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Abstracts

postmenstrual age. Levels for those treated for ROP did not differ 
from those untreated. The two infants that received bevacizumab 
had lower VegF levels after treatment than before.
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Conclusions This first data in human preterm infants with and 
without ROP treatment show trends with increasing postmen-
strual age, and that VegF levels in infants treated with bevacizumab 
do not appear to differ from those untreated or those treated with 
laser. Individual infants receiving bevacizumab had lower VegF lev-
els in the first week after injection than before. As bevacizumab 
treatment increases efforts should be made to further assess effects 
on circulating VegF.
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AUSTRALIAN, NEW ZEALAND AND UK BOOST II TRIALS OF 
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Background The optimal oxygen saturation (SpO2) for preterm 
infants is unknown. Three BOOST II trials in Australia, New Zea-
land and UK are comparing outcomes in infants < 28 weeks after 
randomisation to SpO2 targeting of 85–89% vs 91–95%, using 
masked oximeters.1 In interim analysis the high target increased 36 
week survival in infants whose oximeter had been upgraded with 
new, more accurate software.2,3

Methods Pooled analysis of hospital mortality by target, overall 
and by old or new software.
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MSC-CONCENTRATED SUPERNATANT: A NOVEL 
THERAPEUTICAL APPROACH IN INFLAMMATION-INDUCED 
PRETERM BRAIN INJURY?
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Background and aims Preterm brain injury of premature born 
infants is a main cause of disability and represents an enormous 
individual, familial and social burden. Up to 50% of these children 
suffer from disabilities such as cerebral palsy and cognitive disor-
ders. The aetiology of brain injury has been considered to be multi-
factorial. Factors such as hyperoxia or inflammation are important 
pathomechanism in the development of brain injury.

As infections and subsequent inflammation are almost unavoid-
able on NICUs, new anti-inflammatory approaches are needed. In 
differend experimental settings, mesenchymal stem cells (MSCs) 
show these anti-inflammatory abilities. Although intravenously 
administered MSCs get trapped in the lung, therapeutic effects in 
target tissue are detectable, thereby indicating paracrine mecha-
nisms. Since MSC-supernatants contain molecules with immuno-
suppressive functions, such as the identified TSG-6, we wondered 
whether MSC supernatants contain additional, maybe synergisti-
cally acting factors. The objective of this study is to evaluate the 
effect of concentrated MSC-supernatant on brain damage caused 
by inflammation.
Methods Wistar rats were randomized in 4 groups (vehicle/vehi-
cle, vehicle/concentrated MSC-supernatant, LPS/vehicle, LPS/con-
centrated supernatant). LPS (0.25mg/kg) was administered at p3, 
concentrated MSC-supernatant at p3 and p4. At p5, animals were 
transcardially perfused, brains were removed and snap-frozen for 
molecularbiological analysis.
Results At p5, LPS-treated animals show a marked increase in 
apoptosis, whereas additional treatment with concentrated MSC-
supernatant results in a decrease in neural apoptosis.
Conclusions Concentrated MSC-supernatant showed promising 
effects on inflammation-induced brain damage in an experimental 
model of encephalopathy of prematurity.

SERUM VEG F LEVELS IN PRETERM INFANTS: EFFECTS OF 
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Background Bevacizumab, a monoclonal antibody to the vascular 
endothelial growth factor Veg F appears to offer successful treat-
ment of severe retinopathy of prematurity (ROP), but there are no 
human data addressing potential systemic absorption and effects on 
systemic Veg F levels in preterm infants. We measured Veg F in pre-
term infants during their stay in intensive care including some 
infants treated with laser or bevacizumab for ROP.
Methods Serum and plasma were salvaged as part of a con-
sented research study in preterm infants from delivery to dis-
charge. Veg F levels were measured using flow cytometry and 
analysed in relation to gestation, postmenstrual age and any 
ROP treatment.
Results 26 infants, median 26 wks gestational age (range 23–29 
wks) contributed 114 samples. 5 received laser treatment for ROP, 2 
bevacizumab. Serum VegF levels decreased with increasing 
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