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[ Abstract]

system. However, in recent years, more and more studies have shown that neutrophils mediate inflammatory responses and promote

Neutrophils, involved in pathogen clearance and early inflammatory responses, are an important part of the immune

fibrosis by forming neutrophil extracellular traps ( NETs), and their role in the pathogenesis of autoimmune diseases and pulmonary
interstitial fibrosis has been attracting attention. The review first introduces the structures, functions, and formation of NETs, then
summarizes their role in systemic lupus erythematosus-associated interstitial lung disease (SLE-ILD) in reference to the pathogenesis of
other autoimmune diseases, and finally proposes prospective therapeutic targets of NETs in autoimmune disease-related ILD.
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Brinkmann 251" 75 A& &1 F1) FH b 3 g ( phorbol
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LPS) 5 IL-8 Jcw o3 25 B P Rr i i, nl e il—
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MEK ) / 4 it #1875 2 4 ( extracellular regulated
protein kinases, ERK) i #§#1% I 5= A= 16 P 4 (reac-
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