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The synergistic effect of transcription factor ETS1, LEF1 in bronchopulmonary dysplasia development
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[Abstract] Objective The aim of this study was to investigate the function of angiogenesis
related transcriptional factors ETS1, LEF1 in development of bronchopulmonary dysplasia.
Methods A gene expression dataset of preterm infant published in Gene Expression Omnibus
database. The expression values of ETS1, LEF1 and matrix metalloproteinase (MMPs) in BPD and
no BPD samples were compared and the correlation analysis of these genes was performed. The
possible mechanism of ETS1 and LEF]1 to participate in the development of BPD via the regulation
of MMPs was discussed. Results  Expression levels of ETS1 and LEF1 were significantly
downregulated in BPD samples and related with the severity of BPD and its complication
retinopathy of prematurity. The expression of ETS] and LEF1 had a good fitting rate ( » =0.921,
P <<0.001).Conclusions The down regulation of ETS] and LEF1 at least in part related with BPD
development. The potential mechanism would be synergism downregulation of ETS] and LEF1
attenuated the expression and function of MMPs, which may affect the migration and proliferation
of vascular endothelial cell. It also leads to the lesion basis of BPD, the dysplasia of alveoli and
pulmonary vessels.
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