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A Case of Giant Cell Arteritis Accompanied by Acute Myeloid Leukemia
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Giant cell arteritis (GCA), the most common form of sys-
temic vasculitis in adults, preferentially involves large and
medium-sized arteries in patients over the age of 50. The
classic manifestations are headaches, jaw claudication, pol-
ymyalgia rheumatica, and visual symptoms. Acute myeloid
leukemia (AML) is a hematopoietic stem cell disorder
characterized by a block in the differentiation of hema-
topoiesis, resulting in the growth of a clonal population of
neoplastic cells or blasts. This malignant alteration in hem-
atopoietic stem cells leads to a loss of normal hema-
topoietic function, which, if left untreated, typically leads
to death within weeks to months of its clinical presen-
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tation. Although there have been reports of CLL or CML
accompanied by several kinds of autoimmune vascular dis-
eases, such as polymyalgia rheumatica, GCA, or necrotiz-
ing temporal arteritis, no studies have reported a case of
AML with GCA. We experienced an 80-year-old male pa-
tient who developed AML 6 years after the diagnosis of
GCA. He was under the use of oral glucocorticoid, hydrox-
ychloroquine, and methotrexate at the time of the diag-
nosis of the AML. This is the first case in Korea to report
GCA accompanied by AML.
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Figure 1. Cross sections (A, B) of the right superficial temporal artery: Partial destruction of cells by lymphohistiocytic infiltration
involving intima, media and adventitia, and histiocytic accumulation at the intimal-medial junction; and fragmentation, degeneration,
and dissolution of the internal elastic lamina, consistent with temporal arteritis (A, H&E stain, x100; B, H&E stain, x160).
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Figure 2. Bone marrow aspiration (A) and biopsy (B) show that bone marrow space is packed with increased blasts. Estimated cellularity
is nearly 100%, which is hypercellular for the patient’s age (A, Wright’s stain, x400; B, H&E stain, x400).
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