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RISK FACTORS FOR OSTEONECROSIS IN SYSTEMIC LUPUS ERYTHEMATOSUS:
RELATION TO CORTICOSTEROID THERAPY AND ANTIPHOSPHOLIPID ANTIBODIES
Shin-Seak Lee*, Yeong-Shil Joo, Wan-Uk Kim, Jun-Ki Min, Yeon-Sik Hong, Sang-Heon Lee,
Sung-Hwan Park, Chul-Soo Cho, Ho-Youn Kim.
Department of Iaternal Medicine, Lupus Clinic of Kangnam St.*Mary's Hospital, Catholic University Medical College

Objective : To identify clinical and laboratory factors in patients with systemic lupus erythematosus (SLE) to identify
subgroups at extraordinary risk for developing osteonecrosis.

Methods - Relationships to clinical parameters, corticosteroid therapy, and various types of autoantibodies were
examined. igG aCL was determined by conventional immunoassay and 1gG, IgM, and IgA anti- 8 »-glycoprotein |
antibodies (a 8 :GP1) measured using phospholipid-independent enzyme immunoassay in 321 Korean patients with SLE.
Results © Of a total of 321 patients with SLE, 36 were found to have developed osteonecrosiss (11.2%). Steroid use
was strongly associated with osteonecrosis. The mean daily dose and cumulative dose of prednisolone during 12
months from the time of diagnosis were significantly higher in patients with osteonecrosis than without osteonecrosis.
Clinical features of SLE, such as Raynaud's phenomenon, malar rash, photosensitivity, thromobocytopenia, vasculitis,
history of thrombosis, livedo reticularis and serositis ~were not found to be related to osteonecrosis. Autoantibodies
including anti-ENA, anti-Sm, anti-RNP, anti-Ro, anti-La and anti-topoisomerase | were not associated with
osteonecrosis. No association with lupus anticoagulant, anticardiolipin antibodies and isotypes of a 8:GPl was observed.
Conclusion : High corticosteroid dosages rather than entiphospholipid antibodies seem to be associated with the

development of osteonecrosis in patients with SLE.
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