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Research progress of exosomes in the occurrence and development of chronic obstructive pulmonary
disease
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Abstract: Chronic obstructive pulmonary disease ( COPD) is a kind of respiratory disease with high morbidity and
mortality, and its etiology and pathogenesis are not clear yet. Exosomes widely exist in various body fluids and play a vital medium
for communication, which is closely related to the occurrence, development and prognosis of chronic respiratory diseases.
Exosomes can regulate the inflammatory response of pulmonary epithelial cells of patients with COPD, help to improve airway
remodeling and reduce pulmonary inflammatory response. Moreover, exosomes is expected to provide a new direction for the
treatment of chronic respiratory system by intervening macrophage derived exosomes to delay epithelial-mesenchymal transition
process. In addition, exosomes have the characteristics of high stability and targeting in circulation, it has shown the possibility
of being an ideal targeting drug carrier. Based on this, this paper reviews the structural and functional characteristics of exo-
somes and their mechanism in the occurrence and development of COPD.
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WIAR S AE T M . TAN 250K T b8 41k B 5
A i 92 9 = P 0 28 8 (acute exacerbation chronic
obstructive pulmonary disease, AECOPD ) i & F11& {4
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Fo, AMIAMA miRNAs HAT iRy AR T Ao A e, T
1 miRNAs 50 3 418 3T Az v 41 i rp 5 % 7 25 4 2
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