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A case of Behget’s disease complicated with myelodysplastic syndrome

Kyung Hoon Kim, M.D., Ji Min Kim, M.D., Seung Woo Han, M.D., Eon Jeong Nam, M.D. and Young Mo Kang, M.D.

Department of Internal Medicine, Kyungpook National University School of Medicine, Daegu, Korea

Behget’s disease (BD) is a chronic systemic inflammatory vasculitis. Its pathogenesis includes neutrophil hyperfunction
and the overproduction of inflammatory cytokines, including TNF-a. BD is often accompanied by leukocytosis, but is
rarely associated with myelodysplastic syndrome (MDS). MDS is an acquired clonal hematopoietic stem cell disorder,
characterized by ineffective, dysplastic hematopoiesis with peripheral cytopenia. The development of MDS is associated
with genetic abnormalities, abnormal microenvironmental and immunological influences, and drugs. A few cases of BD
complicated with MDS have been reported, many of which have intestinal ulcers, refractory anemia (RA), and a
cytogenetic abnormality of trisomy 8. We present a case of BD complicated with MDS, which had intestinal ulcers
unresponsive to immunosuppressive agents, and a subtype of RA with the double karyotypic abnormalities 1q duplication
and Y deletion, instead of trisomy 8. (Korean J Med 75:5921-S925, 2008)
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Figure 1. Initial bone marrow findings. Bone marrow aspiration
shows (A) decreased stored iron (Iron stain x40) and a
normal distribution of nucleated cells (Wright-Giemsa stain
%200).

Figure 2. Ulcer in the terminal ileum. (A) Colonoscopy shows
a large, deep ulcer in the terminal ileum. (B) Abdominal
computed tomography (CT) shows bowel wall thickening of

the terminal ileum (arrow).
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Figure 3. Follow-up bone marrow findings. Bone marrow aspiration shows trilineage dysplasia, including (A) a pseudo-
Pelger-Huet anomaly in the myeloid lineage (Wright-Giemsa stain x1000), (B) karyorrhexis in the erythroid lineage
(Wright-Giemsa stain x1000), and (C) megakaryocytes with multiple widely separated nuclei (Wright-Giemsa stain x400).
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