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WUAE LFESEIAINA W.LL*

#1497 “Thrombophilia” GuldaTeusniliatl
A.7. 1965 1ae Egeberg lovinnnsAnmnssuunisuda
farnadanlunsaunfiriauefindaseunionile
FeilgiAn15989n171M venous thromboembolism
NN WASWLIUAAAINNNTIA antithrombin 11l
(laqifuiFan antithrombin)' saxnfinaslAiGen
d‘d a - %4 L=
nagifianuiadn@luszuunisinuien (hemos-
tasis) Mt ulduluniafiauaenicengaii
IFinenefidnenaan1aiugnasu (hereditary) vie
o . 2 ﬂ' o a v o
Wunanievds (acquired)? Tanandedinnglian
fitnuwe4 “Thrombophilia” 8einan419 < Fudlu “uwa
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flaefldnwurasaninianaenidengamum
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lunraunia 4) nluunuinuldlivesvTe
Arumdafigasuiivauianning 5) Anauguusalila
&ndourudadanuinsziu®  Tedaniiaseungu
4 o - a a
auvgauiuenwilellananuiauniluszuung
Yauiden 1ty Maziians homocysteine Tuirangs
(hyperhomocysteinemia), antiphospholipid syn-
drome (s
A1MAT9INNIE thrombophilia Nawflullad
@easlumsifianasndengaiu Teanisilladuany
AmnAsenansiaserdenisnsanieviacljiifinig
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AANIMARBLUAZIIATAMNNZANMILNNTES 39N
Wdsrudluidesiiadsiioraiinansenusenanis
nagay efarannsoulanauaztinlldating
Qnéieq yananniinsiuansAnsansinasena
i luaulngdnduseerdedeyauaznisfiansan
atiazauAey szRAuuansnluguTeTd
gasuatiadeides seiiiefiaranansaldnismsa
el fiimnsldedelss@ninnuaz e
uwnﬁqn

{avnasaumeANisEneudaEnmMUNIN
nalnmﬂﬁmuaﬂm?\ﬂmqmﬁuﬁﬁmwumnﬁmﬁ’u
TUINNRDAREAATUAEURDALRBALAY ATNRAR
Unfvinl%iAnN122 thrombophilia wuaMelunisds
asaaneialfiiFinig uazdaaosdnilalunisula
A

AMNULANATITENINNISIAANARALARARNN

ANFUUATNARALRDAUAIBARY

ampi KR avaanidengafianau
il 3 dsznsmnanyfigaures Vircchow (1860)
Hun AvnufinUnfivesvasniden ssunlnaiau
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Tneiladudrdgylunisfiavasnidanunigaiuie
ANNRRLUNRTeIMARAIAEA (T atherosclerosis WAL
o - H - ‘u ag X
nFaden aNNINITvaisueudeaMmiian Ty
d‘ -l -l'y . - o
aneinslnaliauindnag (stasis) wazauinUng
waesruunsudieiireaien (coagulation) ilutladt
AAtyraamaiavasnidenagasiu laafissuunig
o o N d' o - a
wivnrevfaaiafivlumudnfidunruanns
aatiadenisudefnaeaden (coagualtion factor)
uactladudrunisudefrea@en (inhibitor) waz
sTULARNEANIADA (fibrinolysis) TannuiiAdiaariu
TR sddeaNniduly AnutiaUnARAR 1Y
- 1 ,IV U ﬂl z
WannBuanaaluscuumaniduliun nisivsau
gaatiadanisudesareaiden nsumtiadasiiunig

wivieavdamitatiadusiunisuieresdenli
amsan1uldandnd uazaduBindn@lunis
aaedauden dniluavlfifavaenidendigay
AINA1

g L - = o
Thrombophilia NUNITINARRBALRDAMN
L
ANAU
fadtiduesianisiinnaanlfdenngnsii
dl % % a oa ]
farnnsansaaliniedieedfiinisenautiseanidy
< . o a
ANMANCNENEANIINUGNIIN (inherited) THATITIM
NNNEUAY (acquired) wazANBALUNARaafin L
Y d o ga AX 4
NYivaadlsenig (m3an 1)° Tuntiazeduiasme-
azidgnravnuRnUnAind Aty sail

al o H a o o o o . . a i o
m519 1. Tadaidenreamaiavaendenmgafuitanean1iugnasy (inherited) lafiflunnnianda

(acquired) uazAMNEAUNARAIFAINYABIULL (mixed)

