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Comparison of Clinical Courses According to the Existence of
Patent Ductus Arteriosus in Respiratory Distress Syndrome

Ju Hee-Seong, M.D., Hyeon Joo-Lee, M.D., Hyun Kee-Hong, M.D.
Chong-Woo Bae, M.D. and Yong—-Mook Choi, M.D.

Department of Pediatrics, College of Medicine, Kyunghee University, Seoul, Korea

Purpose : To compare perinatal characteristics, clinical courses, and overall morbidity between respi-
ratory distress syndrome(RDS) with patent ductus arteriosus(PDA) and RDS without PDA in neo-

nates.

Methods : Eighty-three neonates who were diagnosed and treated for RDS in the neonatal intensive
care unit(NICU) from Jan. 2000 to Dec. 2002 were included in this study. RDS was complicated with
PDA(group A) in 17 patients and not complicated in 66(group B). PDA was diagnosed by echocardi-
ogram in neonates with congestive heart failure symptom,
of cardiomegaly or pulmonary edema. A retrospective study was undertaken of the perinatal charac-

teristics and overall morbidity in group A and group B.

Results : The birth weight and gestational periods of group A were less compared with group B.

There was more perinatal asphyxia in group A. Incidence

monary dysplasia, intraventricular hemorrhage and death was higher in group A. Intravenous indo-

methacin was administered in 17 PDA infants.

Conclusion : The perinatal characteristics in the two groups showed a significant difference. Inci-
dence of overall morbidity in the two groups showed significant differences, however, there is no
simple conclusion to draw because we didn't do multifactorial analyses to rule out other many risk
factors affecting morbidity, such as gestational weeks or birth weight. (J Korean Pediatr Soc 2003;

46:1080-1084)
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Table 1. Clinical Manifestation in Respiratory Distress Syn-
drome with Patent Ductus Arteriosus

Symtom No. of cases(%)(n=66)
Heart murmur 14(82)
Pulmonary edema 11(65)
Tachypnea 10(59)
Chest retraction 9(53)
Cardiomegaly 8(47)
Heaving 6(35)
Dyspnea 5(29)

Table 2. Comparison of Perinatal Characteristics of Neonates
with Respiratory Distress Syndrome with Patent Ductus Ar-
teriosus(PDA)(Group A) and without PDA(Group B)

Characteristics G(r r?f{) 7)A G(rr?fé) 5 )B Vl;;e
Birth weight(gm) 12591414 1,949£859  <0.001
Gestational periods(days) 210%23 230+27 <0.01
Maternal corticosteroid Tx 3(18%) 4( 6%) NS
Cesarian section 13(76%) 50(76%) NS
Perinatal asphyxia 11(65%) 14(21%) <0.05
Apgar score(l min) 39%t1.8 54%1.8 NS
Apgar score(5 min) 58%2.0 6.7t1.7 NS

NS :not significant, Tx : treatment
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Table 3. Comparison of Clinical Course of Neonates in Group
A and B

Characteristics G(rr(l)f{) 7)A G(rr?SgG )B VZ;e

Chest X-ray findings 11(65%) 35(53%) NS
(Bomsel : I, IV)

Surfactant Tx 16(94%) 41(62%) <0.05
Single dose 9(56%) 30(73%) NS
Multiple dose 7(44%) 11(27%) NS

Initial a/APO2 0.38+0.17 042%1.7 NS

Artificial ventilation(days) 274%+37.0 77169  <0.05

Table 4. Comparison of Complication and Mortality of Neo-
nates in Group A and B

Group A Group B P-

(n=17) (n=66) value
Chronic lung disease 7(41) 4( 6) 0.001
Intraventricular hemorrhage 13(76) 23(35) 0.01
Necrotizing enterocolitis 5(29) 2( 3) 0.001
Retinopathy of prematurity 2(12) 0( 0) <0.001
Sepsis 13(76) 18(27) <0.05
Cholestatic jaundice 5(29) 3(4.5) <0.01
Rickets 5(29) 2( 3) <0.01
Death(within 28 days) 2(18) 13(20) NS
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