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Efficacy and Complications of Ibuprofen in the Treatment of Patent Ductus Arteriosus

Sun Xuan, Chen Ling, Zhou Jianhua, Gao Jinzhi, Hu Xiaolin ( Tongji Hospital, Tongji Medical College of Huazhong
University of Science and Technology, Hubet Wuhan 430030, China)

[ Abstract] Objective: To probe into the closure rate of symptomatic patent ductus arteriosus (sPDA) and non-symptomatic patent
ductus arteriosus (nsPDA) after drug intervention and analyze the incidence of related complications, so as to further guide the clinical
application. Methods: Retrospective analysis was performed on 252 cases of preterm infants with gestational age <34 weeks and
diagnosed as patent ductus arteriosus ( PDA) by echocardiography at the first weekend after birth from the neonatology department of
Tongji Hospital from May 2016 to Apr. 2019. According to the sPDA diagnostic criteria, all patients were divided into 94 cases in the
sPDA group and 158 cases in the nsPDA group. The nsPDA group was divided into 92 cases in the nsPDA-1 group and 66 cases in the
nsPDA-2 group. All children in the sPDA group and the nsPDA-1 group received oral ibuprofen during the hospitalization. Children in
the nsPDA-2 group were not treated with ibuprofen during the hospitalization. Echocardiography was reviewed on all preterm infants after
treatment or before discharge. Clinical data of three groups were collected to analyze the closure rate of PDA and the incidence of
complications related to PDA. Results: The gestational age and birth weight of children in the sPDA group were lower than those in the
nsPDA-1 group and the nsPDA-2 group (P<0.05), yet there was no significant difference in gestational age and birth weight between
the nsPDA-1 group and the nsPDA-2 group (P>0.05). After oral ibuprofen treatment, ductus arteriosus was closed in 52 cases in the
sPDA group and 81 cases in the nsPDA-1 group, and the closure rate was 55.3% and 88.0% . In the nsPDA-2 group, 54 cases of
preterm infants had natural ductus arteriosus closure, with the closure rate of 81. 8% . The ductus arteriosus closure rate in the sPDA
group was lower than that in the nsPDA-1 group and the nsPDA-2 group (P<0.05), yet there was no significant difference in the closure
rate of ductus arteriosus between the nsPDA-1 group and the nsPDA-2 group (P>0.05). The incidence of pneumonia, bronchopulmo-
nary dysplasia (BPD) , feeding intolerance, necrotizing enterocolitis (NEC) and intracranial hemorrthage (IVH) in the sPDA group was
higher than that in the nsPDA-1 group and the nsPDA-2 group (P<0.05), yet there was no statistically significant difference in the
incidence of above complications between the nsPDA-1 group and the nsPDA-2 group (P>0.05). There was no significant difference in
the incidence of renal injury between the sPDA group and the nsPDA-1 group (P>0.05), but both were higher than those in the nsPDA-2
group (P<0.05). Conclusion: The incidence of sPDA is higher in preterm infants with younger gestational age and lower birth weight.
Preterm infants with sPDA have poor efficacy in oral ibuprofen treatment, and are more likely to have related complications ( pneumonia,
BPD, feeding intolerance, NEC and IVH).

[ Keywords | patent ductus arteriosus; ibuprofen; preterm infants; complications

shlik S48 AR ( patent ductus arteriosus,PDA) VoS
SR UREAHDE, FAMIF T 48 il =30 5L
PDA KAF N 10 % ,MifR#: 25 ~29 J&5 7 JL PDA &/4E
Rk 80% ", FrEitk PDA AR EUR LI 3h J1 2%
R ZETL 7 — R R AE AR, Bk 22 S e AR 1 3 k-
B AR M ( symptomatic patent ductus arteriosus, sPDA) , fif
B LAE BE B o) A8 7 L & A Rt H T
WAMIFFERT L L PDA (48 BRI AFAE VR 28, i Tk
Z 30 S M IEUE B 2F 4, X 5L LI PDA J& 45 B #E1T T
T AT By A 7 =G BT AN B A, SRR M T T
ARYEIBIF AU RAEAE . IR 26 3 A 1 2R 358
JETEFEE IR E A BRI, O BTG K PDA —Z3R
725, SCHR I T8 A5 ¥ 25 1R 9T PDA [ L 3R 70% ~
85% 7 fELH I A BF ST 4T A i 250k 5 L sPDA
FOAERE AR A B Ik 545 & P ( non-symptomatic patent ductus
arteriosus,, nsPDA) [¥7 AL, S HXGF PDA A2 I &k % A=
R, AR TE LA & S50 Y7 777 )L sPDA FI
nsPDA (7%, [RIREXS 25903697 5 4 4L L PDA # G
RAERY K ANE LT o3 0T IR ARG T SR it 57

1 R

PEPE2016 45 H 22019 44 F [FHFE R LB
BRIl PARRE: (1) Gl <34 Ji,4EJ5 24 h WA
A A LR (2) TAJG 28 1 R S8 F M 7 0 3 R A6 25 5
Wik PDA; (3) IGIRGER T2 HEBRARAE : (1) FAFEAR %
IS 2528 Sk 22—, Wi /N8 E (iR T8 <50 x
10°/1) e A PR (B /N PR B <1 ml/kg) | I T
WU T (>1.8 mg/dL) RN B g R ( necrotizing
enterocolitis , NEC ) 55 iz 2 L' s () EFERB AN &k
AGIAE NEC 5KFET™; (3) FE7E™ I AL 1B sl R R 45
WY AL ACIHEE Je ik S8 5 (4) BT dE e sl ik
SRR ™ B S RO RS AN I8 DU BR AR 45 B
UL A <34 =L 1 044 1], Ho 252 914 S5 4
1 J11ZWi PDA TS . A58 28 B Befe B 25 01 254t
WESLt , LR KIS IR B S R S,

1.2 Fik

1.2.1 sPDA #irirfe EHAFLITF 6 Wi 3 Il K£
B, R AF A R O S S WibR ) IR R RBL . (1) M
B e Gk 1) B i W B8 S 23 5 (2) DAl X Bl i
(3) KMk (4) 28 L3R > 180 W/ 435 (5) Tovk il Fe
BINTWCR LA 5 (6) MR X 28 F Wb 7 Il 1L 455 5 444 22 %
DR KRB K P AESR O ESWibR . (1) &
OB/ FHKNZE =1.5 mm; (2) Jlish PkmeEr ok bR
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i (3) Sk FENE>L 5 mm,

1.2.2 @ BE I 7 % AR4E sPDA 2 Wibr il 252
B L3R sPDA 41 94 {5 Fl1 nsPDA 4 158 4], nsPDA
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1.4 %itFHik
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nsPDA-2 4 ( P<0. 05) ,{H nsPDA-1 #HFll nsPDA-2 41 & JL
JRE AT A R T e 22 R G2 L (P>0.05)
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G ACHE DR IS, B A E bR 3 bk 48 A 1] (sPDA ), AR
WFFE 25 4R, sPDA 41 LG & K Az R 2 35 /8 T
nsPDA-1 20 il nsPDA2 @, 2 R H G i 2# B L (P<
0.05), RIRH/N, By L& E RE K B BA KA, FF
SEI Bl bk T R A B S Bl I B 2 L, IR AR I
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AR WFIEHR Y, sPDA BEE SR M 25 W36 97 il S B0 O
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