Updated in Pediatric Thrombophilia
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Post-operative states
Casting/splinting
Leukostasis-
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Venous stasis
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Central venous catheter
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Inherited Thrombophilia
Acquired Thrombophilia




] { A o ] ] < a [ I

e INUN Mz auEoagad U ALy 2 ¥1991g A ANUITAMA LAz TBFU LANLIN
a = ~ ' a dy A A 4 1 <] a
Aavzianudssdemsnan e iganga giiamsailszuna 0.51 ABIANUINMA 10.000 AL

4 [ <Y v . . . .
(19991 TLAUVBIATAUNTUTIAIVOUADA 13 antithrombin (AT), protein C Qg protein S
A o A A o . L. A o Yoy 1 s A 9
N tazszuuMIazawau@en (Fibrinolytic activity) 19 lags luauysal ilosnnszau
. A 'o 1 [ 9 A <3 g’/ [ =\
Y99 Plasminogen luoadiniludlvg uaz vinevesdudoaan  5IWNITZAYOITIN
Tansaludeage  $9iogusgnutos esnniivatennziduasuliinaaudengaduld
1 dgl [ ~ g/ 4 =\ %’ v o A d%l A Y [
VU 1Y MIFUYHT MIAATIH MITINHTNEUNUUIY HIon 12U tazmssullsyniu
o a (1)
eANA LA
v H Y
thsenduasuiliinanngitonildinanzll dalng) $ooaz 90-95 AN
A A a 49! v A A A 1 a A = v (2)
T3 ¥30 AMZNNATUMIUAINNUANUTEIROMTINAANIADAGAAL
adedasnomsiianizamasagaauiilumenias (Acquired risk factors)
1 o a v o { o
Central venous catheters M3laeoaruinlunasadeaduiutlasodanild
<3 =

a A @ < ] a A @ a
Lﬂﬂﬂﬂzﬁilﬁ@ﬂ@ﬂﬂuﬂlumﬂ IﬂfJW‘]J'J’]HJuﬁ’]LW@]GUﬂﬂﬂ’]ﬁlﬂﬂallLa@ﬂq@ﬁuﬂlulﬂﬂllﬁﬂlﬂﬂﬂﬁ

Y} vy < ' v & a g 3 A a A
I0YAL 90 LASUINNITIBYAE 60 GL‘HL@ﬂIV’] ﬁguclumwmuuuWULWﬂ\jﬁﬂﬂag 2 INNNANTIITAN

'
v A

I o { 1 a 9y @ &
La’aﬂqﬂﬁumﬂumﬂﬂﬁwmﬂ flﬂ')’lllL%EJQQ'\Tﬁi]gLﬂﬂﬂ’ngllfﬂﬁﬂcﬁ@ucluj’l']flﬂﬁ\iﬁjllﬂﬁﬂ'ng
2 o A < Aa o § 1 '
post- thrombotic syndrome ﬂ??gaﬂlﬁ@ﬂ@ﬂﬁUﬁWUGlULﬂﬂLLiﬂLﬂﬂ?JﬂW“]Jﬁﬁ'Ju‘]JusUﬁ]\i5’]\‘1ﬂ’l€l
Y Al A ' A o A A o ' .
(upper venous system) muamaammiﬂizmﬂ”lﬂmm% mawaamaaﬂﬂﬂwm (superior vena
o qQ Y Y = g 9 ~ ' 9
cava) ﬂ$ﬂ11ﬂﬂﬂu1llagﬂﬂﬂjﬂ G]fﬁgﬂuﬂ13$l,l,1/liﬂc156u1/1§ul,l,ﬂ ﬂ’liiﬁﬁ’lﬂﬁ'ﬁuﬁl’lﬂ1ﬂﬂa@@
o A . = v o Jo a A @
@oaMANdIodzAo  (umbilical venous catheters) NAMNFUWUTAUMIINAAUEADAGAAL T
vinoadoad 11 1uF0aR 03 (inferior vena cava) Oz HADAIADAMNAU (portal vein) TAIWUN
[ v Jdo { 1 a A 3 A 3 A
ﬂ')’lllﬁllwu‘ﬁﬂﬂﬁgﬂgL?ﬁ?ﬁiﬁﬁ’lﬂﬁ?u Tﬂﬂi@ﬂ’]ﬁlﬂﬂaﬂlaﬂ@q@G]TJ%$LW3J%U§I13J§$5J$H§'WI
laeearuuiu
. . . 0 . H d = A
Antiphospholipid antibodies uuuilv 2 siia Ao
. % o q ¥ .. .
(1) Lupus anticoagulant Favi 19 prolonged phospholipids-dependent clotting
Y
assays 1% aPTT 928190
(2) Anticardiolipin antibodies nalnvesmsiia antiphospholipid antibodies ag
A A v o 1 LY A 1A = .. o 4
magama@ﬂqﬂﬁuﬂﬂu‘mml,l,u“m UALYDIUNAIINNITNET phOSphOllpldS Ulﬂmmmaay
@ a % ] a
HIi91aoAIaeA (endothelium) nszdulinamsad19a13@ U (antibodies) Fuiniluyila IgG
1 <3 g’/ @ g’/ [
ApNNINMINTzAUINTAIADA (platelets activation) FIMNINMITVEINIHINUVDIETAIUMNT
3 o A A . o q¥a A A v ' 2o v o Jdo
HUINIUDNURDA AD protein C Uay AT mﬂﬁl,ﬂﬂaijl,aﬁ)ﬂqﬂmu NWUINNNMZUUANUAUNUDINU

