreign patients who visit domes-
tic hospitals for medical care is increasing in Korea.
Here-in, we report a Russian patient who was admitted to
our hospital with fever of unknown origin (FUO). FUO
study was performed to search for infection or malignancy
and GCA was suspected by ®F-FDG-PET. The patient was
eventually diagnosed with GCA by random temporal ar-
tery biopsy.
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Figure 1. "*F-fluorodeoxyglucose positron emission tomography
showed uptake along the aorta wall and common carotid,
brachiocephalic and subclavian arteries with a mild but suspicious
wall thickening.
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Figure 2. Granulomatous, multinucleated giant cell (arrow) and
chronic inflammatory (lymphocytes and plasma cells) cell
infiltration were observed in the adventitia and medial wall of the
temporal artery (H&E stain x100).
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