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Netting neutrophils [Nat Med. 2009:; 15(6): 623-5.]

In autoimmune

small-vessel vasculitis
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Abnormal Conformation and Impaired Degradation of
Propylthiouracil-Induced Neutrophil Extracellular Traps

[Arthritis Rheum. 2012; 64(11): 3779-87.]
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Vanishing Immunoglobulins: The
Formation of Pauci-Immune Lesions in
Myeloperoxidase-Antineutrophil
Cytoplasmic Antibody-Associated Vasculitis
[Nephron. 2018;138(4):328-330.]
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Intrinsically Distinct Role of Neutrophil Extracellular Trap
Formation in Antineutrophil Cytoplasmic
Antibody-Associated Vasculitis Compared to Systemic

« AAV (n=280)&SLE (n=59) IM;EDNETH A LLE.
LUPUS Erythematosus [Arthritis Rheumatol. 2019;71(12):2047-58.]
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Pathogenesis and therapeutic
interventions for ANCA-associated
vasCUlitlS  vat Rev Rheumatol. 2019:15(2):91-101.]
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Complement-targeted therapy:
development of C5- and C5a-targeted

inhibition [Inflamm Regen. 2016;36:11.] Eculizumab (Soliris®)
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Alternative Complement Pathway in the
Pathogenesis of Disease Mediated by Anti-
Neutrophil Cytoplasmic Autoantibodies

Hong Xiao,"* Adrian Schreiber,* Peter Heeringa,’ . . _
Ronald J. Falk,* and J. Charles Jennette* [Am J Pathol. 2007; 170: 52-64.]
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C5a Receptor (CD88) Blockade Protects against

MPO-ANCA GN

[J Am Soc Nephrol. 2014:25:225-31.]
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A CLEAR argument for targeting

complement in ANCA vasculitis
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Semaphorin 4D inhibits neutrophil activation and is

involved in the pathogenesis of neutrophil-mediated
autoimmune vasculitis [Ann Rheum Dis. 2017:76(8):1440-48.] .
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The role of semaphorins in
Immune responses and
autoimmune rheumatic diSeasesS [Nat Rev Rheumatol. 2018;14(1):19-31. ]
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