Antithrombin Deficiencies in Thai Patients with Deep Vein Thrombosis
Chumpia, W.1, Angchaisuksiri, A.z*, Ngernsongsaeng, J.3, KaewLai, M.3

7Depan‘ment of Clinical Microscopy, Faculty of Associated Medical Sciences, Khon Kaen

University, Khon Kaen, Thailand
2Depan‘ment of Medicine, Faculty of Medicine, Mahidol University, Bangkok, Thailand

3Faculty of Associated Medical Sciences, Khon Kaen University, Khon Kaen, Thailand

Abstract

Antithrombin deficiency causes a genetic risk factor of deep vein thrombosis because it
acts as a potently natural inhibitor in serine protease inhibitor group. This study therefore aimed
to investigate the antithrombin gene in 7 Thai patients with deep vein thrombosis by objectively
confirmed diagnostic testing and laboratory findings. Heteroduplex mobility assay (HMA) was
the screening method in the promoter and all exons of antithrombin gene. All of them had lower
activities (32-63%) than normal (70-120%). We found abnormal bands in exon 4 4 cases, 3A
1 case, exon 2 and 6 each 1 case by HMA. One patient each had a compound heterozygote
(A382V and R393H) and a 2 bp deletion. 4/7 patients had a silent mutation(V295V). Moreover,
2 cases had lower activity of antithrombin but unidentified mutations in all exons including the

promoter. It may not be abnormal antithrombin gene in exons and rule out by other methods.

Keywords: antithrombin, serine protease inhibitor, deep vein thrombosis, Thai patients



1 a a [ A a A o A °
m’;:wsaau,aum‘mauu%‘lugﬂ'azﬂ:ns.muma:auLaamqﬂmusluwaamaaﬂm
237550 ?.;Nﬁjzﬂﬁ'uﬁ:mw 2ITFUAI’, INITIM Rwensndd’, aunitg wnaang’

! n@'w’jm@anﬁﬁﬁﬂﬁﬁn ABINARANTITUNNE URI1INLI8LYauUAY, © MATT

mgmm@f AL UNNEMIAATTINITUA YR IINENFUUAA

unAAga

m’s:wiaaLLauamauﬁuﬁﬁmm@;mﬂéﬁuﬁugﬂﬁu 'ﬁﬂﬁ’lﬁ@ﬁuLﬁa@q@é’ulu%aa@wl,ﬁamﬁ

gaau thasnnuaudniendurhmihiiduddussmusrwmalunduvaisaiiu nsdnmaid
di =) a a a a a U aid nl A s
iWaFumangasanuiadnfivesBunandnseniuludihelneninzfuieagaduain
Uszifnrounianiaannisasaduiusaiunnduaznsnsranisiesdianis  lunmsananses
iWamanwuiaUndvasduneudnsaudulasis Heteroduplex mobility assay (HMA) ¥invnuan

pousazlsluaad  frhonnaudenszaunanfiiisn (32-63%) nitaulngd (70-120%) lwms

U 9

asanTasiinuanuAaLnafiuansaw 4 4 318, 3A 1 7Y, uanwan 2 1 7Y UazLanwaw 6 1
579 ilavmIaTafingudln sequencing wordthe 1 Tedusiia compound heterozygote
naafe JA382V uar R393H Taufw uazd 1 Mefidnsmewelvesiandlalng 2 61 vl
\fia frameshift mutation lwwonwan 3A uaz 4 Todudieduriewavudsluienvan 4
uaﬂmﬂftﬂ'awudwQ’ﬂaﬂﬁﬁ@hixﬁuLLaﬂﬁﬁamaqLLauamauﬁm‘iw WAATIV BINLANNRAUNGVE

g: U =Y a H 1 vV Aa J { 1
nﬂLLaﬂmauiawonﬂsIuLma§ a1vzdlw il ldinanunadnauasdwislaildiietwnuanasawiaat)

U

a & ¥ ndﬁl‘ '
1%8%“/]58%‘11\1@1’35@]5')%%'1@’) HIDDUSR E]vL‘.L]

ANAUUN wanANTaNdn, é’aﬂ’uﬁdlumjwﬁa%u, 'éul,ﬁaﬂq@é'ulwaamﬁa@ﬁm Qﬂm"lmﬂ



