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Summary

Sixty-five subjects examined by selective coronary cineangiography were divided into 3 groups,
first group (32 patients) diagnosed as having angina pectoris, second (21 patients) myocardial
infarction, and third (12 patients) NCA. PCG was recorded in all patients before or after coronary angio-
graphy (0-24 days, average 9 days). According to the phonocardiographic findings, 3 groups were further
divided into 3 subsets; patients without S3 and S4, with S4, and with S3 and S4. We compared the angio-
graphic and catheterization findings especially with EF, LVEDP, max dP/dt/IP, and ventriculographic
findings (akinesis or dyskinesis) between the subsets in each group.

The results were as follows:

1) In myocardial infarction, all patients with S3 & S4 (4 patients) had total or subtotal obstruction
at least, over 90% of the left anterior descending (LAD) branch, and dyskinesis. Their EF was
significantly diminished (0.314-0.10), but LVEDP (24.3+12.6) and max dP/dt/IP (28.944.7) were not
significantly different from those without S3 and S4 (9.04-3.0, 27.24-6.0, respectively). Patients with S4
(14 cases) had no significant difference in coronary angiographic and ventriculographic findings (i.e.,
LVEDP: 13.04-6.1 and max dP/dt/IP: 24.34-3.2) from patients without S3 and S4. But only EF was
diminished significantly (0.53+0.17, p<0.02).

2) Inangina pectoris, patients with S3 and S4 had significantly diminished EF (0.614-0.12, p<<0.02)
in comparison with patients without S3 and S4 (0.8740.05). But in LVEDP and max dP/dt/IP, significant
difference was not observed. Patients with S4 had no significant difference in all these parameters
from patients without S3 and S4.
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Phonocardiogram at apex in one case of ventricular aneu-

o it s -

rysm. Third sound and fourth sound are observed.

Table 1. Number and percentage of recording
of S3 and S4 on phonocardiogram in different

groups
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Age No. | S3, S4 S4 S3+54
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Angina | 45-77| 32 |7 (22%) [20 (63%)| 5 (15%)
M. L 44-73) 21 3 (14%) 114 (67%) 4 (19%)
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Figure 2. Coronary angiogram in one case of
myocardial infarction.
A left coronary artery, B: right coronary artery.
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Figure 3. Left ventriculogram in one case of
ventricular aneurysm.
A end-systole, B: end-diastole.
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Figure 4. Left ventricular pressure curve and its first derivative.
IP: developmental isometric pressure, EDP: end-diastolic pressure.
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Figure 5. Comparison of LVEDP in different
groups. LVEDP is higher in angina and M. L
group than that in no CAD. But comparison
related to S3 and S4 in each group is not
significantly different.
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Figure 6. Comparison of max dp/dt in different
groups. Max dp/dt is lower in angina and M. L.
group than that in no CAD.
But comparison related to S3 and S4 in each group

is not significantly different. Heart rate (HR) and aortic
diastolic pressure (AoD) are also compared.
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Figure 7. Comparison of EF in different groups.
EF is lower in M. 1. group alone than no CAD.

EF in S3+4S4 group is significantly lower than that
in no S3, S4 in angina and M. 1. groups.
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Figure 8. Comparison of ventricular abnormality expressed by S3 and
S4 and localization of narrowing above 90% of the cronary artery in

M. 1. group.

All 4 cases in S3 4 S4 group have narrowing in LAD and dyskinetic ventricular

abnormality.
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