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Steroid-induced Osteonecrosis in Childhood Systemic Lupus
Erythematosus Studied Using Magnetic Resonance Imaging

Junichi Nakamura, M. D., et al.
Department of Orthopaedic Surgery, Graduate School of Medicine, Chiba University

The aim of this study was to clarify the incidence and the risk factor of steroid-induced
osteonecrosis in childhood systemic lupus erythematosus(SLE), using MRI.

We prospectively followed 168 joints(84 hips and 84 knees)in 42 childhood SLE patients, using
MRI of all their hip and knee joints, from just after administration of corticosteroid to at least one
year later. The mean follow-up period was 7.8 years, and the follow-up rate was 100%. As the
control group, 126 adulthood SLE patients were examined for comparison.

Osteonecrosis developed in 55 joints (33%), including 22 hips and 33 knees, in 21 childhood SLE
patients. Osteonecrosis developed in 207 joints (41%). including 95 hips and 112 knees, in 74
adulthood SLE patients. The incidence of osteonecrosis was lower at younger age of initial steroid
treatment. Osteonecrosis rarely developed before 14 years of age.

These findings suggested that the age at initial steroid treatment was a risk factor of steroid-
induced osteonecrosis.
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