a A < oA ~ ' v H
miLﬂﬂiiﬂﬁaﬂﬂlaﬂﬂﬁ’mﬂutﬂﬂ l,mulij!,WiJﬂ’NiJm’ENGImeiﬂamﬂuG]ﬂ



Autoimmune disease é’ﬂaﬂismlﬁgﬁmm (Autoimmune disease) 15U inflammatory
1 v Y
bowel disease 1182 Bechet’s disease NANUITEIABMINAAUEADARAAUGIIY Tagliing 1
na lnmainafiuiueu Tugilielsasystemic lupus erythromatosus (SLE) 1¥931100910015910
<Y
AIMUMIUVIAIVOURDA AD tissue factor pathway inhibitor (TFPI)
. < o kY Ao o d Y a A A
Malignancy IﬁﬂﬂgljﬁlmgfniﬁﬂH1@'JfJfﬂlﬂ3J‘U']Uﬂlﬂua%ﬁ@ﬂﬁlﬂﬂﬂ'ngﬁulaﬂﬂ@ﬂ
o < Ao o Aa 9 a A . & g Aq Yo 3 &
ﬂuclulﬂﬂ ﬂWlﬂNUWUﬂﬂNWﬁiﬁLﬂﬂﬂW?ﬁu 1¥U L-asparaginase G])'\?L‘].]Hﬂ']‘l’fl“b’ﬁﬂ‘]&l'ljﬁﬂllgl'i\ullﬂ
A . . = o Y [ Yy y .
189AU17 (acute lymphoblastic leukemia) Iaslinaiin 1y AT-III anayi 1¥UMsa319 thrombin
A 2 g A Ao S Aa | . . . ' v
INUEVRTAY uaﬂmﬂuumﬂwmmﬂawﬂﬁﬂumqm inherited prothrombotic disorders 334N
J A o PRl F U Y a A A
ﬂ']ﬁclﬁﬁ']ﬂﬁ?uﬂ%?waﬂﬂlaﬂﬂﬂ'] Ltaxaﬂaﬂﬂmu@umuq ’mwaclﬁﬂ@mmﬂﬂmaxamaaﬂm
o A X
AUINUVIU
. Y dyd A 1 a 2 A @ PAl 3
Nephrotic syndrome @‘]J'JfJIiﬂu3Jﬂ'ﬂMlﬁﬂ\iﬁ@ﬂ?ilﬂﬂﬂ'l’)gﬁﬁllmﬁ]ﬂ@ﬂ@u @jﬂﬂﬂlﬂﬂ
A b ' = ~ 9 PX ° P Aa A oA o A
W'i.lﬂ')'llllﬁfl\‘l@l'lﬂ')'lcluEﬁﬂmﬂ@WﬂlWﬂﬁi@ﬂagﬁ 28 6U'E]\iﬁ‘]J'JfJ AN UNININANLIDDAYAA UNNY
[ Y A o . 1 a A A @ A Yy
oy hlmm Wa@@ta@ﬂ@’lﬂhlﬁ (renal veins) mefﬂmﬂamaaﬂqﬂ@ucluwaamaammﬂﬂ aIU
T a o A [ aa o 2 a = A X .
Glﬂﬂluﬂﬂlﬂﬂliﬂﬂﬁliu 3 Lﬂ@uﬂﬁﬂﬂ?ﬁjuﬂﬂﬂiﬁﬂu ﬁn’l’iﬁ{]mﬂﬁ]’lﬂﬂﬂ’lﬂwuﬂluell@{l coagulation
] S o
protein 1YY fibrinogen ag factor VIII ng?Jﬂ'lﬂ%ﬂﬁ'ﬁﬁ)’luﬂ'lﬂl"llﬂﬁ'JGUE]\?LE'O@WI'NLI@
A ll o A o A A a dy Y
I@ﬂﬁlWWz@Eﬂ\‘Iﬂ{l AT FUNVUNITOAANUDY factor XII ﬂﬂﬁ]ﬂ@uﬂﬁ%ﬁﬁﬂﬂ’ngu ]lﬂ!,l,ﬂ NI
A A . . A o Y o 3
Laﬁ]@ﬂuﬂ(hypervlscosﬁy) 1Io ﬂ'lif!'ﬂ']f:ﬂﬂ')ﬂﬂﬁ]‘].lﬂﬁﬁ'l')gﬁ HagNNIZVINU
< o A Ao
Oral contraceptives/pregnancy M3 lFoudanuinianiidiulsznevvesedlasau

