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Risk factors of bronchopulmonary dysplasia in pretern infants
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Abstract: Objective To describe the clinical characteristics and risk factors of bronchopulmonary dyspla-
sia( BPD) in preterm infants. Methods A retrospective analysis was conducted on the premature infants
cared at NICU of our hospital for more than 28 days from January 1,2011 to December 31,2012. And they were
divided into a BPD group and a non—BPD group according to preterm infants with or without oxygen— depend-
ence (>>21%) over 28 days. Infants with oxygen—dependence (=>21%) over 28 days were assigned to the BPD
group and the others were assigned to the non—BPD group. The clinical records of the two groups were com-
pared and the clinical characteristics and risk factors of BPD in preterm infants were analyzed. Results A to-
tal of 227 patients were included in this study. The incidence of BPD was 29.52% (67/227), 160 of 227 cases
did not suffer with BPD. An univariate analysis revealed that gestational age(GA), birth weight (BW), sexual
distinction, high concentration of oxygen inhalation (>>40%), infectious intrauterine pneumonia, mechanical
ventilation, Newborn Respiratory Distress Syndrome (NRDS) and patent ductus arteriosus (PDA) had close
association with BPD incidence ( P <C0. 05). Logistic regression analysis showed that GA and BW were protec-
tive factors of BPD while infectious intrauterine pneumonia and mechanical ventilation were risk factors.
Conclusion Low BW, small GA, infectious intrauterine pneumonia and mechanical ventilation are risk factors
of BPD, clinically we should try to avoid these risk factors.
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Jif i D n BPD 41 ik BPD 4
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~32 75 20(26.67) 55(73.33)
~34 59 3(5.09) 56(94.92)
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I i 23(34.33) 40(25. 00) 2,049 0.152
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