Inherited Acquired Mixed

AT deficiency Antiphospholipid syndrome Hyperhomocysteinemia

PC deficiency Myeloproliferative disorders Increased factor VIII level

PS deficiency Increased fibrinogen level

Factor V Leiden Increased factor XI level

Factor I1 G20210A Increased factor IX level
Antithrombin 3zn AT MeludmuBannuszniseenans (activity)

AT (flu serine protease inhibitor “7‘2@3"1«’%’111
1 Yinuin g thrombin, factor Xa uavdiinasie
factor Vila REURL tissue factor® Tasaaneuas AT
UsznaudnudauidnAy 2 douile douiiduiy
heparin (heparin-binding domain) uazdauAsuiL
thrombin (thrombin-binding domain) & :19OULN
1linraspnuBinUnfans AT Wiy Avuiiaun@ly
fnuFunne (quantitative-Type 1) Faariinnssnacres

Tne AT Anssanuiilasea¥refiung uazasuBaUng
Tusiuannw (qualitative-Type 1) TaefanuRinng
Fnddt binding site NMIATIAMITTAL activity Tag
ﬂ’lﬁ‘ﬂﬂﬂﬂu?‘;ﬁ"ﬁnd’l heparin cofactor activity assay
aswudnsasluAaEnUnAveaesTiln AaAastian
W lunisAanseaiiodiy szasinlilinananis
Aady uﬂﬂmnﬁqﬁmwm Type Il flawuginnndn
Type I"
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MIAINY
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Protein C

pc (fuldsfuiiaireannsulaeande
AU K Lﬁﬂqnn?xﬁu‘imﬂ thrombin-thrombomo-
dulin complex LURAU8T84 endothelium azilAe
1!y activated protein C (APC) %d'ﬂ:ﬂﬂnqwﬁf‘lﬂﬂ'ﬂﬂ
aantl factor Va uay Villa taadl PS il cofactor uiis
afinuesnnEnUnFes PC 1Al 2 1linde Type |
TuriafifFununssiatienas uas Type Il 493
neene PC laianunsovinendldmun uuundedl

=

wuldiee ™ msdammauusi v lugl actvity Lited
q:mamqummﬂmﬂnﬁﬁ’mmmﬁm

Protein S

ps (fulusAuiaieansulagendedaniiu
K $auar 60 'umlﬁ‘mruv?mumgi'luwmamimﬁu
fill C4b-binding protein (C4b-BP) &nfatiax 40 atj
ugUdase (free PS) wazilugauiiinuiingidu
cofactor 184 APC"? @ NNsnuLeTiinaesauRaLUnG
909 PS §iu 3 1linAe Type | efhBunns PS AR
TunsasamnFunulassu (total PS) uas free PS
1% PS activity fanas iulumudndouiu lu
Type Il iluaaudaUnAlusruamunin Rsnawy
AW activity ARAY UaL Type I fifiAnaRmnAly
M3UiUTEWing C4b-BP uay PS Tnesywudnsesy
total PS ﬂgj'lul,nm-ﬁﬂnﬁﬁiau‘lﬂmwiw ThU free PS
UAz PS activity Anlgnam uazszdu C4b-BP Unf
mﬁmuﬁqﬁwu‘lﬁmnﬁqm @ Type Il wu'ldvias
1™ umpuaiienunsnld free PS Tunsmsas
Aangasldl ngrznsu PS activity Tuuneaiinuaanng
nageuataliinasndnfiflusielflunsdigilond
APC resistance™ "

APC resistance Wag Factor V Leiden

Tunaannsesnuung ield APC asluaz
M Haan184 Activated Partial Thromboplastin Time
(APTT) mu%u wilunnvageuiuwatani1egiae

vasadendgafueniaiiszAnaaniRendn
gasuluaseunAia wudiAn APTT TiunAuatie
Aasaziilu Bunnnaziian APC resistance™ duiflu
puduniinyifunniigalufiasuasesidandn
faiu""®  Aananudngmgdaulugjres APC
resistance (NAanANNRAUNAUUEULDY factor V'
Ty G Wiy A fwniauad 1691 FlHda
missense mutation (1w glutamine (Q) Ll.wuﬁ arginine
(R) 789 codon 506 (FV:R506Q)W3efi3tnn “factor
V Leiden" 131304 codon 7 506 # (fhuuilelusumiedt
APC azantiatiaane factor Va Wadiiafnn@luAe
W APC luignunsotinaaane factor va 14%?

