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A Case of Bone Marrow Edema Syndrome in a Patient with Anti-phospholipid Syndrome

Kyung-Eun Lee', Hyun Bum Park’, Ji-Hyoun Kangl, Dong-Jin Park’,
Tae-Jong Kim', Yong-Wook Park', Hyo-Hyun Shin’, Shin-Seok Lee'

Departments of Rheumatology', and Radiology’, Chonnam National University Medical School, Gwangju, Korea

Bone marrow edema is a common and nonspecific finding
on magnetic resonance imaging (MRI) and results from var-
ious diseases including infection, inflammation, neoplasm,
injury, and osteoarthritis. However, bone marrow edema
syndrome (BMES) represents a distinct entity with specific
clinical and imaging features such as diffuse extensions, the
lack of other morphologic alterations, no history of trauma,
and reversible disease courses. BMES is caused by ischemic
changes, and thus, it is postulated to occur as a result of
the thrombosis in a patient with primary anti-phospholipid
syndrome (APS). Here, we present a case of 67-year-old
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male with a history of stroke, being presented with fever
of unknown origin and pain on both knees. He had high
titers of IgG and IgM anti-cardiolipin antibodies which tit-
ers didn’t change after 3 months. He was diagnosed as hav-
ing a BMES due to typical MRI findings. After the in-
troduction of anticoagulation, fever and joint pain were
subsided. Our case suggests that BMIES can develop within
a patient with APS, thus early detection of differentiations
is essential to avoid unnecessary treatments.

Key Words. Bone marrow edema syndrome, Antiphospholi-
pid syndrome, Anticoagulation
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Figure 1. Coronal (A) and sagittal
(B) proton density fat-suppressed
images of the left knee showing
heterogenous increased signal inten-
sity in the patella, bilateral femoral
and tibial condyles.
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Figure 2. Magnetic resonance ima-
ges of the left knee five years later.
Coronal (A) and sagittal (B)
T1-weighted images and coronal
(C) and sagittal (D) fat-suppressed
T2-weighted  images  showing
normal signal intensity.
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