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Research progress in drug therapy for bronchopulmonary dysplasia in preterm

infants
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Abstract: Bronchopulmonary dysplasia (BPD) is the most common long-term complication in surviving extremely
preterm infants. This may lead to pulmonary hypertension, increase late neonatal mortality, and cause abnormal neural
development. There is still controversy over the efficacy, as well as advantages and disadvantages, of drug therapy for
BPD in preterm infants. This article reviews the research progress in the drug therapy for BPD.
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