gn1sAunumulndnfianstiu factor v
s wniaau APC andeuaans 1dun factor v
Hong-Kong (FV:R306G)? usinnaazla e mdes
AansiAanndangARY WAL factor V Cambridge
(FV:R306T) #adaaiinsAnmaeluindutiadedes
wiali®

avpiiflunnneuds (acquired) vl
\in APC resistance l#un n1sfullszniuanau
fufle? nsanssd® (g

Prothrombin G20210A

naifia mutation Taefua G xR A #
Arumue 20210 U 3'- untranslated region 183fiu
prothrombin %1 1RLENN prothrombin Tuna1aNA
wniuuaziinadeelunisiiavseniden
Ll Ve

Dysfibrinogenaemia

nMasiiilaseaiag fibrinogen NAUN® (dysfi-
brinogenaemia) dqu'lnqjtﬁmf-z'\nn')'\nﬁnﬂnﬁﬁ
dnunaan1anssuiug uazdouliaaiinanisadiu
%«ﬂummq‘f;tﬁmmmwﬁe UszunnuFeaas 55 189
ffTiEunspBmInAiilifiainns ouaz 25 Hiden
panAnlnd fvaedn¥etas 20 usendongaiu
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Fanalnaeemafianaemidengaiu a1aiinann
fiorinogen RAAUNAMNIHAsANARATMURENN At
aanelng plasmin wiaannalnwilalng fibrinogen
Fuduiu thrombin I6LiA Mlseires thrombin
Tudengau®
AaRAUNRALTIREITReTUNsAAEA
Bamiu Tluusi|9densan iy nMevnsesy tissue
plasminogen activator (-PA) LAY tissue plasmino-
gen activator inhibitor-1 (PAI-1) Hasannudnaang
Wuslidhutladn @olnonse
Hyperhomocysteinemia
Homocysteine {TunsaesRtuRd sutfur
gnulsznauduaunan Aadulunssuqunismn-
uaABN189 methionine Fefioulminanariiauay
Amfiu B6, B12, folate unRaatedlunisinm
auqammmnﬂﬁﬂuuﬂms‘:udw methionine iU
homocysteine waznsulan homocysteine au
nanendly sutfate Feazgnindaaannasnas®
FTAUYEY homocysteine V;Q\mfi’lﬂnﬁ
(hyperhomocysteinemia) ARl AR
vaendangaRuaAemAanuas® uaruaeniden
fin® iqawmm‘?‘im’n’lﬁtﬁmn'\o:ﬁmqLf]uf-nnmwﬁm
ﬂnﬁﬁti’mmmmqﬁuqmm \u Euﬁmuqumm?ﬂa
would methylenetetrahydrofolate reductase
(MTHFR), Cystathione-B-synthase (CBS) RaLn# wiza
Lﬂu'a'mmmvr‘v"itﬁm%umn'\wﬁo 11U N171AIANH
B6, B12, folate uazlunazlmnedess fu?® ns
MTIAUTEAU homocysteine AvRUselamillunig
Ussiduiladnidee uaznisinunfinnlfszdures
homocysteine 8RR (11 N3 1M folate a1afitlss Tl
safilae Jaududesidesnisnisdnuufindae
daumsmmavniufiaUnAveewlnl MTHFR uas
cBS T Lifanuduiuslasnsafuniafinagiy
@ereenaiinuaenidengai®®® faqiuacll

wuzin limgae
Antiphospnolipid Syndrome (APS)*
N1991A8Y APS ANY International Consen-
sus Statement on Preliminary Criteria for the Classifi-
cation of the Antiphospholipid Syndrome a1A
2N ARTinatinetiaantiantng uaTnIINIIEANL
antiphospholipid antibody
2ININNARUNUTENBLAIE Nenaen
- o o - - - o
ANl TRt TUVARAREALAY UTENARALADART
< < -3 [-3 73
WIAUARAREATUIAANA LA Uazn19zunIndaunia
gAnssn Wun nsuiiedn msaaaanauimus (i
melunssd Inglifianmnuidaag (eazidua
° :’« o4 1 ' d'-‘ll
1893 uUATIVFa TN hiranana luiil)
Antiphospholipid antibody Usznausiag
lupus anticoagulant uas anticardiolipin 1Ha IgG
vi3e IgM luszAuLunans (moderate) w3aga (high
titer) n1ATIANLLaURLaATRAuTianlavie

