Establishing a late gestational hypoxia model to study the
effects of maternal hypoxia on offspring lung outcomes
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BACKGROUND Prenatal hypoxia impairs weight gain and Impaired alveolar
growth in the early postnatal period development persists to
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* Critical in fetal and newborn development P4 P14 P21
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*Hypobaric hypoxia (505 torr; 11,500 ft; 13% FiO2)
*Normoxia (626 torr; 5,280 ft; 21% FiO2)
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 Late gestational hypoxia leads to transiently somatic growth and persistent impaired alveolar development.

* This model enables studies of mechanisms for maternal stress on newborn outcomes. . $Ee golzik Lai )
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1. Agarose-inflated lungs 1. Heart H&E cross-section Our future studies will look into the mechanisms responsible for abrupted lung development: . N|H/NH|?B| R35H|E/1 397% (ENg)
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3. H&E for radial alveolar count analysis ventricular systolic pressure (RVSP) *Test whether EC-SOD genotype of mother or offspring impacts lung development and PH in late gestational hypoxia

(RAC) and mean linear intercept (MLI) 3. Heart weight measurement for » Inflammation:
*Evidence that macrophages may contribute to neonatal outcomes

4. Quantification and analysis right ventricle hypertrophy (RVH) Detect the accumulation of lung macrophage populations




