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Clinical Study of Ventricular Septal Defect

Kyu Tae Kim*, Jong Tae Lee* and Jae Sung lee*

Our series comprised 68 patients of ventricular septal defect who underwent open heart surgery at the

Department of Thoracic and Cardiovascular Surgery, School of Medicine, Kyungpook National University, from
January, 1980 to September, 1984. Of the 68 patients, 47 parients were male (69.1%) and 21 patients were

female (30.9%). Their age ranged from 3 years to 27 years, and the mean age was 10.1 years. Upon Kirklin's
anatomical classification, type | constituted 29.4%, type Il 69.1%, type lll 1.5%, and type IV 0%. The cardiac

anomalies associated with ventricular septal defect were 21 in all; 5 PS, 4 Aortic insufficiency, 2 ASD, 4 Patent

foramen ovale, and 1 Patent ductus arteriosus. Upon the data of cardiac catheterization, most of the patients

had Qp/Qs of 1.4-1.8, Pp/Ps of 0.25 or less and Rp/Rs of 0.25 or less. There was no significant correlationship

between the rate of operative complication & mortality and the increase of Qp/Qs, Pp/Ps, and Rp/Rs. The

values of Qp/Qs, Pp/Ps and Rp/Rs were correspondently increased according to increment of the defect size.

20 patients developed postoperative complications, such as 4 acute respiratory failure, 3 reexploration due

to massive bleeding 1 low cardiac output, 1 patch detachment, and 2 air embolism. Operative mortality

rate was 7.4% (5 cases) among 68 patients.
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S ol 59 dulE @A 4701(60.1%), i} 21
o (30.9%) 2 .

QUPEE JALH MAAY fud, BIAPL
10,1 A1 ek 6~10 4 Ato]7} 31l (45.6%) 2 743
wrgts, Salolssh 1561 (22.1%) Heh =abd A
BRAF 1040]57 67.7 %5 A (R1).

Table 1. Age distribution

Age (yD) No. of Cases (%)
0-5 15 (22.1%)
6-10 31 (45.6%)

11-1§ 11 (16.2%)

16-20 4( 5.9%)

21-25 5( 7.4%)

26-30 2( 2.9%)

Total 68
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Table 2. Chief complaints on admission

Chief complaint No. of cases (%)
DOE 46 (67.1%)
Frequently URI 39 (57.4%)
Palpitation 22 (32.4%)
Fatiguability 5( 7.4%)
Growth retardation 6 ( 8.8%)-
Cyanosis 2( 2.9%)
Epistaxis 1( 1.4%)
Incidental finding 6( 8.8%)
Others 3( 44%)

DOE: dyspnea on exertion

AFAAY DA A& FTF M 3~45700 A Gr
ade [[~N/V8 &7 44go] HAHNU 2, FLYH
ol A &7 AHJE AY 2L FAs

AR5 He2, YA AE 2 AF7 214
(30.9%) 2 7% wotn, 2 9 G4 AN 194, %
AAely 1447 A

3 X-44 s¥ 34 (Pulmonary vascularity)e o
7 2719 74$7h 286l (41.2%) 2 71 wores, 3
SEZ7M 7 136 (19.1%), AP E7ie A %ot 14
o (20.6%) AU, AAYHA S F$7F 134
(19.1%) A= A8 E HFrer198 495 34

— 158 ~



Table 3. Anatomical classification of ventricular septal

defect
Type No. of cases (%)
I 20 (29.4%)
I 47 (69.1%)
i 1(1.5%)
v 0( 0%
Total 68

Table 4. Associated cardiac anomalies

Associated cardiac anomaly No. of cases (%)

PS (infundjbular)* 5(7.4)
PFO* 4 (5.9%)
Aortic insufficiency 4 (5.9%)
ASD* 2(2.9%)
PS (infudibular) + PFO 1(1.5%)
ASD + Mitral insufficiency 1(1.5%)
Mitral insufficiency 11.5%)
Pulmonary insufficiency 1(1.5%)
PDA* 1(1.5%)
Rupture of Valsalva sinus 1(1.5%)

-+*PS: pulmonary stenosis

" "PFO: patent foramen ovalae
ASD: atrial septal defect
"PDA: patent ductus arteriosus
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Table 5. Classification of VSD according to data of cardiac catherization

Data of cardiac

] No. of cases (%) Complication Mortality  Total (%)
catheterization
Qp/Qs <l.4 14 (20.6%) 2 2 4 (28.6%)
Qp/Qs 1.4 -1.8 28 (41.2%) 9 3 12 (42.9%)
Qp/Qs >1.8 26 (38.2%) 9 9 (34.6%)
Pp/Ps <0.25 27 (39.7%) 4 1 5(18.5%)
Pp/Ps 0.25 -0.45 25 (36.8%) S 1 6 (24.0%)
Pp/Ps 0.45 ~0.75 6( 8.8%) 4 2 6 (100 %)
Pp/Ps >0.75 10 (14.7%) 7 1 8 (80.0%)
Rp/Rs <0.25 56 (82.4%) 12 4 16 (28.6%)
Rp/Rs 0.25 —-0.45 11 (16.2%) 8 8 (72.71%)
Rp/Rs 0.5 ~0.75 1( 1.5%) 1 1(100%)
0.3r .
// Table 6. Frequency of applied operative procedures
» 0.2
Q .
G o4l Operative procedure No. of cases (%)
(e Direct closure 43 (63.2%)
o.7r Patch closure 25 (36.8%)
0.6 Approach procedure No. of Cases (%)
0.5t Right atriotomy 6( 8.8%)
- 0.4l Right ventriculotomy 52(76.5%)
‘{ ’ Pulmonary arteriotomy 10 (14.7%)
& 0.3t
0.2}
oab Table 7. Comparision of bypass and ACC time according
) 1o operative procedures (meantS.D.)
[{R
3.0r Direct closure Patch closure P value
o 2.0t /—’/ (n=43) (n=25)
= 1.0f Bypasstime  52.2:16.5 83.0:24.5 p<0.001
0 L 1 I (min)
<1 1-2 > 2 . 3
DEFECT S1ZE (am*/m’ BSA> ACC time 29.3:12.5 5541141 p<0.001
(min)
Fig. 1. Comparision of data of cardiac catherizaticu
according to defect size. ACC: asortic cross clamping
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Table 8. Post-operative complications

Complication No. of cases

Acute respiratory distress syndrome
Low cardiac output syndrome

VSD detachment
Hydropneumothorax

Re-operation (Bleeding)

Wound disruption

Cerebral ischemia

Urinary tract complication
Hepatitis

—_ NN W W W= =

Total 20 (29.4%)

Table 9. Cause of death

No. of cases

Ventricular fibrillation
ARDS

Brain herniation
ARDS + LCO

— = R e

Total 5
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