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Protective effect and mechanism of mir-361-3p on inflammatory injury in children with pneumonia
LIUL:',ZHANG Jun',LI Xiaobo®*
1. Department of Clinical Laboratory ;2. Department of Microbiology and Immunization .
Hanzhong 3201 hospital s Hanzhong s Shaanxi 723000,China

Abstract: Objective To investigate the effect and mechanism of miR-361-3p on inflammatory injury of
pneumonia in children. Methods Real-time fluorescence quantitative PCR(qPCR) was used to detect the ex-
pression of miR-361-3p in serum of children with pneumonia and healthy children. Lipopolysaccharide (LLPS)
was used to stimulate WI-38 cells in vitro to establish a invitro pneumonia model. Overexpressed or knocked
down miR-361-3p in the WI-38 cells,and the influence of miR-361-3p on the expression of pro-inflammatory
factors was detected by ELISA. miR-361-3p and MyD88 were co-transfected into WI-38 cells,qPCR and West-
ern blot were used to detect the expressions of miR-361-3p and MyD88, ELISA was used to measure the ex-
pression of pro-inflammatory factors. Results In children with pneumonia, relative expression level of miR-
361-3p level(0. 78 £0. 33) was significantly lower than that of healthy children(1. 534=0. 52) , while in children
with pneumonia,relative expression level of MyD88(4, 584-0. 82) was significantly higher than that of healthy
children (1. 96 £0. 31), accompanied by the significant increase of pro-inflammatory cytokines 1L.-6, TNF-a
and 1L-1B, the difference were all statistically significant(P <C0. 05). Overexpression of miR-361-3p in pneumo-
nia inhibited the secretion of pro-inflammatory cytokines,and decreased miR-361-3p expression promoted the
secretion of pro-inflammatory cytokines. MiR-361-3p binding to the 3' UTR of MyD88 and inhibited the ex-
pression of MyD88. Overexpression of MyD88 in the pneumonia model could reverse the promotion effect of
miR-361-3p on the secretion of inflammatory factors. Conclusion In pneumonia, miR-361-3p inhibits the se-

cretion of pro-inflammatory cytokines by targeting MyD88,and protects patients with pneumonia from further
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inflammatory damage.
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A0 PR A I miR-361-3p B R 3K, 45 R /8 miR-361-

3p FELI Y fiE W% 42 7 miR-361-3p ik, miR-361-3p
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