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Analysis of the Factors That Influence on the Effect of Prostaglandin
Ei(PGEy) in Infants with Ductus-Dependent Cyanotic Congenital Heart Discase

Jong-Kyun Lee, M.D., Seok Min Choi, M.D,, Jo Won Jung, M.D,
Jun Hee Sul, M.D., Sung Kyu Lee, M.D.
Division of Pediatric Cardiology, Cardiovascular Center, Yonsei University, College of Medicine,

Seoul, Korea

Background . The prostaglandin E,(PGE,) is a well known potent dilator of ductus arterio-
sus. Maintaining of the patency of ductus arteriosus is crucial for the survival of patients suffering
from ductus-dependent cyanotic congenital heart discase. We aimed to analyse the efficacy
and the influencing factors upon PGE; in patients suffering from this disease.

Methods © Between May 1991 and April 1993, 26 neonates and infants with ductus-dependent
cyanotic congenital heart disease received on intravenous infusion of PGE, in the Division
of Pediatric Cardiology. Yonsei Cardiovascular Center. The result was a dramatic improvement
in systemic arterial oxygen tension and oxygen saturation during infusion of PGE; with a
dependency on the infusion of PGE, We evaluated the arterial blood gas analysis both at
the immediate pre-infusion stage and 2 hours after infusion. We aimed to analyse the factors
which may influence the intravenous infusion of PGE, to infant suffers of ductus-dependent
cyanotic congenital heart disease. such as pulmonary atresia(n=14). severe pulmonary stenosis
(n=7) or complete transposition of the great arteries(n=5).

Results :

1) There was a significant increase in PaO- and oxygen saturation 2 hours after the infusion
of PGE,. This appeared to be unrelated to the different forms of the disease when compared
with the pre-infusion values.

2) The infants’ responsiveness of the ductus arteriosus appeared to be age related with
significant differences emerging between the 2 groups(p<{05). In infants younger than 96 hours
old. the differences in PaO, changes between pre-infusion and post-infusion of PGE; were
1631+ 3.7mmHg compared to just 104+ 04mmHg in infants older than 96 hours.

3) No significant difference emerged between an increase in PaO, or oxygen saturation

relating to the shape of ductus arteriosus : or the level of PaO, prior to the infusion.



4) The side effects of PGE| were as follows : fever(84.6% ). loose stool(61.5% ), apnea(30.8% )

and hypotension(154% ). etc..

Conclusion . PGE, provides excellent medical palliation for infants suffering from ductus-

dependent cyanotic congenital heart disease until the pulmonary arteries are large enough

for a modified Blalock-Taussig shunt ; or until corrective surgery is possible.

KEY WORDS : Prostaglandin E; + Ductus arteriosus + Cyanotic congenital heart disease.
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Table 1. Changes of Pa0; and SaO; afetr infusion
of prostaglandin E: according to the disease
entities (mean+ SD.)

PA or severe Complete Total

Parameter PS group TGA group (n=26)
(n=21)* (n=5)
Pa0,(mmHg)
Pre-infusion 274+ 57 186%x34 259% 6.7
Postinfusion®  39.0+ 6.6 823124 87.7% 7.8
SHOQ(%)
Pre-infusion 4451134 255193 40.8%+11.8
Post-infusion® 728+ 88 64.4%6.1 712+ 92

ﬁp<.05 when compared with pre-infusion values
“Included two cases of tetralogy of Fallot with decp
cvanosis from birth

Abbreviations are PaO, { arnterial oxvgen tension, SaO
5 3 arterial oxvgen saturation, PA 1 pulmonary atresia,
PS * pulmonary stenosis and TGA 1 transposition of
the great arteries.

Table 2. Changes of Pa0O; and SaO; after infusion
of prostaglandin E: according to the age

groups(n=26) (mean+ S.D.)
Age No. of  Changes of Changes of
cases  PaOy(mmHg) Sa0,( %)
< 96 hrs 11 16.3%+ 3.7 29.6+9.8
> 96 hrs 15 104+ 6.5 25.7+9.3
p-value <05 >.05

Zto}to] 16.3% 3.7mmhgE 9647t o] Fof] FoF 3
ob#9] 10.4%6.5mmHgol HE FAE AR
FeEol Fo3A =Uh(p<0s5). 1t AAES
59 F7HEL oF 2t f9g 2ho) 7t 1A Table
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=4 ook:ilﬁoﬂ Enﬂg A]_ oL DJ A}.)\Eﬂ
=9 FrtEde e 7‘}"]‘“ Si“E}(Table 3).
PGE, T 9 FHE aisto]l PGE 9 FHE

ol TS FeAE %IO]-E.LZ]-, PaO; 30mmHgE
NELR Ve T P CE]E‘@ T AaEdEt
Z& vluste Boted, FAFLE {3 Aolw
A Table 4).

Table 3. Changes of PaO, and SaQ; after infusion
of prostaglandin E1 according to the shape
of PDA in 17 cases performed the cardiac

catheterization (mean+S.D.)
Shape of No. of PaO, Sa0,
ductus cases (mmHg) (%)
Tubular 10 14.1+6.1 28.0+ 9.4
Cone 17 1242 6.6 30.6t 15.9
p-value >.05 >.05

Table 4. Change of PaO; after infusion of prostaglan-
din Eq according to the pre-infusion PaO,

levels(n=26) (mean+SD)
Pre-infusion PaO, level Changes of PaOy(mmHg)
< 30 mmHg 14.1+£6.7
> 30 mmHg 12.41 6.6
p-value >.05

Table 5. Side effects of prostaglandin E1(n=26)

Side effect No. of cases(%)

Fever 22(84.6)
Loose stool 16(61.5)
Apnea/Bradvcardia 8(30.8)
Hyvpotension 4(15.4)
Tachveardia 3(11.5)
Facial flushing 20 7.7)
Convulsion 1( 8.8)
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