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ABSTRACT: Severe asthma refers to more than six months in one year, high-dose glucocorticoid combined with long-acting B2-ag-

onists and leukotriene modulators or systemic corticosteroid therapy are given to control asthma, or still could not control effectively with

the above treatment. It is a clinical hot and difficult issues due to its complex pathogenesis, multiple risk factors, difficult treatment. In-

flammatory cells and pro-inflammatory factors involve in the occurrence and development of severe asthma, as a result, immune-medi-

ated inflammatory injury plays an important role in the severe asthma. The expression levels of cytokines in the severe asthma and its

pathological changes are analyzed in this review, which will be beneficial to further study the pathogenesis with the purpose of provid-

ing new theoretical basis and strategy for clinical diagnosis and more effective targeted therapy drugs.
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Table 1 The expression levels of cytokines in severe asthma group, mild asthma group and health control group (Meant SEM)
Cytokine chemokine Detection substance HC Mild asthma Severe asthma References

IL-8 (pg/mL) sputum 14.6% 6.2 11.0+ 5.9 59.6+ 19.8 1

IL-8 (pg/mL) ASM 2.5 04 5.7+ 0.7 7

IL-8 (pg/mL) epithelium 22+ 1.1 3.8 1.3 58]

subepithelium 9.7+ 4.8 17.9% 6.6

IL-17 (pg/mL) serum 7.58 74.09 103.89 )

TGF-B1 (pg/mL) Bronchial biopsies 3.5+ 0.8 7.8t 1.5 18.5¢ 3.1 &2

TNF-a (pg/mL) serum 8.9+ 0.6 12.0+ 1.2 ol

117 111 160
TNF-o (fg/mL) BALF ‘ . . (6
(median) (median) (median)
® ® '@
Airway epithelium
/ SCH527123
MS Mucus
Epithelial
MMP cells
NE oo e ® oo O
( ) =—— . AsMC
T = — Fibroblast

Neu

? Brodalumab

TNF-a

T

Etanercept

Ty0: inmature Tcell; Tyl: T helper 1 cell; Ty17: T helper 17 cell; M: macrophage; Neu: neutrophil; ASMC: airway smooth muscle cell;

MMP: matrix metalloproteinase; NE: neutrophil elastase; ROS; reactive oxygen species.
1 EEM R R AL R BB AR S M A T
Fig.1 Severe asthma pathogenesis and antibody target drug therapy
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