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MRS OBEEE (3230) : Various complexes of soluble fibrin (SF) are present in blood of patients
with thrombosis. We investigated which in various complexes of SF increase immediately prior to
the formation of thrombus, and whether the complex is a predictive factor for thrombosis. In
patients with thrombotic tendency and with acute myocardial infarction, plasma FMC was
significantly elevated in the early stage of thrombosis. Our results suggested that the thrombus
formation in a small blood vessel can be reflected on FMC level. The determination of SF in the
sample treated with 0.20 um or 0.45 um filter showed that the large ~ intermediate molecule of SF
complexes increased in the early stage samples. When western blot analysis using monoclonal
anti-fibrin monomer antibody, F405, after the isoelectric focusing electrophoresis, SF of various
molecular weight were detected within the wide range (pH5~10 area) in early stage samples,
suggesting the variety in blood kinetic of SF complexes in early stage of thrombus formation.
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