-390 - IR ZANBEPIRZGE 2044F5 H 28 H 5523 % 2/ S Chin J Mult Organ Dis Elderly, Vol.23, No.5, May 28, 2024

3 1 A AN 1B 1 P B B R B ST R

R SN B S S R A e
(" EDURHER B e, I 43008157 LT AR = B e BE B DU 7 B I [R){ B< Be P l 5 AG FAR B2 27k, i 430060)

[ ZE] SMEHIEMEITER (COPD) &R T8 S P , HARAE 8 I 087 38 DR IR R DR g gk | 1 8 A e
JNE) . YR COPD Ak LAl Tl RE T R0 J2 2 J5 R, P I T8 A 26 285 DL R HL B s o 1) S e R 5 D R A R R E AR
I — PR TR A5 AR A 45 B 37 2 b T S P A G ol A 2 B L 55 I I 2R 5 95 A D, AN 7 T R R Bl S8 4 A = 5
PR A R , T EL -S54 R AN FEAT L, COPD BB 1) 3 ol A 25 55 40 AR 4% TR e A A X 2 BE 08 2k 1 s, AR SO G ik 26
TE COPD o itk A — 253k

[RIA] ISP PHEE RN ; S A3 A a2
[FESZES] R563 [ EkiRERL] A

[DOI] 10.11915/j. issn. 1671-5403. 2024. 05. 085

Research progress of airway microbiome in chronic obstructive pulmonary disease
Gao Xinglin', Li Chuanxiang®, Fang Si’, Peng Yujie', Wang Hanxi', Guo Hongrong’"

('Department of Medicine, Wuhan University of Science and Technology, Wuhan 430081, China; ’Department of Respiratory and
Critical Care Medicine, Wuhan Third Hospital & Tongren Hospital Affiliated to Wuhan University, Wuhan 430060, China)

[ Abstract]

respiratory symptoms ( dyspnea, cough, sputum, acute exacerbation). Infection is the main reason for the deterioration of COPD and

Chronic obstructive pulmonary disease ( COPD) is a chronic airway inflammatory diseases, characterized by chronic

the decline of lung function. Respiratory microecology and its immunomodulatory function play an important role in it. The new generation
of gene sequencing technology allows a clearer understanding of the composition of respiratory microecology and its correlation with
respiratory diseases. It not only reveals that there is a rich microbial community in the lungs of healthy people, but also that the airway
microecological structure and the relative abundance of each bacterial community have changed in COPD patients compared with healthy
people. This article reviews the research progress of airway microbiota in COPD.
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