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Retraction: TREM-1 Attenuates RIPK3-mediated
Necroptosis in Hyperoxia-induced Lung Injury in
Neonatal Mice

This article (1) has been retracted by its authors. Anomalies
were discovered in the images of b-actin blots in Figure 6B,
GAPDH in Figures 5I and 5J, and the photomicrographs in
Figures 2M and the online supplement Figure E6. The authors
acknowledge that the above anomalies compromise the scientific
integrity of the paper. All the authors have agreed to the
decision to retract this paper; they apologize to the Journal and
its readers. n
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