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Table 1. Incidence of Congenital Heart Disease in Liveborn Infants

TOTAL LIVE CONGENITAL HEART CONGENITAL HEART DISEASE/

YEARS OF BIRTH PLACE OF STUDY BIRTHS DISEASE 1000 LIVE BIRTHS
1946 —1953 New York City 5,628 43 7.64
1941—1950 Gothenburg, Sweden 58,105 363(388)* 6.25(6.68)*
1951—1960 Gothenburg, Sweden 58,314 450 7.72
1952—1961 Uppsala, Sweden 48,5001 291 6.0

1958 Leiden, Netherlands 1,817 15 8.25

1950 — 1969 Olmsted County, Minnesota 32,393 186 5.74
1959—1967 USA 12 centers 54,765 420 7.67
1957—1971 Blackpool, England 56,982 338 5.95
19591966 East Bay, California 19,044 163 (199)% 856 (1045)%
1960 — 1969 Liverpool and Bootle, England 160,480 884 551
1963—1973 Denmark 854,886 5,249 6.14

1963 — 1965 Budapest, Hungary 52,569 373 7.1

1963 Szolnok County, Hungary 2.259 23 (29)% 102 (12.8)*
1963—1965 Szolnok County, Hungary 5,644 67 (T4)* 119 (13.D%
1979—1983 Bas-Rhin, France 66,068 224 3.39
1981—1982 Baltimore-Washington 368,889 1494 4.05

1981 Sweden 94,778 853 (1010)% 76 (9.0%

* Including patients detected after the initial report.
1 Estimated.
¥ Including possible heart disease as well.

Table 2. Percentage Distribution of Types of Congenital Heart Disease in Liveborn Infants

LESION GOTHENBURG ~ TORONTO  MINNESOTA o BLACKPOOL ~ CALIFORNIA HUNGARY DENMARK LIVERPOOL BALTIVORE
MULTICENTER WASHINGTON
VSD 271 310 346 32.1* 28.1 313 20.9 24.0 325 26.3
PDA 9.5 7.1 106 8.3 6.5 5.5 119 12.6 119 2.6
ASD 43 11.2 7.3 74 8.3 6.1 104 94+ 5.9 7.5
AVSD 3.0 45 3.6 74 3.7 4.5 2.6 24 8.6
PS 3.8 10.8 50% 8.6 2.7 13.5 104 5.9 76 7.0
AS 54 84 6.1 3.8 4.1 3.7 11.0 4.7 51 33
Coarc 9.8 34 5.6 6.7% 5.6 5.5 6.0 7.0 6.3 6.8
d-TGA 6.0 2.6 7.8 2.6 5.6 3.7 4.5 48 5.0 5.0
T of F 41 8.0 5.0 3.8 8.6 3.7 45 58 5.9 9.2
TA 14 0.0 0.0 17 1.2 2.5 45 14 11 15
HLH 0.8 0.0 4.5 31 3.3 0.6 - 3.0 28 5.7
HRH 24 11 34 24 15 0.6 15 18 2.5 3.2
SV 0.0 0.0 0.0 0.7 1.5 0.6 - 15 17 -
DORV 0.0 0.0 0.0 10 0.0 0.6 - 0.0 0.0 -
TAPVC 0.8 0.0 2.8 0.0 2.1 0.6 - 14 0.8 1.7
Misc 21.7 16.4 2.8 13.8 13.6 17.8 9.0 15.7 8.0 11.6
Total 369 464 179 420 338 163 43 5,249 884 1,494
(-

* Eleven with pulmonary stenosis.

1 Includes ostium primum.

* Includes pulmonary atresia.

§ Seven with ASD or VSD.

Abbreviations : VSD —Ventricular septal defect; PDA—patent ductus arteriosus;ASD —atrial septai defect(secu-
ndum);AVSD —atrioventricular septal defect;PS—valvar pulmonic stenosis;AS—valvar aortic stenosis; Coarc-
coarctation of aorta;d —TGA—d-transposition of great arteries;T ofF —tetralogy of Fallot;TA—truncus arterio-
sus;HLH — hypoplastic left heart; HRH — hypopastic right heard; SV —single ventricle; DORV —double outlet right
ventricle; TAPVC—totalanomalous pulmonary venous connection.
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Table 3. Prevalence of Congenital Heart Disease in Indigenous Inhabitants of Africa, Asia, Australia, and North America

DURBAN ~ CAPETOWN  UGANDA NIGERIA INDIA CEYLON  SINGAPORE*  TAIWAN  MINNESOTAt AUSTRALIA %
VSD 18.8 21.8 364 38.8 29.0 17.6 27.0 33.7 33.8 282
PDA 25.6 16.1 272 209 11.0 14.8 114 12.2 74 154
ASD 6.0 17.0 - — 12.0 319 11.2 3.7 13.2 13.4
AVSD 2.6 — 45 9.0 - rare 39 43 15 —
PS 6.8 9.2 — 6.0 7.0 12.6 8.0 4.3 13.2 14.2
AS — 44 2.3 3.0 25 — 24 — 241 38
Coarc 09 6.1 - - 2.0 0.7 46 1.2 15 5.1
d-TGA - 1.8 45 1.5 45 0.4 51 4.8 15 51
T of F 214 122 2.3 3.0 17.0 7.5 10.2 16.0 74 7.3
TA 2.6 0.7 — — — 59 29 0.9 - —
HLH — - 2.3 1.5 - - — 0.9 - -
HRH 5.1 3.7 6.8 4.5 - 1.0 1.9 0.9 15 -
Sv 1.7 0.7§ 2.3 — - — — 2.2 - -
DORV 0.9 - — — — - — 0.5 1.5 —
TAPVC - 0.5 — 15 - — — 0.5 15 14.9
Mlsc 7.7 6.5 114 104 15.0 — 7.3 14.6 14.7 14.9
Total 117 1439 44 67 200 55 411 588 68 1,325

* Autopsy series—97% Chinese.
T American Indians only.
¥ Aborigines.

Il Includes one with associated coarctation of the aorta.

§$ Double inlet ventricle with truncus arteriosus combined form 0.7 % of series.

Abbreviations as in Table 2.
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Table 4. Percentage of Recurrence Risks for Siblings and Offspring for Different Types of Congenital Heart Defect

DEFECT SIBLINGS OFFSPRING
Ventricular septal defect 6 4 (6—22)
Atrial septal defect (secundum) 3 4 (1014
Atrioventricular septal defect 2 5—10
Patent ductus arteriosus 2.5 3 v
Valvar aortic stenosis 3 5—10 (11.5)
Valvar pulmonic stenosis 2 6 9
Coarctation of aorta 2 3 (4—8)
d-Transposition of great arteries 2 5
Tetralogy of Fallot 2 4
Hypoplastic left heart 1-2 5 (13.5)
Hypoplastic right heart 1 5
Total anomalous pulmonary venous connection 3 5
Truncus arteriosus — — (8
Double outlet right ventricle 2 4
Atrial isomerism 5 1
Single ventricle 3 5
Ebstein’s malformation 1 5

Figures in parentheses are obtained from several of the series described in the article. Other figures adapted from
Burn J . The aetiology of congenital heart disease. In Anderson RH, Macartney FJ, Shinebourne EA, et al(eds) :
Paediatric Cardiology. London, Churchill Livingstone, 1987, pp 15—63.
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