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Effect of heparin on neutrophil extracellular traps in “serum: and lung tissue of neonatalratswith hyperoxia—induced
bronchopulmonary dysplasia SHENG Anqun, CHEN<Cui’ey SUN Yuanyuan, et al. Department of Pediatrics, the First Affiliated
Hospital of Wenzhou Medical University, Wenzhou 325000, China

[ Abstract ] Objective Toinvestigate the'effect of heparin on neutrophil extracellular traps (NETs) in serum and lung tissue of
neonatal rats with hyperoxia—induced bronchopulmonary dysplasia(BPD). Methods Newborn SD rats were randomly divided into
air group, hyperoxia group, heparin group and control group, with 12 rats in each group. All animals, except those of air group, were
exposed to 90% oxygen continuously for 7ddo-induce BPD.The rats in heparin group were intraperitoneally injected withlow dose of
heparin(250 U/kg) daily until the end of modeling, the control group were injected with same volume of 0.9% sodium chloride solution.
Six rats in each group were sacrificed'at d7 and d14, respectively, the blood and lung tissue samples were collected. The serum free
DNA (cfDNA/NETS) levels were detected using PicoGreen fluorescent staining method, lung tissue NETs were observed by confocal
microscopy imaging, the Radical Alveolar Count(RAC) and Mean Linear Intercept(MLI) in lung tissue were measured. Results The
serum free DNA levels inthe hyperoxia group and control group were significantly higher than that in the air group (all P<<0.05), while
that in the heparin,group was significantly lower (P<0.05). Compared with air group, the fluorescence signal range of histones,
myeloperoxidase, and the expression of NETs in lung tissues of hyperoxia group and control group were increased, while those in
heparin‘groupdecreased on d7 and d14. Compared with the air group, neonatal rats RAC in the hyperoxia group and the control
group decreased significantly, while MLI increased significantly (all P<<0.05). Compared with the hyperoxia group, RAC significantly
increased and MLI significantly decreased in the heparin group (all P<<0.05). Conclusion Large mount of NETs exist in serum and
lung tissues of neonatal rats with high oxygen-inducedBPD, heparin can inhibit the production of NETs and may attenuate hyperox—
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ide—induced pulmonary development arrest.
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