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Effect of miR2223p in endothelial progenitor cell-derived exosomes

on skin wound healing in diabetic mice
Wang Yongqi Ji Hua Tang Ying Wu Tingting Jie Ruyan Chen Mingwei
( Dept of Endocrinology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective  To explore the effect of miIRNA2223p in endothelial progenitor cell-derived exosomes
( EPCs=x0) on skin wound healing in diabetic mice. Methods Endothelial progenitor cell ( EPCs) derived from
C57BL/6 mouse bone marrow were identified by fluorescence staining. Subsequently EPCs—¥xo isolated from the
media of EPCs were identified and high-throughput sequencing of EPCs—+xo miRNA was completed. The skin injury
model of diabetic mice was established. According to different groups the wounds were treated with externally ap—
plied phosphate buffer solution ( PBS) and EPCs—Exo; Subcutaneous injection of PBS agomiR222-3p and an-—
tagomiR2223p at the edge of the wound was performed continuously for 14 days and the wound healing rate was
observed. Meanwhile immunofluorescence methods were used to investigate the changes in the expression levels of
ROS CD31 and VEGF in the wound margin tissue before and after treatment. Results FEPCs—¥xo significantly ac—
celerated skin wound healing in diabetic mice reduced the level of ROS and increased the expression level of
VEGF and CD31 in the wound margin tissue ( P <0. 05) . High-throughput sequencing showed that miRNA-222-3p
was highly expressed in EPCs—Exo. Local subcutaneous injection of miRNA-222-3p into wound margin tissue signifi—
cantly promoted the skin wound healing of diabetic mice reduced the level of ROS and increased the expression
level of VEGF and CD31 in the wound margin tissue ( P <0.05) . Conclusion MiRNA-2223p promotes wound
healing in diabetic mice and plays an important role in EPCs—+¥xo promoting wound healing.
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