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Risk factors for patent ductus arteriosus in early preterm infants: a case-control
study
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Abstract: Objective To investigate the risk factors for the occurrence of patent ductus arteriosus (PDA) and
to provide a clinical basis for reducing the occurrence of PDA in early preterm infants. Methods A total of 136 early
preterm infants (gestational age <32 weeks) who were hospitalized between January 2013 and December 2014 and
diagnosed with hemodynamicalhy significant PDA (hs-PDA) were enrolled as the case group. Based on the matched
case-control principle, 136 early preterm infants without hs-PDA were selected among those who were hospitalized
within the same period at a ratio of 1:1 and enrolled as the control group. The two groups were matched for sex and
gestational age. The basic information of neonates and maternal conditions during the pregnancy and perinatal periods
were collected. Logistic regression analysis was performed to identify the risk factors for the development of PDA.
Results Univariate analysis showed that neonatal infectious diseases, neonatal respiratory distress syndrome, decreased
platelet count within 24 hours after birth, and low birth weight were associated with the development of hs-PDA (P<0.05).
Multivariate conditional logistic regression analysis revealed that neonatal infectious diseases (OR=2.368) and decreased
platelet count within 24 hours after birth (OR=0.996) were independent risk factors for hs-PDA. Conclusions Neonatal
infectious diseases and decreased platelet count within 24 hours after birth increase the risk of hs-PDA in early preterm
infants. [Chin J Contemp Pediatr, 2016, 18(1): 15-19]
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kB AR ( patent ductus arteriosus, PDA )
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