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Ciclesonide protects against LPS-induced lung endothelial

inflammation and acute lung injury
Heather Menden, Sherry Mabry, and Venkatesh Sampath

Neonatal Diseases Research Program (NDRP), Sampath Lab, Children’s Mercy Hospital, Kansas City, MO

Background and Methods Results
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Results and Conclusion
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Flgure 4, (A-B) H&E stalned images from inflation-fixed lungs at
DOL 15 (A), with radial alveolar counts (RAC) quantified (B). *p<0.01.

Conclusion:

In HPMEC, the LPS-induced cell death, inflammation,
and angiogenesis was rescued by Ciclesonide.
In neonatal mice, Ciclesonide suppresses LPS-induced
cytokine expression, inflammatory cell influx, and
chronic alveolar remodeling.
v This study provides mechanistic insight into the decrease
of LPS-induced sepsis injury after the use of Ciclesonide,
the safer steroid for neonates.
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