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ABSTRACT: Exosomes are 40 - 100 nm vesicular bodies that are formed by the fusion of the multi-vesicu-
lar bodies and the plasma membrane and can be released into the extracellular space by a variety of cells through
exocytosis. With rich active genetic substances such as proteins, mRNAs, and microRNAs, exosomes can exert
their biological functions by transferring cargos to the recipient cells. In recent years, the roles of exosomes in
oncology have been rapidly recognized. Some of them have been investigated in phase I trials. Preliminary studies
have demonstrated that exosomes play important roles in the physiological and pathological processes of chrenic in-
flammatory airway diseases such as bronchial asthma and chronic obstructive pulmonary disease. Meanwhile, ex-
osomes may serve as useful biomarkers in the diagnosis and treatment of chrenic inflammatory airway diseases.

Key words: exosomes; bronchial asthma; chronic obstructive pulmonary disease
Acta Acad Med Sin, 2018,40(6) :832 — 837

18 M EAIE RSO 2 LB RAE . “SOHBLZE N RAEMESORA R Sh IR, (RIS b B4 B o3 A R A ¢
SEEIBO EERHMER PR, SOE DEORMEA S — R, SEURMIGEMEORIN R R SRR —
AR, HAHE B BOR I RE B R R E ARETRIACR U AR S A, RDR I B

HE&TH. BER BREFHE4S (81460004) Supported by the National Natural Sciences Foundation of China (81460004 )

832 December 2018


mailto:wangjun5087@163.com
mailto:wangjun5087@163.com

NI AAENR PE T SAEVE B BB 5T HE
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PR e B 2 32 AR 40 i vh 2k il R 3R AW AR,
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Az —, [, CSE Al¥ES 2 5% b R 4n i p
HNIBERA-T COPD BE SGE L b 2. B W4
SRS MMARTT 38 L 7 B 1 miR-223 1755 B 40 i 1)
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AN Z B R WG PR, R 1] G A 2 B AN B B
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THR . (1) FEBRENS COPD P Bk AH 5 1%
Y, (2) WIHES— T G o 45 5 A 1 i 72 1
CEW

gib, WEEIMMAMMIR AL, HAESER
HH B A A VE R T VR R K T . T AN AR AR 18 1 S
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