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Abstract : Objective To investigate the regulatory effects of plasma-derived exosomal microRNA-1306-5p
(miR-1306-5p) on inflammation,apoptosis and oxidative stress in intestinal mucosal epithelial cells in sepsis,
and to explore the potential mechanisms. Methods Sepsis plasma-derived exosomes and healthy plasma exo-
somes were separated and divided into healthy plasma exosomes group and sepsis plasma-derived exosomes
group. The exosomes were observed by electron microscopy,the physical parameters of the two groups of exo-
somes were analyzed,and the expression of miR-1306-5p in the exosomes was detected. Intestinal mucosal epi-
thelial cells were divided into control group,negative control group of miR-1306-5p mimic (mimic-NC group) ,
miR-1306-5p mimic group (mimic group),mimic combined with overexpression of PLK1 empty vector group
(mimic-PLK1-EV group), and mimic combined with overexpression of Polo-like kinase 1 (PLKI1) group
(mimic+PLKI1-OE group). Real-time fluorescent quantitative PCR was used to detect the mRNA expressions
of miR-1306-5p and PLK1 in each group,and protein imprinting was used to detect the expressions of miR-

1306-5p target genes PLLK1,caspase 3,B lymphoblastoma-2 (Bcl-2) and Bel2-associated X protein (Bax). Dual
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luciferase reporter gene assay was used to detect the binding effect of miR-1306-5p and PLLK1,and flow cytom-
etry was used to detect apoptosis. The expressions of tumor necrosis factor-a (TNF-a),interleukin (IL.)-18,
I1L-6 and IL-8 in the supernatant of cultured cells were detected by enzyme-linked immunosorbent assay. The
expressions of reactive oxygen species (ROS), malondialdehyde (MDA), glutathione (GSH) and superoxide
dismutase (SOD) were detected by kit method. Results The plasma derived exosomes of sepsis and healthy
plasma were ellipsoid in shape, and there was no significant difference in physical parameters (P >>0. 05).
Compared with the healthy plasma exosomes group,the expression of miR-1306-5p was up-regulated in the
plasma derived exosomes of sepsis group (P<C0.05). PLK1 was identified as the target gene of miR-1306-5p
by double luciferase reporter method. Compared with mimic-NC group, the expressions of miR-1306-5p, TNF-
a,11-6,11.-8,11.-183, caspase3 . Bax, ROS and MDA were up-regulated,the apoptosis rate was increased,and the
expressions of PKL1, Bcl-2, GSH and SOD were down-regulated in mimic group (all P<C0. 05). Compared
with mimic+ PLKI1-EV group, the expressions of TNF-a, IL-6,11-8, IL.-183, caspase3, Bax, ROS, and MDA
were significantly down-regulated,the apoptosis rate was decreased,and the expressions of PKL1,Bcl-2,GSH
and SOD were up-regulated in mimic+PLKI1-OE group (all P<C0. 05). Conclusion

miR-1306-5p in sepsis promotes inflammation,apoptosis and oxidative stress damage of intestinal mucosal epi-

Plasma derived exosome

thelial cells by targeting PKL1 inhibition.
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