(2 t%l a

° Y a 1 a A A ] DA A a A
‘Vnslﬁllﬂﬁqillﬁﬂ\iﬁﬂﬂ'ﬁlﬂﬂﬂ’]'Jgalllﬁ@ﬂ@‘ﬂﬁuqqsuu 4 1M Tﬂﬂlﬂ‘w1$Qﬂ?ﬂﬂuﬂ’nuﬂﬂﬂﬂ@l@u

fithIfiRaamdenaadu1di1e nudihefifiang factor V Leiden mutation 118 Prothrombin
20210A mutation 3xTAIMABIGINIIINATY 35 111 Az 16 W AUAIRD AIINFEVEINS
Lﬁ@ﬂYwémﬁ@ﬂQﬂﬁ’uﬁﬂﬂﬁéﬂﬂiiﬁ@ﬁ%u 519 mmmﬁﬂmﬂmng’mﬁﬁ FZAVVDY von
Willebrand factor, factor V, factor VIII Uag fibrinogen Lﬁmdgj’u 3ZAVVD protein S AAAY s
fudmnumsaavaudenlaoilssduves plasminogen activator inhibitor anad au1nain
Lﬁ@ﬁmﬁeﬂqﬂﬁ’uiuwaamﬁaﬂﬁwﬁagﬁﬂ (deep vein thrombosis) ttazniiafivn waziilena
Lﬁ@ﬁmﬁaﬂqﬂﬁu‘ﬁLﬁugﬁaﬂiuﬂa@”lﬁ’ (pulmonary embolism)

Infection msﬁﬂL%’e)mwﬁmﬁummg?%awi@msLﬁﬂmazﬁmﬁmqﬂﬁu IBY N1IAR
L%@ varicella zoster nNa lnAAINTIMITF9ENTMUAD protein S (antiprotein S antibodies) i
$NMBIA protein S FININ B1MANNZRATNMILTIIvedealuraeaEenatiaT AN
(disseminated intravascular coagulation L8 purpura fulminans) uﬂﬂiﬂﬂi%u msﬁm%mw"laﬁ

(human immunodeficiency virus) mline antiphospholipid antibodies ﬁﬁ11ﬁlﬁﬂ§ulﬁﬂﬂ@ﬂﬁu

L



v 1 Y v
m31971 130 130 AzRRAvUMendan i 1¥lnnuAaLAAN19A1Y thrombophilia”

Acute thrombosis

Low protein S

Low protein C

Low antithrembin
Infection

Antiphospheolipid antibodies
Inflammation

Elevated factor VIII

Low free protein S

Elevated Lpia)
Mephrotic syndrome

Low protein C

Low protein S

Elevated Lpia)
Complex congenital heart disease (single ventricle)

Low protein S

Low protein C

Low antithrombin
Asparaginase (acute lymphoblastic leukemia)
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Liver disease

