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OSTEONCROSIS OF STERNUM IN A PATIENT WITH SYSTEMIC LUPUS
ERYTHEMATOSUS. JUN-KI MIN’, WON-HEE JEE, YEON-SIK HONG, SANG-HEON LEE,
SUNG-HWAN PARK, CHUL-SOO CHO, and HO-YOUN KIM. ‘Holly Family Hospital, Kangnam
St. Mary's Hospital, Catholic University Medical College.

Osleonecrosis is a major source of morbidity and aiteration in the quality of life in patients
with SLE. The femoral head, tibial plateau, and humeral head are most frequently affected sites
of osteonecrosis. Corticosteroid administration, Raynaud’s phenomenon, vasculitis, fat emboli, and
possibly antiphospholipid syndrome were thought to be associated with osteonecrosis in SLE
patients. To our knowledge, this is the first case. report of osteonecrosis of sternum in a patient
with SLE.

CASE REPORT

A 26-year-old woman presented to the hospital because of retrosternal chest pain for several
days. She was diagnosed as having systemic lupus erythematosus (SLE} 3 years ago. She had
been managed with steroid, but recently she stopped all medications by herself. The lungs.were
clear. Examination of the heart revealed no abnormality. Her initial abnormel laboratory finding as
follows: platelet count 32,000% 10%an; total serum protein, 10.8g/dl; albumin, 3.4¢/dl; and activated
partial thromboplastin time, 79.3 sec(normal control 35.0sec). Tests for lupus anticoagulant (dilute
Russel’s viper venom test) was positive. Plsma viscosity (mPas) were 1.80% (normal 1.20~
1.68%), 165%, (normal 1.23~151%), 162%(normal 1.20~148%) at the shear rate of 46/sec,
115/sec, 230/sec, respectively. Electrocardiogram and the plain radiograph of the sternum were
normal. The sternal activity was not visualized on bone scan and bone marrow scan. MR
findings were compatable with early necrosis of the sternal body.

In conclusion, radiologic studies such as MRI of stermum and bone scan should be considered to
rule out the osteonecrosis of sternum as a cause of retrosternal chest pain in patients with SLE.
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