Maavtadoslunisiniads weildeslinauinatng

tasaasnfalunavinaiuetinaan 6 dUany

stAvraIRNNdILaTaTiAng

AuRRLnARsna1NTszAuTeIAIN
LaﬂqlunﬁitﬁmuaﬂmLi‘mﬂqmﬁuumnmqﬁu AIANSIY
fi 2"nnznsa AT Senadsanniiga A
(prevalence) mﬂwﬂuﬁmﬂnﬁ'lué’ﬂoﬂﬁﬁuaﬂmtﬁﬂm
prgasulFuandl lumsned 3% V”T\zﬁtﬂuﬁﬂu”mm
T1IATTUAN

AaNgnluaulng dmdunisunm AT, PC,
PS lifisnenu andeyavestianziuanmuia
Unfivesusaniuszanodenay 5-13 Sadudiamy
ivian

AINYNLDN factor V Leiden uaL Prothrom-
bin G20210A fiamusnsineluiudend aaday
gwulumufiona®® msnsnlugasAuifinn:
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unanuidN

al [ 4 J . N - - ° o - a
AN 2. ?SﬂUﬂ"J']NtafN (relative risk) 'lumimmmﬂma'ammqmmummmwuﬂﬂnmmq "|

fladendne szAuAMALds.

AT deficiency 25-50

PC deficiency 10-15

PS deficiency 2

Factor V Leiden 3-8(heterozygote) , 80(homozygote)
Factor I1 G20210A 3

Hyperhomocysteinemia 2.5-4 ("ﬁuﬁmzﬁu homocysteine)

al - ad o o - - ° o
AN 3. ﬂ’J’m‘ljn (prevalenace) 'ﬂﬂ\’ﬂ']']”Nﬂﬂnm'ﬂlﬂuﬁQ‘QﬂLaﬂQﬂﬂqnq?lﬂﬂuﬂﬂﬂlﬂﬂﬂﬂ']'ﬂ‘ﬂmu

Hadmdlne Uszrnavialy (Faeae) gl ewaanifenaniu (Saeaz)
AT deficiency 0.02 1-3

PC deficiency 0.02-0.4 3-5

PS deficiency 0.03-0.13 1-5

Factor V Leiden 1-5 10-50

Factor I1 G20210A 2-5 6-18

Hyperhomocysteinemia Tsade 5 {neiade 10
Antiphospholipid antibody 2 LA 14, ACL 14*

* LA: lupus anticoagulant, ACL: anticardiolipin antibody

uaﬂmﬁﬂﬁ'luﬂﬂmﬂﬂﬁu (pulmonary thromboembo-
lism) 90 srenfisuiunguauLng 143 aw laiwu factor
V Leiden v Prothrombin G20210A aeaae
ngu® TuaulnefinsAnwszans 500 AW uay
BintinaemiAenigadiy (deep vein thrombosis)
50 $18 wudnlunguAwLn@d factor V Leiden 1 318
(feuar 0.2) uar Prothrombin G20210A 1 38
Fousr 0.2) doulufulaelinuee® wifisnaeu
filaeinefiinaendansngasiu 27 se Taevinng
YIPEBLW APC resistance saudae wudn Wgtloeid
APC resistance 13 1t R3AWL factor V Leiden 2
8 uazdn 14?’1:1‘7;134'31 APC resistance Wil factor V

Leiden 1 318 lunsfnwdefuiilinuaauia
Un#ae3 factor V Leiden iatiluauiing 200 s1a*
NM3ANENTEALIBS homocysteine Tuaulne
Tneinnnsasmalumineudsnuienils Uszney
Fotweitne 1,133 A uasude 2,212 au e ldsvay
homocysteine fixnnnan 12 pmol/L ifhuqmdia wudn
fauar 33.6 189118 uATFoELAT 6.69 1RIWN
fiszAu homocysteine V;qu"l'ﬂnﬁ“ il
?Wﬂx‘l’méﬂmo’mqn'ﬂﬂ\m’loz homocysteine luiaan
golufihenefifinaandensgaiu lusialszme
fnnsAnwlugiavaesirennigaiuuazaulng
NANAT 269 AL WLHNTLALTIBY homocysteine iy
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95" percentile (18.5 pmol/L) azlensuResanis
a -l [ o a ' dl' 173
WanaendanngaiuAndly 2.5 Wi uasileldan
o o i X s J -3 X
FnluszALfgean (21.1 pmol/l) Smsduafigeduilu
4 Wi Aaiulumsidainaniun1ae homocysteine
lwnenge nasidanqasafidoud1Agysiaadnugn
URTTEALIANIAEN

