miR548ai antagonism attenuates exosome-induced endothelial cell dysfunction
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Figure S1. Negative control of TEM imaging of exosomes

Exosomes purified from human primary aortic smooth muscle cells (AoSMCs) were resuspended in PBS and subjected to TEM (see Figure 1A). The PBS buffer was used for negative control. Scale bar: 200 nm.
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Figure S2. Possible miR548ai’s target gene products in ECs

ECs (HUVEC) cultured in full medium were transfected with miR548ai inhibitor or scrambled control (SCR), the cells were then used for Western blot analysis of proteins.
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