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Editorial on the Research Topic

Innate immunity in vasculitis
Primary systemic vasculitis is a heterogeneous group of rare disorders characterized by

inflammation and/or necrosis affecting the blood vessel wall as the primary target of the

immune system (1). Blood vessels of different types and sizes may be affected by the

inflammatory process that, in turn, may involve several organs and organ systems in

multiple combinations (2). Deriving from the 2013 Chapel Hill Consensus Conference,

primary systemic vasculitides are classified as large-vessel, medium-vessel, small-vessel and

variable-vessel vasculitis based on the size of the blood vessels that are predominantly

affected by the inflammatory process (3).

Although systemic vasculitides are commonly considered autoimmune in nature owing

to the presence of autoreactive antibodies in the majority of patients, the innate immune

system also has an important role in the pathogenesis of systemic vasculitides. Innate

immune cells including neutrophils, monocytes, macrophages, NK cells, dendritic cells,

eosinophil, and gd T cells are found in inflammatory infiltrates in affected vessels and act as

effectors driving inflammation and damage to vessel walls (4). A detailed understanding of

innate immunity mechanisms that contribute to inflammation and damage in systemic

vasculitis, however, is still lacking.

In this Research Topic, Tao et al. developed a NETosis score model and identified six

NETosis-related genes with potential predictive utility in antineutrophil cytoplasmic

antibody (ANCA)-associated glomerulonephritis (ANCA-GN). The expression of

NETosis-related genes had a significant positive correlation with particular immune

processes in ANCA-GN involving chemokines (CCR), macrophages, T-cell inhibition

and tumor-infiltrating lymphocytes, as well as an inverse correlation with kidney function.

Regarding IgA vasculitis (IgAV), Qin et al. performed a bidirectional Mendelian

randomization study to analyze the interaction between IgAV and different

inflammatory factors including C-reactive protein (CRP), growth factors, chemokines,
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and cytokines. Higher CRP and interleukin (IL)-8 levels were

associated with an increased risk of IgAV, whereas genetically

predicted IgAV was associated with decreased levels of TNF-b. In
Kawasaki disease (KD), Uittenbogaard et al. described an

association between polymorphisms in the FCGR2/3 locus and an

increased susceptibility to KD, but not, however, to intravenous

immunoglobulin (IVIG) resistance or the development of coronary

artery aneurysms. Finally, Ishikawa et al. showed that in Takayasu

arteritis (TAK) patients, anti-integrin anb6 antibodies were present
more frequently in individuals with TAK-associated ulcerative

colitis (UC) compared to TAK patients without UC. In addition,

no association was observed between anti-integrin anb6 antibodies
and the HLA-B*52 carrier status in TAK patients without UC.

In conclusion, the articles published in this Research Topic

investigated genetic susceptibility factors for the development of

IgAV and KD, explored the relationship between anti-integrin

anb6 antibody seropositivity and ulcerative colitis manifestations

in TAK, and, finally, evaluated NETosis-associated genes in

glomerulonephritis of ANCA-associated vasculitis. We hope this

Research Topic will bring some new insights into the pathogenesis

of systemic vasculitis and will encourage the development of

research projects to further unravel the role(s) of innate

immunity in vasculitis.
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