PEEFRREAZZE 2007E 6 A% 1355 6 81 Chin J Osteoporos, June 2007, Vol 13,No.6

R YL LL BUR A BB BB A A SR R R

EHE AKSE

RE. BREMEVTFARRARERBREENBETUBB M REZ—. FEN TILER,
b 4T BER S 2 1 A R TE I W DR B A 0 4 MK 0 IRE T 40T B 3 4T BREAR AS R R E L, LA
BREN. SEMRESREEFRARIBE T FSLUBMBRIRTRFRE RIBEOAFER
B ASHEEXRAARANER ATAEEENURSAERERBASHEER, BHINRTD
BB EH KB RANEN SRR ERUREETR.

XEWE: BN RAELHRE

Osteoporosis in relation to systemic lupus erythematosis L/ Shuyu , HU Dawei . Department of Rheumatology ,
Renji Hospital Affiliated to the Medical Department of Shanghai Jiaotong University , Shanghat 200001, China

Abstract; Osteoporosis is an important and preventable condition associated with systemic lupus erythematosis. As
prognosis has improved over the past several decades in SLE patients, clinicians have placed a growing emphasis on
prevention and treatment of SLE-related comorbidities, such as osteoporosis. Previous cross-sectional and
longitudinal studies have provided epidemiologic data for patients with SLE. Bone loss in lupus is likely a
multifactorial process,and both traditional and SLE-related factors for osteoporosis have been implicated. In this

article, the current risk factors and clinically relevant strategies to minimize bone loss in the SLE population are
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discussed .
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