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Supplementary Figure 1.  Verification of MVs derived from lung epithelial cells.  (A-B) 

MVs were isolated from Beas2B cells.  Western blot analysis was performed using total cell 

lysates and the isolated MVs with the indicated antibodies (A).  The size distribution of the 

isolated MVs was analyzed using Dynamic Light Scattering (B). 



 

 

 

Supplementary Figure 2.  Expression of mir-92a and 422a in lung epithelial MVs and their 

effects on the macrophage migration. (A-B) MVs were isolated from Beas2B cells.  RNA was 

purified from the isolated MVs and quantified using the real-time quantitative RCR (qPCR).  

Relative expression levels of miRNAs (A: miR-92a vs. miR-422a and B: RA vs. Hyperoxia) 

were shown in bar graphs.  (C) Transwell migration assay of THP1 macrophages was performed 

with mir-92a and/or mir-422a mimics, as described in Material and Methods.  Data represent 

mean ± SD of three (A and B) or four (C) independent experiments. 



 

 

 

Supplementary Figure 3.  Uncropped images of the western blotting and zymography results. 

 

 


