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Mechanisms of fibrin polymerization based on analysis for dysfunctional
fibrinogen variants

2,800,000
1gA-A (Fbg)
Fbg M (Fbn)
Fbg BB Ala68Thr Fbg Fbn
Fbn y A N319D320 y D
BB D b-hole
(Fbg) M

Fbg

BB Ala68Thr
Fbn

Fbg Fbn
y A N319D320

QoL

We analyzed the IgA-A type M-protein influenced fibrin polymerization.
Some of patient®s fibrinogen bound to M-protein causes the alteration of fibrin clot formation. We
identified the thrombogenic homozygous dysfibrinogememia (B A68T) and analyzed the fibrin
polymerization. The variant®s polymerization was 1mproved at the conditions closed to in vivo.
Therefore this patient needs to prevent thrombosis but not bleeding complications.Recombinant y A
N319D320 and y D318Y fibrinogen were found to be completely no polymerization by thrombin. The
reason was suggested that marked changes in the tertiary structure of the y -module of variants
influenced the the location and/or orientation of the adjacent B -module, which led to impaired “

B-b” interactions.
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