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Abstract This study aimed to investigate the effects and mechanisms of lipopolysaccharide (LPS) on
pulmonary vascular endothelial cells in neonatal mice. The cells were randomly divided into blank control group
and LPS group. The cells were treated with 10 pg/mL LPS, and the cell samples were collected at 0 h, 6 h, 12 h, 24 h,
48 h. The migration of pulmonary vascular endothelial cells was observed by the scratch test; the mRNA expression

of Chemokine and inflammatory cytokines in the lung vascular endothelial cells were determined by Real-time

e H 34: 2018-09-27 FeZ H1: 2019-01-16

BRI ARG (LT - 81270058) B B TR

*EIREH . Tel: 023-63638842, E-mail: E-mail: dengegeb@163.com

Received: September 27, 2018 Accepted: January 16, 2019

This work was supported by the National Natural Science Foundation of China (Grant No.81270058)

*Corresponding author. Tel: +86-23-63638842, E-mail: dengcgeb@163.com

X 24 HH S TE]: 2019-04-01 13:43:49 URL: http://kns.cnki.net/kems/detail/31.2035.Q.20190401.1343.024.html



432 BRI -

PCR (RT-PCR); the protein level of P65, VEGF and VEGFR2 were determined by Western blot. The results
showed that the pulmonary vascular endothelial cells were exhibited as polygon and presented typical cobblestone-
like morphology after fusion to monolayer with contact inhibition. Immunofluorescence staining revealed that
the expressions of CD31 and factor VIlI-related antigen were positive. The migration of LPS group cells in the
scratch test was higher than that of the control group at 12 h (£<0.001). The mRNA expression of inflammatory
factors IL-1f, TNF-o. and chemokines MIP-10. and MCP-1 secreted by LPS group was significantly higher than that
control group by Real-time PCR (P<0.001); the protein expression of NF-kB-related protein P65 activity increased
(P<0.05), the expression of VEGFR2 protein on the surface of pulmonary vascular endothelium was significantly
decreased (P<0.001); the vascular endothelial growth factor (VEGF) in LPS group was decreased. This study
demonstrated that the inflammatory response induced by lipopolysaccharide affects the development of pulmonary

vascular endothelial cells, and its mechanism might be related to the activation of NF-xB pathway, the induction of

inflammatory factors, the increase of chemokine expression and the decrease of VEGF/VEGFR2 expression.
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Fig.1 Cobblestone-like growth of cells observed in primary cultured mouse pulmonary
vascular endothelial cells under an inverted microscope
(A) DAPI VIII factor-related antigen Merge

(B) DAPI CD31

A: VI FAI TR 4 e 45 3 B: CD31HUJE Sl o e % e &5

Merge

A: cells identification for VIII factor-related antigen; B: cell identification for CD31 antigen.
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Fig.2 Cytofluorescence identification result
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Fig.3 Effect of LPS on migration of pulmonary vascular endothelial cells
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Fig.4 Changes of inflammatory cytokines secreted by pulmonary vascular endothelial cells
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Fig.5 Changes in chemokines secreted by pulmonary vascular endothelial cells
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Fig.6 Expression of NF-kB-related protein P65 in
pulmonary vascular endothelial cells
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Fig.8 Expression of VEGFR2 protein in pulmonary

vascular endothelial cells
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Fig.7 Expression of VEGF protein in pulmonary
vascular endothelial cells
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