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Antenatal priming theory about induction of neonatal chronic lung

disease: collapse of redox balance.
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WF7eR B OEE (3232) : I think that neonatal chronic lung disease may have been
developed by prenatal changes of the redox state, and tested the assumption in a cell
model. Epithelial mesenchymal transition (EMT) is enhanced by exposure of TNFa
and TGFB to L2 cells. Intracellular GSH decreased after addition of TGFB, and EMT is
more enhanced by GSH depletion and TNFa preload. Intracellular hydrogen peroxide
increased by TNFa preload and EMT is reduced by the addition of catalase mimic. 1

think that redox status of cells influence the cellular response to prenatal stress.
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(Schafer F. Q. and Buettner G. R. (2001)
Free Radic. Biol. Med. 30, 1191-1212.)
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