wumdlunisdansaaniaiasjinnislu
gilhevaanifanmaniu

Tun1zdamsaaniaiesfjidinag Fuann
UszdRuarnismsaasranieiludndry [afiazm
wwanlunsitiadaueanisadnanvsuesvasnidan
qmﬁu&uti‘lumnﬁuqnﬁw‘éfaLi‘lummwﬁq luse
V{wummqvﬂu N3, myeloproliferative disorders,
nephrotic syndrome filiadusasdensamanivg
yaiugnesn*® uaziluiinauiuindilaedldulsa
uzﬁq'a'mu'muuwmj'ﬁoﬂG:ﬂwmuaﬂmﬁﬂmﬁmm
Mauduanmnit Tasfigebildiunaitadelsause
i 4 wilnesuzGeinuldonie uxfmaaiusen
Fold wasdiu® Asmnsmszwinlfiane  Aasmeaa
fameiaziBen u innimsanielu (per vagina
examination) Tugtlaeme wsinnsAuAuatinazidun
WALHIIATIUNG 11U computed tomographic
scanning Tzt thin iasanaifivdngaudonag
ﬁﬁﬁ'ﬁ’ﬂﬁﬁq‘%uq:'ﬂwﬁmmqmmﬁﬂoﬂ'lﬁu'\u%u“
fadendaeduiinosiniledatu nsldenpuinine
nafausan@eagaiuieumiil sz 3R lunseun
b doutladedecudniiddnliun nnsldane
lunaand@en (central venous line) Wialsaawiithy
agiiu nadunsFudnaidenu191ia acute lympho-
blastic leukemia uaz1diFuen L-asperaginase ?’xm’l?
paantladeadeanaiugnasnlugiondinmani
Tirnasfinanuanyto

i lnAadaansaamriasenden

nAnn1sdansIan1aecliinasiaeia
Aenansmsaatufilsslamflunisu/deuulag
masindlalunsinm sidaguadiien e
nduinuaenidangasiy (acute thrombosis) N3
pramiadedeclifinand iy sznnsinm
Tdumnainei> "% aniFunsdinnsunsedu AT wie
PC iitafiaz iRl lunns 1 AT concentrate, PC
concentrate NAuUNY (replacement therapy)*®

duFudsslonifaz 14lunisfiansun
srazina1rean s Wenfudeauduietiesiuntg
Hingn (secondary prevention) e lififannaidaian
'J"flui"mﬁﬁm’mFJmJnﬁmﬁmﬁdﬁﬂwmmaﬁ’uzjm‘?u
azdesldurundnfilaefinmalinuanuiadng
el FRuusidmiugidaeiiiu factor v
Leiden ua prothrombin G20210A heterozygote
AnhilFdusasunlunisiadulaludeasrey
e s isiudenude™ wislsenuiiaue
uu:fhmi"lﬁﬂwmu%u'luz’jﬂoﬂﬁtﬂumuzmm factor
V Leiden V;Lﬁmnm?Tmﬂ‘lﬁﬁmmq'?;u'mszo‘juua:
Wirnnudaniaated lunsauaueiudeaude®
fmFuminuiinnfaee coagulation inhibitor #
s'mmufhLﬂuﬁfiq"ﬂLﬁﬂﬂﬂﬂﬂ’\ﬂﬁmummﬁamqnﬁu
41 (hazard ratio, 1.4 [CI, 1.02-2.01]) uazelawudn
nsfilsansfeiandanfidessiantsifindduiu
(hazard ratio, 1.72 [CI, 1.31-2.25]) lugnugflaei
Az linuAudaUnRuaziiauaendangasiu
pfousnideditaduiduefifudansa u nsrinde
nsldfuaduiiguuse Slenaiiaditionas
(hazard ratio, 0.36 [Cl, 0.21-0.62]) N1$M$2AUANN
AauUnAmsiitainessslgmilunslsznauns
sndulalunsine® LuiheilUlinutadedes
fnazWeniudeauds ihunan 3-6 ey usiludilon
AT, PC,PS heterozygote aalumniduily 1-3 I
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unanuiin

