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EDT Abstract Title Presenting Author 
4:30 pm   Introduction & General Information   

4:35 pm 3374912 
Less Invasive Surfactant Administration (LISA) – pulmonary outcome of preterm infants at early 
school age from the German Neonatal Network Wolfgang Göpel 

4:45 pm 3372871 Modulation of CPAP-induced airway hyperreactivity by the calcium sensitive receptor (CaSR) Catherine Mayer 

4:55 pm 3373627 
Interactions of surfactant protein gene variants as respiratory distress syndrome susceptibility 
markers Shaili Amatya 

5:05 pm 3367805 
Assessing 3 Bronchopulmonary Dysplasia Definitions: Associations between Room Air 
Challenge Results and Respiratory Outcomes Samia Aleem 

5:15 pm 3374386 
Budesonide with surfactant decreases lung and liver responses in mechanically ventilated LPS-
exposed preterm lambs Noah Hillman 

5:25 pm 3379432 
ANTENATAL VITAMIN D ATTENUATES LUNG INJURY IN A PREECLAMPSIA MODEL OF 
BRONCHOPULMONARY DYSPLASIA Michael Cookson 

5:35 pm   Wrap Up   
 
 
  



Question Asked Answer Given Answerer 
Could the diagnosis of RDS have been affected by the 
fact that it was on clinical diagnosis which could have 
been ttn? 

The RDS diagnosis was clinical and mostly verified by CXR, 
however we did include patients who received surfactant for 
RDS without CXR verification. Nonetheless, a concurrent 
diagnosis of TTN cannot be ruled out. 

Shaili Amatya 
 

As your RDS infants were more preterm and smaller 
than the non-RDS, how do you know these variants 
are not associated prematurity (rather than RDS)?  Did 
you look at rare variants in these genes which are 
likely to have a greater effect size than common 
variants?  Why do you think these variants persist in 
the population if they confer risk for disease? 

These interactions were corrected for age (prematurity) and 
sex to account for their effect in RDS. We did not look at rare 
variants although they are likely to have a greater effect size. 
Instead, we looked at the 17 well characterized SP SNPs as 
these SNPs interact with each other in the presence of 
environmental factors such as prematurity, 
infection/inflammatory process, oxidative stress etc. to result 
in the disease phenotype. Therefore, these variants persist in 
the population as they would not confer risk for the disease in 
absence of the environmental factors.  The encoded proteins 
containing these variants play important role in innate 
immunity and surfactant function, both of which are very 
important for the health/life of the individual and the variability 
provides in the broad sense a survival advantage for the 
species.  For example, if in a serious epidemic individual with 
certain variants are more likely to be affected by it and die off, 
others with other variants may fair better and survive. 
 

Shaili Amatya 
 

NEJM paper using inhaled budesonide showed no 
benefit for BPD in past. What difference of this model 
can make it beneficial? 

The surfactant likely carries the concentrated budesonide into 
the more distal lung than in inhaled surfactant. The overall 
total dose is lower, but more concentrated near the beginning 
of the infants mechanical ventilation, thus allowing the infant 
to be weaned from mechanical ventilation. 

Noah Hillman 

Congratulations Michael on the award and a very 
exciting study. Translationally are there more practical 
routes of antenatal Vitamin D administration? 

There are two options for approaching Vitamin D optimization 
in our patients. First, prenatally with better optimization of 
maternal Vit D, most practically as enteral supplements. 
Second, neonates could benefit from enteral or parenteral 
optimization of cholecalciferol. It may also be practical to give 
calcitriol in an effort to quickly optimize Vit D levels. 

Michael Cookson 

Can author speculate what could be the mechanism of 
action of vitamin d? 

We speculate that Vitamin D functions through suppression 
of the inflammatory response and through pro-angiogenic 
signaling. A number of studies from our lab and others have 
described vitamin D to increase VEGF. 

Michael Cookson 

 
 


