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Abstract: Exosomes are nano-sized lipid bilayer vesicles that are fused by the cell membrane and multi-
vesicles and released into the extracellular space by exocytosis. Exosomes play an important role in intercel—
lular communication. MicroRNAs (miRNAs) are a class of endogenous non—coding RNAs consisting of 18~
24 nucleotides. miRNAs play an important role in the regulation of post—transcriptional gene expression. Pul—
monary fibrosis is an irreversible and progressive chronic lung disease. Many studies have shown that abnor—
mal expression of exosomal miRNAs is closely related to the development of pulmonary fibrosis. This review
focuses on the biological characteristics of exosomes and miRNAs, and discusses the important roles of exo—
somal miRNAs in pulmonary fibrosis and their potential as a novel biomarker in this disease.
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Fig.1 Biogenesis and mechanism of action of exosomes (drawn with Microsoft PowerPoint, according to References [13-16])
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Table 1 Exosomal miRNAs promote or inhibit the EMT of lung epithelial cells

Parental cell Recipient cell miRNA Function

Cancer-related fibroblasts Non-small cell lung cancer miR-210 Promotion
cells (H1975 and A549)

Cancer—related fibroblasts A549, SPC-A-1-BM miR-499a-5p™* Promotion

Mesenchymal phenotype A549 cells A549 miR-200c, miR-205" Promotion

TGF-B1-induced A549 cells A549 miR-23a" Promotion

Hypoxic bone marrow—derived Lung epithelial cancer cells miR-193a-3p, miR-210-3p, Promotion

mesenchymal stem cells H358, A549, and H460 miR-51001"

Bronchial epithelial cells (BEAS-2B) Bronchial epithelial cells (BEAS-2B) miR-21% Promotion

Human colorectal cancer (CRC) cell HCT116 cells miR-1255b-5p™*! Inhibition

lines SW480, HCT116, LOVO, HT29,

Mesenchymal stem cells (MSCs) Nasopharyngeal carcinoma cell miR-34c*! Inhibition
lines CME-2, 5-8F and 6-10B

MSCs Human CRC cell lines miR-3940-5p™*! Inhibition

Adipose—derived stem cells Podocytes miR-215-5pH Inhibition
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