Low protein S

Low protein C

Low antithrembin
Warfarin therapy

Low protein S

Low protein C
Heparin therapy

Low antithrembin
Nutritional deficiency

Elevated homocysteine
Pregnancy
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Children
Test Ages<1lyr Ages1-5yr Ages6-10yr Ages 11-16yr Adults
(n=18) (n=30) (n=38) (n=41) (n=30)

Protein C Activity (%)

Mean 75.6*%* 101.6* 103.9* 118.2 120.7

Range (31.4-119.8) (65.2-138.0) (61.3-146.5) (77-159.4) (75.3-166.1)
Protein C Antigen (%)

Mean 63.0* 81.8 82 89.1 90.7

Range (28.497.6) (53.2-110.4) (53.2-110.8) (63.3-114.9) (56.1-125.3)
Total Protein S (%)

Mean 93.9* 113.7 113.3 115.2 115.3

Range (50.1-137.7) (69.5-157.9) (58.7-167.9) (70.6-159.8) (67.9-162.7)
Free Protein S (%)

Mean 94.1 97.5 95.9 107.6 110.4

Range (58.1-130.1) (46.3-148.7) (47.9-143.9) (66.6-148.6 ) (53.4-167.4)
Antithrombin (%)

Mean 94.6* 108.5 105.1 104.2 103.8

Range (75.2-114.0) (87.3-129.7) (89.3-120.9) (85.6-122.8) (82.2-125.4)
Homocysteine(pmol/L)

Mean 5.6%* 5.8%* 6.1%* 8.5% 9.9

Range (1.8-94) (2.8-8.8) (3.1-9.1) (3.5-13.5) (4.9-14.9)

** p<0.001 and * p< 0.05 compared with adults by analysis of variance test with additionol Dunnett-test
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<0.0001
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< 0.0001
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Prothrombin 20210 916/1673 2.63 (1.61-4.29)
<0.001
Lipoprotein(a) 589/1441 4.50 (3.19-6.35)
<0.001
> 2 genetic traits 965/1625 8.89 (3.43-23.06)
<0.0001

mInsemeteslfiiamsmunnuialnimeiugnssuiilnnuaduiiadmiunizan
A o
1a9ARARY
o A g 1o A a A A o S dy(6)
asasmamgmanugnssuiidunuatuiiavesnsinaaumaengaaulunside lii
~ A A o = [ A A A <
- Hamzaudeagadulag lulidadedudsu vie Tsaoug luan
A A v ad 3
- amzauaoagadunilug

A (% o 1 d’ 1 a
wiaeagaaulud i hidna

1
)

A A o A DX - Y] ' a
- vawdeagadulurasadeauadludileneigiosndi 301

E]

= [

1szInauaonanaulunssunin

E]

1
)}

v 3

- 1152I9UNII (recurrent abortion)

2

A wa o { 1o A . . rog
ﬂ1§ﬂ§3ﬂﬂ1ﬂﬁlﬂﬂﬂaﬂﬂﬂ15“I/l'l\‘lwu‘l;ﬂ‘iﬁﬂﬁlﬂuiﬂll,ﬂﬂnuﬂ (Inherlted thrombophlhas) LL‘]N!‘IJL!
2 5za1” Ao

R v A oa & o o Y o 1 9 9 ¥
I8N 1 LﬂuﬂWiﬂi’J%ﬂNﬁ@\iﬂf‘]Uﬂﬂ']TWuﬁWHﬁWﬁiUﬂﬂ’JﬂﬂﬂﬂﬁTﬁlNﬁu ”lﬂllﬂ
- Antithrombin III
- Protein C activity

