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Research progress of different cells derived exosomes in COPD
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Abstract; Exosomes are lipid bilayer vesicles secreted by almost all types of cells, which consist of various pro-

teins, DNA, mRNA, miRNA and LncRNA. They are an important medium for communication between cells and

participate in various physiological and pathological processes. In chronic obstructive pulmonary disease (COPD) ,

bronchial epithelial cells, macrophages, neutrophils and other cells can participate in COPD airway remodeling and

emphysema by secreting exosomes. Moreover, mesenchymal stem cells and adipose stem cell-derived exosomes play

an important role in the treatment of COPD.
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A. exosomal miR-21 derived from bronchial epithelial cells promotes the differentiation of THP-1 into M2 macrophages;

B. exosomal miR-21 and miR-210 in exosomes from bronchial epithelial cells promote the differentiation of fibroblasts into myo-

fibroblasts; C. CCN1 in exosomes derived from bronchial epithelial cells induces alveolar apoptosis via MMP1; D. the reduce

of SOCS1 and SOCS3 in exosomes derived from macrophages makes the protective and anti-inflammatory effects disappear;

E. elastase bounded on the surface of exosomes derived from neutrophils promotes the occurrence of emphysema
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Fig 1 Different cells derived exosomes in COPD airway remodelling and emphysema
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