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Research Progress on the Pathogenesis of Bronchopulmonary Dysplasia via Pulmonary Vascular Development Signaling Pathways
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[Abstract] Bronchopulmonary dysplasia( BPD ), predominantly observed in preterm infants, is a critical contributor to neonatal mortality and

disability. The pathogenesis of BPD involves multiple complex factors. Recent advancements in perinatal medicine have led to a

declining incidence of "classic BPD" characterized by alveolarization changes, while the prevalence of "new BPD" marked by

impaired alveolar development and pulmonary microvascular growth remains elevated. This review examines the mechanisms

underlying pulmonary vascular growth impairment in BPD and proposes potential therapeutic strategies.
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