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Table 1 Blood coagulation studies

Coagulation Study Platelet Aggregation

Bleeding time 22 min ADP ({10uM) B83%
(Ivy method) epinephrine (O.JPM) 82%

Coagulation time 2 min collagen (3.0 I‘"' 938

eT 14 sec ristocetin{l,2mg/dl) 12%

aprT 39.2 sec

Fibrinogen 158 mg/dl Platelet retention rate 3.6%

FDP 5 pg/ml {normal 15~-45%)

Hepaplastin test 92% Platelets 16.4 x 10‘ celles/mm3

FVIII:C 128%

FVIIIR:AQ 68%

FVIIIR:RCO 35%¢
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Fig. 1 Changes of factor V[ after administ-

ration of cryoprecipitate (450 units)
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Fig. 2 Changes of bleeding time, platelet ret-

ention rate and RIPA after administ-
ration of cryoprecipitate (450 units)
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Fig. 3 Changes of factor V[: C, VIR: Ag

and VIR : RCO after administration

of DDAVP (0.3ug/kg body weight)
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Fig. 4 Changes of bleeding time and RIPA
after administration of DDAVP (0.3
#g/kg body weight)
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Fig. 5 Changes of fibrinolytic factors after
administration of DDAVP (0.3xg/kg
body weight)
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Fig. 6 Patterns of crossed immuno-
electrophoresis

P: Patient C: Normal control
Anodal fast migration was observed
in the patient plasma
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Table 2 Types of von Willebrand’s diseases
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