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Abstract: Exosomes are nanoscale bilayer vesicles which can be secreted by many kinds of cells and exist in different body
fluids. Exosomes can carry DNA, RNA, protein, lipid and other substances to receptor cells for information exchange between
cells. In addition, exosomes have a variety of functions, which can participate in antigen presentation, immune activation,
immunosuppression and other immune regulatory processes. In recent years, more and more studies have pointed out that exosomes
play important roles in the pathogenesis of some pulmonary inflammatory diseases, such as chronic obstructive pulmonary disease
(COPD) and asthma; moreover, they are also correlated with the diagnosis and staging of some pulmonary inflammatory diseases,

such as COPD. Therefore, exosomes are expected to be a new diagnostic marker and target of biotherapy for these diseases. This

SEHTBG R4 2021 4F 1 A 4528 % %85 1 #]  Pract Prev Med, Jan. 2021, Vol. 28, No.l

article will introduce the research progress on exosomes in some inflammatory lung diseases.
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P , B i B ST, Qazi SEHY R IS T B
& BALF H i SMIAA 5 e e Xof BEZH A 1L W 35 40 e, ok
HAR A Wik 2 UM 251 2 B 4K — 1T ((major
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W A S SRR D A AL Y miRNAs,
THMMARIST I I8 75 5 2 B WF 5 8 A SN A BT 5 1Y)
A BT miRNAs SR 5 A 3 % , 32F 10 A7 38 i f0 1k 2 i
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