atlsfimnunissndulalunisinmnauiudoed
1t W Alfadavansetrefideedniiens iy eng
ANNTUUITNTIBINITIiANRaALIABAgARUATILIN
wazlana@avsianisiindensanifialéfuaniu
weaauds (Hushs2s
Usslaniaasnisasramitfadeideanig
o - 1% - 13
wugnesalugyRresdilaeenaistlamiludunng
tlesiuuunlgunil (primary prevention) wsnznns
drananpulaUnAdiulugjifiuuuy autosomal
dominant ty1Areegilaefinsaanumniialng Ads
TEFuAuuzinluGesreanmanidetiadudeay
U nsfudsznauenaguiulle usrenadesdinng
- ‘. VYo o <l < 4‘ -
AarsunluFaansidfueniuireaudadiefilenna
H -‘ 1 1] o 1o %3 o/
WeaRnty wu nsende Taeldsdusiaslieniy
Wwoaaudaluszazenn®® adwlsfndelufinnsdssiiv
UssTomiluduliatnawiataflafeuiulantadin
toyudu q Aerafiamunn iy anndladeyai
fana1a Arndanianuniiuly wenanniily
1 73 d‘ [ - - g -l - -
gilaaimsaalinuautinunffenafinuialng
J 1 lv 4! -1
duuagndansoalailiuaniii®

lasaaslasunisdensaauasaasdamsianss

fuseusenRangaiunasldunismsa
#uj'lu‘lﬁuri complete blood count (CBC) e
Aaduuanisa myeloproliferative disorders'™*® uaz
#4m3A screening coagulogram WA APTT 81aNWL51
wuninAlusefid lupus anticoagulant (LA) Wi
dnin@flildvaneannudnaclill LA fesdamsaa
WY AN prothrombin time (PT) g2t lunsusziiiu
HAFINTUNANIAT94 PC, PS dea¥reanndulng
27AtAMAU K (1 PT wuiiaun@diasinunanihiiein
azfiauumiinli PC.PS Frananmpindunnnie
nawiFe b 1t TsARuuazNs11A Amn T K Tuvies
UGURNN5ivin Thrombin time (TT) ananwdnunuvide

FafmUn@tilunstiaes dysfibrinogenaemia Tag
dnilunjrasgiefifiaanuiaundilacd PT, APTT
waz TT wundnund wsl T ﬁm’m‘hmnﬁ@rﬂzs
nﬁ?mqqmqﬁuqnﬁuﬁﬁuﬁngm (evi-
dence-based) Awidalumafuadoderemaen
\nangAsuAR AT, PC, PS, factor V Leiden, Prothrom-
bin G20210A, homocysteine, dysfibrinogenaemia“*®
wilddnudeensaanimageumanianualy
gulaannay
wnzandmiuglaeiidd

Awuztrlun1sidannimagaun

filaeithinguanunremasnidensngn
i wisanivnnsRududiesduudn aaslésunis
donmaluduneuusnie®®

1. Functional assay for APC resistance
1178 DNA analysis for factor V Leiden

2. DNA for prothrombin gene mutation

3. Homocysteine level

4. Antiphospholipid antibody

uaelfjiinig livinnsmsaadanannlu
frlaefienguanndn 70 T uasdinnsfinuwwdn APC
resistance laiifhutladtideslugfionydiu 70 T us
Nz homocysteine idang wuifhutiade@esls
‘Liﬂil%uﬁl’m’ﬂ’]ij Feanaflumeznisiudszndn
tatavluaugeangy”

'Lur:"{ﬂqwaamﬁﬂmqmﬁuﬁmqﬁﬂﬂndﬂ 45
v3a 50 T wiefiulsziRlunseunia vieiluin el
aemReAgAR LA LRI BinLnsgRs 1y
mesenteric, hepatic, cerebral vein ﬂ'nm')'ﬂl.'ﬁul.ﬁu

13
& &138,42,47

()

1. Functional assay & m3u AT

2. Functional assay 871U PC

3. Functional assay YE immunological
assay 8 iU PS

nsfiliansnsaam AT, PC, PS Tl
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pguanndn 50 Midasanegadssesdilanis
pnBnUnAmAniAeudnelen 21 3, 24 1, 26 1
AdRL)* Beutidnataasifianuneaui gz
msfadunmzargnnd ™ wasiifenns
seANagLANDIn mwﬁmﬂnﬁmaﬁuqmmﬁﬁﬂﬁ
evaendengaii biguussuasistudiaeanyunn
azhirasinWidenislugyvesfiasiifiaouiia
Unfuce AefiuszTomlaslufunisdenmaie
mstlesiuuuulgugit”
fannsmsaananastuneuliinatniuas
faaskelunefihlszsluasaunfodniauaiansa
Fumausialyl lEun thrombin time, reptilase time
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