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Factor XIII B-subunit : relation to A2B2

dissociation and the risk of venous thrombosis

HUNSAY  lanusau

v oy

UNANED

mmmm B wes uWnmes XII (FXIIB) mﬁmmﬂumm (carrier)
HazANanesNIW (stabiliser) vea ﬂumﬂaﬂ A (FXIIIA) mmaamumﬂaﬂmmnmﬂu
FXII Tujives A B, tetramer lunszuamaen mannniwﬂumﬂmaunu (thrombin)
HazuAAITENDBOU FXIIIA azupneleandn FXIIIB mld FXIII azfluiﬂﬂannﬁ m.s
uammmmmaumu”lvlmu muumnumﬁaﬂaﬂuuﬂmﬂ‘%mmmm FXIIIB #31fnsm
mmnnmmanmamﬂumﬂaﬂnmﬂuwammimﬂummm FXIII ﬁiwemnﬁ'mﬁ’u
polymorphism *nwnv‘u exon I ves FXIIIB ﬂﬁlﬂﬂiﬁﬁ’cﬂ?ﬁ‘u sushi domain =n 2 laun
FXILB Hiso5Arg polymorphism Gaiilu polymorphism °lmmm"lmﬂﬂmwam SRt
mmanwuﬁnnmﬁmnmmmmmamﬁmﬂmamaamaaﬂmmmaaﬂ (venous throm-
bosis) uazmmmnummuuygmm sushi domain pwnmnitlunseuiy FXIIA
FXIIB HisosArg polymorphism Jseviinadelfiseimsdunuszning FXIIIA vay
FXIIIB mnmﬁﬂnmnwawawauummmﬂanwun FXIIIB HlSQ5Al‘g polymorphism

Nwﬁ‘ﬂﬂ‘ﬁﬂ1§ﬁﬁ”|ﬂwuﬁw§$‘ﬁ]13 AZB tetramer Gluwmammﬂ‘lmmmu !!ﬂNﬁfﬂﬁﬁﬂ’tﬂ

" mpdysanssatadin anzinplanauyme s Inedvveuuniu 3. veuum 40002

] Med Tech Phy Ther e Vol.14 No.2 @« MAY-AUGUST 2002



ligand-binding constant (kd) 3¢%319 purified FXIIIA uag purified FXIIIB
TLiavveyuwamsanufiwolunaraan 1ummzﬁ§aé]'q"laimmmagﬂimmﬂmm sushi do-
mains Tun15uny FXIIA memenily FXIII AB_ tetramer aumaununluns

o wa . - o Aa -
ﬂ11ﬁ!ﬂﬂﬂW?zﬁaaﬂ!aﬂﬂﬂ‘]NﬁN!aaﬂ

msra: ulnimes X1 @ polymorphism @ nizvaonidenilauiden

Abstract

Factor XIII B-subunit : relation to AzB , dissociation and the
risk of venous thrombosis

. *
Nantarat Komanasin

The B-subunit of factor XIII appears to function as a carrier and
stabiliser for the A-subunit. Both A- and B-subunits combine solely through non-
covalent bond to form a tetramer (A2B2) structure in the circulation. Upon activation
by thrombin and calcium ions, the A-subunit dissociates from the B-subunit and
cross-links fibrin. It is most likely that alteration in the concentration of the B-
subunit or binding interaction between the subunits may in turn affect FXIII activity.
FXIIIB His95Arg polymorphism is found in exon III encoding for the second sushi
domain and shows an association with an increase risk of venous thrombosis. Since
the sushi domains of the B-subunit are likely to function as a protein binding module,
it is possible that the polymorphism may influence A- and B-subunit interaction and
binding kinetics. This hypothesis has been explored and shown that the FXIIIB
His95Arg polymorphism weakens the heterologous association of the subunits in
plasma system but not in purified system. Further studies are required to evaluate
the role of sushi domains in binding to the A-subunit and in the pathophysiology

of venous thrombosis.
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