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The role of neutrophils in asthma
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[Abstract] Bronchial asthma is a chronic respiratory disease,characterized by airway
inflammation ,airway hyperresponsiveness,reversible airway obstruction and airway
remodeling,in which a variety of cells including airway inflammatory cells and structural
cells are involved. Previous studies have shown that asthma is mainly driven by Th2
cytokines 1L-4,1L-5,and IL-13,leading to airway eosinophil inflammation. With further

research ,however, it has been found that neutrophils are also closely related to asthma.
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Numbers of neutrophils are elevated in airway through increased chemotaxis and
decreased apoptosis,which is earlier than eosinophils,leading to airway neutrophilic
inflammation. Neutrophils can produce elastase, myeloperoxidase ,neutrophil extra-
cellular traps,chemokines and cytokines, participating in the occurrence and develop-
ment of asthma. The antagonists against these molecules,such as anti-IL-8 receptor
antibody ,anti-IL-17 antibody,and DNase,have shown positive effects on neutrophilic
asthma, but further studies are needed to support their clinical application. This article

mainly reviews the role of neutrophils in asthma and related mechanisms.
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[ZEREIE ] & @ feA-Z (interleukin, IL); #:4m g B % 4w A48 3% 003 B -F (granulocyte-
macrophage colony-stimulating factor, GM-CSF); A J% 3%t B -F (tumor necrosis factor,
TNF); @ =% B4(leukotriene B4,LTB4); ks fLAL oM 548 M (neutrophil extra-
cellular traps,NET); A Fi4 /%% € B (matrix metalloproteinase, MMP) ; %3 & L4y B
(myeloperoxidase, MPO) ; ®§ B2 /M 45 20 JeL '8 & T %% & (eosinophil cationic protein, ECP) ;
&3 % & B4 2237 ) B - 1 (tissue inhibitor of matrix metalloproteinase 1, TIMP-1);
HAAZHEAZ BB 1 (deoxyribonuclease I,DNase 1); #ALE-F CXC & K%K (CXC

subfamily receptor, CXCR)
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Figure 1 Molecular mechanisms of neutrophils in asthma
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