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Aoric Valve Lesion in Type | Ventricular Septal Defect
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Background: In this study, we investigated the risk factors for the development or progression of aortic
regurgitation(AR) in patients with type | ventricular septal defect (VSD) to determine the optimal surgical timing and
strategy. Material and Method: Three-hundred and ten patients with type | VSD with or without AR were included.
The mean of age was 73.7+114.7 (1~737) months. One hundred and eighty six patients (60%) had no AR, 83
(27%) had mild AR, 25 (8%) had moderate AR and 16 (5%) had severe AR. Aortic valve was repaired in 5
patients and replaced in 11 patients with closure of VSD in the first operation. Four patients required redo aortic
valve repair and 11 patients required redo aortic valve replacement. Age at operation, association with aortic valve
prolapse, Qp/Qs, systolic pulmonary arterial pressure, VSD size and systolic pulmonary artery to aortic pressure
ratio(s[PAP/AP]) were included as risk factors analysis for the development of AR. The long-term result of aortic
valve repair and aortic valve replacement were compared. Result: Older age at operation, association with aortic
valve prolapse, high Qp/Qs, and s[PAP/AP] were identified as risk factors for the development of AR (p < 0.05,
Table 2). The older the patient at the time of operation, the higher the severity of precperative AR and the
incidence of postoperative AR (p<0.05, Table 1, Fig. 1). For the older patients at operation, aortic valve repair
had higher occurrence of AR compared to those who had aortic valve replacement (p< 0.05, Fig. 2). Conclusion;
From the result of this study, we can concluded that early primary repair is recommended to decrease the
progression of AR. Aortic valve repair is not always a safisfactory option to cormect the aortic valve pathology,
which may suggest that aortic valve replacement should be considered when indicated.

(Korean J Thorac Cardiovasc Surg 2004;37:492-498)
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Table 1. Age-dependent prevalence of preoperative aortic re-
gurgitation according to the patients' ages at operation

Total Aortic regurgitation
Ages  number

of patients  None Mild Moderate  Severe
0~1 102 92 (0%)* 909% 1(0%) 00%)
] >3 72 44 (61%) 23 32%) S5 (%) 0O (0%)
3~6 51 23 (45%) 20 (39%) 7 (14%) 1 (2%)
610 28 9 (32%) 15 (54%) 3 (11%) 1 (3%)
10~20 26 9 (35%) T (2TR) 6 (23%) 4 (15%)
20~62 31 9 (29%) 9 (29%) 3 (10%) 10 (32%)"
Total 310 186 (60%) 83 (27%) 25 (8%) 16 (5%)

*In 0—~1 age group 90% of the patients had normal aortic valve,
on the contrary; 'In 20~62 age group, 32% of the patient had
severe aortic valve regurgitation in the older age group.
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Table 2. Univariate analysis of risk factors related to the severity of aortic valve regurgitation

Unii AR none AR mild AR moderate AR severe pratas
(N=186) (N=83) (N=25) (N=16)
Age Months 46.5+95.8 90.6 1+ 120.6 107.4+:929 251.91+-134.2 < 0.05
VSDsize/BSA 1.67+1.15 09605 1.02=0.63 0.81 054 NS
Prolapse % 41 (77/186) 83 (69/83) 100 (25/25) 100 (16/16) < 0.05
Qp/Qs 2.00+0.99 1.44 +0.60 1.271+0.23 1.38=0.49 < 0.05
sPAP mmHg 41.4+20.3 3141175 311896 47.2+26.84 < 0.05
s[PAP/AP] 0.47 1027 0.36+:0.53 0.27=0.07 0.40£0.26 NS

VSD=Ventricular septal defect; BSA=Body surface area (m’); SA=Subarterial type; MO=Muscular outlet type; Qp/Qs=Pulmonary to
systemic blood flow; sPAP=systolic pulmonary artery pressure; s|[PAP/AP]=systolic pulmonary artery to aortic pressure ratio; N5=Not

significant.
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Fig. 1. Changes of degree of aortic valve regurgitation
(AR) in 0—1 year (Gruop A), 1—6 years (Group B),
and 6—20 years (Group C) group.
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Fig. 2. The changes of severity of aortic valve regurgitation (AR) after aoric valve repair (A) and aortic valve replacement (B).
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Fig. 3. Freedom from reoperation of the patients who under-
went aortic valve repair and replacement.
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