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Effect of miRNA-155 on lung tissue of rats with severe pneumonia and its mechanism”
PENG Guanging' ,LING Qiao' ,YU Shuying*
(1. Department of Infectious Diseases ,Wenling First People’s Hospital of
Taizhou City ,Wenling , Zhejiang 317500,China ;2. Department of Pharmaceutical ,
Hangzhou Children’s Hospital s Hangzhou, Zhejiang 310013 ,China)

[ Abstract] Objective To investigate the expression of miRNA-155 in lung tissue of severe pneumonia
rats and the protective effect of miRNA-155 overexpression and their possible mechanisms. Methods A total
of 45 rats were divided into the control group,the pneumonia group(pneumonia model) and the miRNA-155
group(pneumonia model + miRNA-155 mimics) according to random number method, with 15 rats in each
group. miRNA-155 levels in lung tissue were determined by reverse transcription-polymerase chain reaction
(RT-PCR). Pathological changes were observed by hematoxylin-eosin(HE) staining. Interleukin (IL)-18,1L-6
and tumor necrosis factor-a ( TNF-o) content in lung homogenate and serum were determined by enzyme-
linked immunosorbent assay (ELISA). The levels of pp65, p65, phosphorylated IkB kinase-a (p-IkBa) and
IkBa protein were determined by Western blot. Results HE staining showed that in the control group, there
was no exudation, hemorrhage or inflammatory cell infiltration in lung tissue. In the pneumonia group, there
were obvious exudation, hemorrhage and inflammatory cell infiltration which in the miRNA-155 group were
alleviated. Compared with the control group,the level of miRNA-155 in lung tissue decreased (P<C0. 05),1L-
1B8,1L-6 and TNF-q in lung homogenate increased in the pneumonia group (P<C0.05),1L-18,1L-6 and TNF-«
in serum increased (P<C0. 05),and pp65 and p-IkBa protein in lung tissue increased (P<C0. 05). Compared
with the pneumonia group,the level of miRNA-155 in lung tissue increased (P<C0.05),1L-18,1L-6 and TNF-
a in lung homogenate decreased (P<C0.05),IL-18,1L-6 and TNF-q in serum decreased (P<C0. 05),and pp65
and p-IkBq in lung tissue decreased in the miRNA-155 group (P<C0. 05). There was no significant difference in
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the levels of p65 and IkBa protein in lung tissue of the three groups (P>>0. 05). Conclusion The level of miR-

NA-155 decreased in the lung tissue of rats with severe pneumonia. The overexpression of miRNA-155 can re-

duce the inflammation in lung tissue by inhibiting NF-xB signaling pathway.

[Key words] miRNA-155; severe pneumonia; NF-kappa Bjinterleukin-1p; interleukin-6; tumor necrosis

factor-a
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