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Abstract  Objective: To investigate the possible relationship of different types of cardiac anomaly to occur-
rence of ventricular septal defect (VSD) through analysis on data of cases of complex congenital heart disease diag-
nosed during fetal period. Method : In retrospective analysis. 926 ultrasonographic data of cases, who were diag-
nosed of complex congenital heart disease with VSD. were detected by ante partum fetal echocardiography. and
tracked post partum results (post partum ultrasonic re-inspection or autopsy results), Result. In such 926 cases

under investigation . cases of anomalies of arteries and conus arteriosus account were the most (721); 384 cases
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cover were more than one anomaly group other than VSD, In the match of occurrence frequencies of different

anomaly groups., there was the highest frequency (205) for the match of anomalies of arteries and conus arteriosus

and extensive septum defect. Conclusion. There is highesl frequency for concurrence of matches of VSD and anoma-

lies of arteries and conus arteriosus. while there is low frequency for match of VSD and anomaly of cardiac situs

and that of intravenous system anomaly.
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Table 1  Children with abnormal structure and maternal
age
5 11 ZAF YR/ % t
A 103 28.29 1.394
AB 9 27.25 —0.155
ABC 413 25.8 —1.765
ABCD 14 24 —1.515
ABD 7 25 — 2. 320
ABE 4 24,5 —1.114
AC 89 26.93 —1.028
ACD 57 26.15 —1.922
ACE 2 30 0. 637
AD 3 31: 5 1. 256
AE 2 22: 5 1305
B 9 30.5 1. 626
BC 17 30. 25 2. 046
BCD 10 27.4 0. 081
BCDE 2 35 1. 932
BD 2 30 0. 621
6 365 28.02 1. 680
CDh 107 275 31 —0.436
CE 15 24,14 —2.412
D 51 2731 —0. 301
DE 1 29 0,110
E 14 29,43 1.295
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Figure 1 Children with abnormal structure and maternal age
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Figure 2 Children with abnormal structure and maternal age
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