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Close relationship between atherosclerosis and thrombus formation has lately
again been highlightened, and the problem is unavoidable in studying on onset and
progress in ischemic heart disease. Although quite a few investigastions have
been carried out on the blood coagulability in this clinical entity, it is still con-
troversial in terms of the methodology and the results. We, preliminarily, have
studied blood coagulability in 10 patients with old myocardial infarction and with
10 normal subjects, and the followings were obtained.

1) Abnormality in platelet aggregation and adhesion was highly demonstrated
in the patient group. 2) Platelet dysfunction was found 4 out of 5 patients with
post-infarction angina pectoris and with ventricular aneurysm which has likely
to have frequent intramural thrombus.
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Table 1. Laboratory examinations

—

Platelet adhesion (Tanaka’s method)
2. Platelet aggregation (by aggregometer)

ADP 1 pM.

ADP 5 pM.
Thromboelastogram (whole blood)
Fibrinogen (Tyrosine method)
Euglobulin lysis rate (180 min.)
Plasminogen (casein lysis time)
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Fig. 1. The rate of platelet adhesion by
Tanaka method examined after the
onset of acute myocardial infarction
(MD).

Cont=Control, SD=Standard Deviation.
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Fig. 2. The change of transmission by adding
adenosine diphosphate in platelet rich
plasma. The maximum change of trans-
mission (Tmax) indicates the maximum
rate of aggregation.

To=Starting point, a=The slope of the
transmission curve (by the method of R.
Gross et al.’3).
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Fig. 3. The maximum rate of platelet ag-
gregation (Tmax in Fig. 2.) examined
after the onset of acute MI
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Figz. 4. The values at the maximum amplitude
obtained from the thromboelastogram
using whole blood after the onset of
acute ML
Ma=maximum amplitude.
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Fig. 5. The values of fibrinogen by thyrosine
method examined after acute MI.
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Fig. 6. The rate of euglobulin lysis observed
for 180 minutes examined after acute MI.
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Table 2. Clinical data in comparison of
the groups with angina and without
angina in old MI

CHF=Congestive heart failure

V. F.=Ventricular fibrillation

DM =Diabetes mellites

NYHA = The functional classification
by New York Heart Association.

€ angina S angina
No. of cases 5 5
Age 40 - 82 yo 36 - 78 yo
comicatt mild CHF 1
omplication severe CHF 1 hypovolemic
at onset 4/5 shock 1 5 shock !
V.F. 1
hyperlipidemia 2 hyperlipidemia 1
Risk heavy smoking 3 DM 1
factor 4/5 hypertension 2| 3/5 hypertension 1
previous MI 1 previous MI 1
obesity 1 obesity 1
1 1 1 2
NYHA
N I 3 I 2
at discharge m ] o 1

Table 3. Mechanocardiographic data and
exercise ECG in comparision of the
groups with angina and without
angina in old MI

T angina s angina
normal 1 normal 2
LUSTI mildly impaired 2 mildly impaired 2
moderately 1 modereately 1
severely 1 severely 0
Bulge
on ACG 4/5 1/5
S4-6 4/5 3/5
PMDS 2/5 1/5
exercise negative 0 3
ECG positive 4 0

MCG = mechanocardiography
LVSTI = Left ventricular systolic time index
PMDS = papillary muscle dysfunction
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