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A Case of Behcet’s Disease Associated with Myelofibrosis

Jung-Wook Kim, Sang-Hoon Lee, Ran Song, Yeon-Ah Lee, Seung-Jae Hong, Hyung-In Yang

Department of Rheumatology, School of Medicine,
Kyung Hee University, Seoul, Korea

Behcet’s disease (BD) is a systemic vasculitis of unknown
etiology that is rarely observed in association with leuke-
mia and other hematologic disorders. We recently encoun-
tered a patient who presented with BD associated with
myelofibrosis that was not attributable to other underlying
causes. The patient was a 49-year-old man with a 3-year
history of probable BD diagnosed by clinical findings; he
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was admitted because of anemia and splenomegaly. Bone
marrow examination revealed myelofibrosis. After steroid
therapy, the patient’s symptoms of BD improved, and his
hemoglobin level recovered. Therefore, we believe that the
patient had BD with bone marrow involvement.
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Figure 1. Aphthous lesions on
the tongue and lip (A). Erythema
nodosum lesions scattered over
the legs (B). Multiple scrotal and
perianal ulcers that developed at
a later stage (C).

Figure 2. Bone marrow biopsy
sections showing coarse bundles of
collagen fibers (Masson’s trich-
rome stain). (A) x200, (B) %1,000.

T 1/100WBC), &M% 83 g/dL, AET 8§ 31.5%,
H &g 1845107 wL, HEHHT 474%, ST A4 27
mm/h ek 53] AL FXE 3 Sk < A w3
% 10~12 gdLA = SA =D AL F2) Rt o golxl
Fx Ak A A4 24k 114 mg/dL, CRP 1.81
mg/dL, LD 1,614 TU/L (B4X]: 233~497 IU/L)Z <=3



Figure 3. Reticulin staining of the bone marrow showing marked
diffuse reticulin fibrosis (reticulin stain, x200).
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