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SLE stands for Systemic Lupus Erythematosus or can be called in short as Lupus. It is
a chronic inflammatory disease in which the patients suffer from the production of various auto
antibodies affecting multiple organs. Studies, in mouse model and human, indicate that the
pathogenesis of SLE involve 1) deregulation of immune responses 2) defect in apoptotic clearing
process and 3) defect in immune complex clearance process. However, the exact etiology of
SLE remains elusive. Interestingly, several recent evidences indicate the involvement of interferon
(IFN) alpha in SLE pathogenesis. In the past, IFN alpha is believed to play an important role in
viral infection, not autoimmune diseases. This new discovery leads to a clearer view of SLE
pathogenesis which might offer the physician a more specific treatment especially the inhibition

of IFN alpha production in SLE patients.
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