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and the lipid metabolomic analysis of liver tissue samples in the two groups of mice was performed by ultra-perform—
ance liquid chromatography-quadrupole time-of-flight mass spectrometry mainly detecting endogenous metabolites.

Principal component analysis ( PCA) orthogonal partial least squares discriminant analysis ( OPLS-DA) and other
models were used to screen potential biomarkers and the metabolic pathway analysis of the identified metabolites
was performed by MetaboAnalyst 5. 0. Results Compared with the WT group the ob/ob group had significantly
increased body weight fasting blood glucose serum levels of aspartate aminotransferase ( AST) alanine amin—
otransferase ( ALT) low-density lipoprotein ( LDL-C) and cholesterol ( CHO) ( P <0.01) . Liver hematoxylin-eo—
sin staining ( HE) staining showed that the mice in ob/ob group had structural disorder of liver lobules swelling of
liver cells a large number of fat vacuoles in cells diffuse distribution and loose cytoplasm. Oil red O staining
showed that there was a large amount of lipid deposition in the hepatocytes of 0b/0b mice. The high resolution spi—
rometer showed that the 0b/0b mice had mitochondrial oxidative phosphorylation disorder and the activity of complex
IV decreased. Lipid metabolomic analysis showed that the lipid metabolic profile of 0b/0b mice changed and the
metabolic pathways involved mainly included glycerophospholipid metabolism glycosylphosphatidylinositol ( GPI)

anchor biosynthesis triglyceride metabolism linoleic acid metabolism a-inolenic acid metabolism and arachidon—
ic acid metabolism. Conclusion The liver injury of ob/ob group mice may be related to the disorder of lipid me—
tabolism in which the disorder of glycerophospholipid metabolism is the most critical metabolic pathway.
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Effect of miR-141-3p targeting HMGBI

on LPS—induced A549 cell injury

Long Guangwen Zhang Qian Yang Xiulin Sun Hongpeng Ji Chunling
( Dept of Emergency Medicine Guizhou Provincial Peoples Hospital Guiyang 550002)

Abstract Objective To investigate the effect of miR4413p on LPS induced A549 cell injury by targeting high
mobility group protein 1 ( HMGBI) . Methods A549 cells derived from type II alveolar epithelial cells were taken
as the study object miR-41-3p mimics mimics NC HMGBI gene overexpression plasmid ( pcDNA3. 1-HMGBI)

and empty Vector were transfected into A549 cells respectively or co-transfected then 10 pwg/ml LPS was used for
24 h. Cell proliferation activity was detected by cell counting kit-8 ( CCK-8) . The activity of lactate dehydrogenase
( LDH) in the supernatant of cell culture was detected by colorimetry. The apoptosis level of each group was detec—
ted by flow cytometry. The levels of interleukin ( IL) 48 IL-6 and tumor necrosis factor o ( TNF-a) were detected
by enzymedinked immunosorbent assay ( Elisa) . Dual luciferase reporter gene assay verified the targeted regulatory
relationship between miR-4413p and HMGBI. Results After treatment with LPS the proliferative activity of
A549 cells and the expression level of miRH4413p decreased ( P <0.05) the apoptosis rate increased ( P <

0.05) the levels of IL4B IL-6 TNF-« and the activity of LDH in supernatant increased ( P <0.05) . Overex—
pression of miR-4413p increased the proliferation activity of A549 cells treated with LPS ( P <0.05) and de—
creased the apoptosis rate and the levels of ILAB IL6 TNF-a in cells and LDH activity in supernatant ( P <

0.05) . However overexpression of HUGBI gene could reverse the ameliorative effect of miR4413p on LPS-n-
duced A549 cell injury. Dual luciferase reporter gene experiment confirmed that HMGBI was the downstream target
gene of miR-4413p. Conclusion  miR-141-3p can inhibit LPS-induced apoptosis reduce the expression level of
inflammatory factors and improve the damage of A549 cells which may be related to the targeted regulation of
HMGBI expression.
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