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Study on the correlation between microRNA-145-5p and acute lung injury in sepsis Deng Huilan™ ,
Han Wenhui, Wang Hui, Wang Jie. * Department of Respiratory 1 , Qingdao Jiaozhou Central Hospital,
Qingdao 266300, China

[ Abstract] Objective To explore the correlation between microRNA ( miR)-145-5p and acute
lung injury( ALI) in sepsis. Methods Sixty mice were randomly divided into control group(n =30) and
ALI group(n =30). ALI model of mouse sepsis was established by instilling lipopolysaccharide ( LPS)
through the respiratory tract. MiR-145-5p and AMP-activated protein kinase ( AMPK) protein levels in
lung tissue were detected and compared. Pearson correlation analysis was used to evaluated the correlation
between miR-145-5p and AMPK protein in lung tissue, inflammatory factors levels in bronchoalveolar
lavage fluid ( BALF). Human normal lung epithelial cells BEAS-2B were divided into NC group, mimic
group and mimic + AMPK group,and the levels of miR-145-5p and AMPK in the 3 groups were compared.
Human normal lung epithelial cells BEAS2B were divided into NC group, mimic group and mimic +
AMPK group,and miR-145-5p and AMPK levels in 3 groups were compared. Results MiR-145-5p level
in lung tissue and TNF-a, IL-6 levels in BALF of mice in ALI group were higher than those in control
group ,while AMPK protein level in lung tissue was lower than those in control group (P < 0.05).
MiR-145-5p in lung tissue of sepsis ALl mice was negatively correlated with AMPK protein level, and
positively correlated with TNF-a and IL-6 levels in BALF (P < 0. 05). MiR-145-5p levels in cells of
mimic group and mimic + AMPK group were higher than those of NC group( P <0.05). AMPK mRNA and
protein levels in cells of mimic group were lower than those of NC group, AMPK mRNA and protein levels
in cells of mimic + AMPK group were higher than those of mimic group( P <0.05). Conclusion In sepsis
ALI mouse model , the increase of miR-145-5p is related to inflammatory response, and miR-145-5p may
regulate inflammatory response through targeted inhibition of AMPK level and participate in inflammatory
response caused by sepsis.

[ Key words] Sepsis; Acute lung injury; Inflammatory reaction;  MicroRNA-145-5p;
AMP-activated protein kinase
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