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[ Abstract] Bronchopulmonary dysplasia (BPD) is the most common chronic respiratory disease in preterm infants, especially in
extreme preterm infants. Studies have shown that BPD can negatively affect respiratory health throughout childhood and even after ado-
lescence. BPD is a complex multifactorial developmental disease in which a variety of prenatal , intrapartum , and postnatal factors , along
with genetic predisposition, contribute to lung damage , remodeling, and repair. With the development of perinatal medicine and the im-
provement of the treatment level for critically ill neonates in the neonatal intensive care unit, the survival rate of extremely preterm in-
fants has significantly improved, but the incidence of BPD has not decreased. There are currently no effective strategies to prevent or
treat BPD. Therefore, early identification of BPD predictors and development of new and reliable BPD prediction models have become
the focus of research in recent years. The purpose of this article was to review the latest progress on risk factors related to bronchopulmo-
nary dysplasia in preterm infants, aiming to provide a foundation for selecting clinical trial subjects for potential preventive therapy and
establishing potential prevention strategies.
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