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DX IR B 2. 0 FH DNA Jetsh g 62 f5 Al & ek e
i NETs i PR ZE5H , 1k DNase &b 35, NETs 45
P SERE MR IR . 5 22 A B, I FH R 1 2R il
AbPENETs, H DNA Z5#4 5 al (R 558 81k, i
DNA i /& NETs (1 2258 ' NETs R 1y =4k
PRPARZEAE) AT L 4% R AP AR AN T . T TR R 2 4
IR E Y DIEE, VTR R AR, R
R SR 4L T LA i A b & ¥ AE A, IFE
NETs A 461 [ B K Bt 81 A 15T & #5090 B AR 4%
KAER . #R1M, NETs [A]BH 2 —#2 “XI1&)”,
T il 8 20 8L b e Bk 22 5O B AR S it I i
NETs H1i# 22 (1356 1 2 11 500t it 2 2R 4 it 25 e
SN0/ IRAE T, 2F 00 B S8 0 S 22 8 il
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PERL AR T RIRIE Z S ) — Rl e T8, H3:
TALFERZE B . QRS . AHOCER BT
A MEBER 2L DL K NETs (HEH , & A
B E IR R AR E N (caspase) ME5
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Relationship Between Neutrophil Extracellular Traps and Pulmonary
Inflammatory Diseases”

CHEN Xi"?, XIAO Jian*¥, LI Yuan-Yuan", CHEN Qiong>”, HU Cheng-Ping""
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Abstract Neutrophil recruitment / infiltration is a characteristic manifestation of pulmonary inflammatory
diseases and is the first line of defense against pathogenic microbial invasion in the lungs, killing pathogenic
microorganisms mainly through phagocytosis. However, new research has found that neutrophils can form a
network called neutrophil extracellular traps (NETs) that are DNA-based and inlaid with a large amount of active
protein. This biological structure can capture and kill pathogenic microorganisms. Although it is beneficial for
lung inflammatory diseases in terms of the biological function of NETs, more and more studies have shown that
NETs have direct cytotoxic effects on lung epithelial cells and endothelial cells, and may promote the lung
inflammatory diseases. In order to systematically understand the relationship between NETs and lung-related
inflammatory diseases, this review first briefly describes the structure, function and formation process of NETs,
and then describes the relationship of NETs and asthma, chronic obstructive pulmonary disease, bacterial
pneumonia, tuberculosis, cystic fibrosis, interstitial lung disease, influenza virus infection and acute lung injury,
finally summarizes the potential research directions and targeted treatment strategies of NETs in pulmonary

inflammatory diseases.

Key words neutrophil, neutrophil extracellular traps, pulmonary inflammatory disease
DOI: 10.16476/j.pibb.2018.0213

* This work was supported by a grant from The National Natural Science Foundation of China (81600025).
## Corresponding author.

Tel: 86-731-89753728, E-mail: huchengp2829@126.com

Received: July 31,2018 Accepted: April 23,2019



