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Fig.1. Record of fibrin clotlysis time (FCT). Abscissa is time from start of FCT recorder. When
fibrinolysis ended, penetrating rate of fibrin clot transmited into plateau. This point is indicated
by arrow. Used materials are shown in various lines as follows.

------ , plasma 0.5ml; ——, plasma 0.25ml ;—--—, chronic subdural hematoma 0.25ml ;—-—, plasma

0.25ml+chronic subdural hematoma 0.25ml.
of hyperfibrinolysis.

A, a case of hypofibrinolysis; B, a case
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Fig.2. Distribution frequency histogram of FCTR (fibrin clotlysis time rate) of chronic
subdural hematoma and chronic subdural effusion. El, chronic subdural hematoma ; @,

chronic subdural effusion.
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Fig.3. Relation between FCTR (fibrin clotlysis
time rate) and interval from head trauma to
operation.
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Fig.4. FCTR (fibrin clotlysis time rate) and interval between onset of symptoms and
operation. Large circle indicates mean value of FCTR. Line is the regression curve.
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Fig.5. Symptoms and FCTR (fibrin clotlysis time rate). ICP, intracranial pressure; Large
circle, mean value of FCTR ; Bar, standard deviation (S.D.).
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Fig.6. FCTR (fibrin clotlysis time rate) and attenuation value of hematoma on computed
tomography. Large circle, mean value of FCTR ; Bar, S.D.
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Fig. 7. FCTR (fibrin clotlysis time rate) of mixed type and tluid one. The lines connecting
dots in the column of mixed type indicate the same hematomas. Large circle, mean value
of FCTR ; Bar, S.D. ; Mixed type, hematoma with clot ; Fluid type, hematoma without

clot.
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Fig.8. Fibrinolytic factors in hematoma contents and FCTR (fibrin clotlysis time rate). A,

plasmin; B, antiplasmin; C, plasminogen; D,

hematoma contents by thrombin method.
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Fig.9. HHb/BHb and FCTR (fibrin clotlysis time
rate). HHb, hemoglobin concentration in
hematoma ; BHb, hemoglobin concentration in
blood ; Large circle, mean value of FCTR; Bar,
S.D.
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Fig.10. FDP (fibrinogen and fibrin degradation products) and FCTR (fibrin clotlysis time
rate). Large circle, mean value of FCTR; Bar, S.D.
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Abstract
The growing mechanism of chronic subdural hematoma (CSH) was investigated in 32 adult
cases (including 5 cases with bilateral hematoma), with particular attention to fibrinolytic
activities in the hematoma. Fibrin (eugloblin) clotlysis time (FCT), plasmin, antiplasmin and
plasminogen activities (casein unit/ml) were measured. FCT values in the venous plasma of the
patients were within the normal range. The ratio between FCT of plasma and that of the hema-
toma equally mixed plasma (FCTR),if higher than 100%, was interpreted to indicate hyperfibri-
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nolysis of the hematoma. Hyperfibrinolytic hematomas were seen in 40% of the cases. FCTR
was 110%+85%, (mean*S.D.), ranging between 24-335%. It was 152187% when the patients
were operated on within 30 days of the onset of symptom, while it became lower (761 48%)
thereafter. FCTR was high (145%£107%) in cases with severe neurological deficits, whereas
it was low (45%£11%) in cases with dementia. It was high (152+65%) in cases with high density
in the hematoma on computed tomography, whereas it was low (43%£10%) in cases with low
density. FCTR was remarkably high (190£88%) in the clot of the hematoma, due to the pre-
sence of tissue plasminogen activator adhering to the clot. Plasmin activity in the 12 cases with
hematoma was 0.3%0.23 casein unit/ml in the hematoma, whereas it was not detected in the
plasma. Antiplasmin activity was lower in the hematoma than plasma. Plasminogen activity show-
ed an inverse correlation with FCTR. FCTR was usually high, when the ratio of hemoglobin
concentration between the hematoma and peripheral blood was between 0.4 and 1.0.
Fibrinogen and fibrin degradation products in the hematoma did not always correlate with FCTR.

It is suggested from these data that hyperfibrinolysis is an important factor of the enlargement
of CSH. FCTR represents more reliable indicator for fibrinolytic activities of CSH than fibri-
nogen and fibrin degradation products (FDP) levels.



