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Introduction L

INTRODUCTION

S/ ystemic lupus erythematosus (SLE) is a chronic systemic
\\\)autoimmune disease with heterogeneous performance. It
can produce a variety of autoantibodies with complement
activation and immune complex deposition, leading to damage

to multiple tissues and organs (Wang et al., 2016).

The disease most often affects women of childbearing
period. Its onset and development are associated with genetic
predisposition and environmental factors, such as exposure to
ultraviolet light and certain drugs. Its most common
manifestations are arthritis, fatigue and malar erythema; beyond
these manifestations, some individuals may develop serious
complications such as renal, neurological and cardiopulmonary
dysfunction (Marques et al., 2016).

Osteonecrosis (ON) is one of the most common
complications of SLE, which is reported in 3-30 % lupus
patients. The key mechanism of ON is destruction of the
nourishing vessels of bone, which leads to osseous ischemia,
degeneration, and necrosis. The most common site of ON is
femoral head, while it is less common in knee & shoulder
(Zhao et al., 2016).

Several factors have been associated with the
development of ON in SLE, although corticosteroid (CS)

therapy has been the most consistent association. However, a




CIntroduction

considerable proportion of SLE patients with ON complications
have no history of CS treatment, while most SLE patients who
receive CS do not develop ON during the course of the disease
(Faezi et al., 2015). Many other risk factors such as vasculitis,
antiphospholipid antibodies, Raynaud’s phenomenon and
hyperlipidemia have been reported for ON in patients with
SLE; however, no proven association factor has yet been found
(Wang et al., 2016).

Symptomatic hip ON is a disabling condition with a
poorly understood aetiology and pathogenesis. Numerous
treatment options were for hip ON were described, including
non-operative management and joint preserving procedures, as
well as total hip replacement. Non-operative management
includes drugs such as; bisphospohanates, anticoagulants,
hypolidemeics, vasodilators, or other procedures such as extra-
corporeal shock wave treatment, pulsed electromagnetic
therapy, or hyperbaric oxygen which have all shown efficacy in
the reduction of pain, and improved function during early-
stages of the condition (Issa et al., 2013).




Aim of the Study

AIM OF THE STUDY

I%e aim of the study is to identify the clinical and
laboratory risk factors for development of Osteonecrosis in
SLE patients.




