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The role of IFN-« in the initiation and development of SLE
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Abstract: Type I IFNs plays a critical role in anti-virus and bacterial infection. Recent studies show that
type I IFNs, especially IFN-a,plays an important role in regulating the activation of innate and adaptive im-
mune responses. Systemic lupus erythematosus (SLE) is an autoimmune disease that involving of multiple
organs , multiple systems, clinicalmanifestations of complex,serious harm to human health. The innate and a-
daptive immune systems of SLE patients are hyper-activated. However,its still not known the mechanism of
the pathogenesis of SLE. Notably, the hallmarks of SLE are productions of amount of IFN-o and multiple
studies have shown that many types of immune cells,such as B cells, T cells and neutrophils from SLE pa-
tients show significant IFN signature and express higher levels of IFN-inducible genes. IFN-a can activate
JAKI1-STATI signaling and play a vital role in the pathogenesis of SLE.
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