- Free and total protein S Ag



- Factor V Leiden and/or functional activated protein C resistance assay
- Prothrombin gene mutation
- MTHFR T677T and/or homocysteine level
- Lipoprotein (a)
- Lupus anticoagulant
- Anticardiolipin Ab
- Factor VIII
o A I A a A A o A ] J a
IgAUN 2 nJumsmﬁm‘wumuiummwwammsaﬂmmum 1 agiummmﬂﬂm uae
o w91 A 3 A A and A o o
dwmsugihendus vsellszinauaengadulunsonnsd
- Factor IX, XI
- Dysfibrinogenemia evaluation: fibrinogen activity & antigen, thrombin time,
FDP
v 14 Y S A a v . s (7)
f'ni‘iﬂ‘kﬂﬂ"]EIE]WnHﬂ1i!!ﬂl@ﬂ3mﬁ)@!a9ﬂ‘ﬂuﬂ1ﬁ3~l (New Antitcoagulant therapy) ql‘]—!!ﬂﬂ
@ 3 o {a @ a @ <} a
Tuagiiu exdumsuidsdivesdeaniionldsnuinzauioagaauluani 3 wiia
1dun Heparin U2 gﬂuuu @A Unfractionate Heparin (UFH) a2 Low molecular weight
3 o A o [ X 1% 1
heparin (LMWH) uag fﬂgl}'mﬂ”l'iLL“U\W]’JﬂJ@QLﬁ@ﬂ%HﬂTDﬂﬁ&VHH VU warfarin “Tﬁfﬂﬂ\iﬂﬁ"l?lﬁ
Y o w 1 [ A A @ <] [ té‘
ﬂlﬂﬂ?ﬂﬂUN’E)fJNTLlﬂﬁSﬂHWﬂT’J%ﬁMlﬁﬂﬂQﬂ@]uﬂlumﬂ AU
N . qe . o Y A9 3 o A '
UFH 11Juas acidic glycosaminoglycan MAUNATUMIUIIAIVO9LA DA TATNITITING
o 1 [ 4 1
NNIUVDY AT-II1T uazTJﬂ’mJu@ﬂmﬁmmﬁmaumam (pharmacokinetics) Gl,u!,mazuﬂﬂa

o A @ o w £ 29 g <
1/]']11?{81ﬂ1/ﬁ]$ﬂ'lﬂﬂ'liﬂ!ﬂﬁﬂ'liﬁf]ﬂﬁﬂﬂﬂﬂlﬂﬂﬂ? Bﬁjﬂinﬂﬂsll@\iﬂ?iﬂ@ﬂi}ﬂ‘ﬁﬂ?uclu&@]ﬂmﬂ

[

4 3 A ' [ o 4 ~ (% ' 2
Lﬁ’f]\‘]iﬂﬂmﬂ‘l/l@'lq‘ﬁ}@ﬂﬂ’ﬂ 6 Lﬁ’au ﬂ$ﬁ§$ﬂ°ﬂﬂl’ﬂ\1 AT-III Glnﬁf]lﬂ/]ﬂﬂﬂﬂﬁﬁﬁﬂlu UDNITNUYI

Y
=

] o 1 < A 1 ~ o A
WUNIZAUURI AT-IT Turruaneny 6 won szlimsnlasunlasegaue Tasliszaumugayy
[ <3 1 a [ [] v @
9819320137 no ety lumsiSuenIiegluszausny (therapeutic level) laen
v Y
LMWH yMuthnisansinaneed AT-I 176063 factor Xa Nveamiiend1 UFH
A [ 4 ~ 1 o 9 "y A ] 2 9Y o w <
Heannnundsraumansvetsnuiuoy i ludeansiudentios ualdesinaluan
A a Y = 9 ya v o g‘/ <3 <3 Y 1 A = [
A9 MIVIMTONDIRAN TARNINIIIUAY 2 ATY HAZIANENDIYUDINIT 6 DY UILAVVDI
X vy o
AT-IIT 1 M3nouausd lawalua
< v ¥ o s . .
Warfarin ’t)’f)ﬂi]‘ﬂ‘ﬁIﬂEJm’ifJiJfNﬂﬁVlNTwll’fNL’e)u]l"]ﬁJ vitamin-K epoxide
. . =) 1 @ <Y A A o . .
reductase 1182 vitamin-K reductase UHano1338M151UAv0R0ANIY vitamin K dependent
A o 9 2 o A Ad . .
f® factor II, factor VII, factor IX t4ag factor X HazUaeMUNTHUVIRIVUADANIIY vitamin
. . . . v Y '
K dependent natural anticoagulant Ao protein C, protein S LQ& protein Z AITTY Tams1d gy

o g A ) ' A A < v Aa . ! Y R A =
UNVANNITNNDIYUDINI 1 AU LUDININANNANUN vitamin k 1U§Tﬂﬂ18u@ﬂ WUANULTE



' a A 29 o w P < A < < Y
ADNITINALADABDNEN Ll’ﬁmﬂlﬂﬁﬂﬂﬂiuﬂ']islcb'clulﬂﬂluﬂﬂﬁﬂﬂgﬂLL“]J“]JEJ']L“]JML?J@ ﬂ?ﬂiﬁiﬂﬂﬂﬁ
S 9 9 T o J ? P Y = 3 & o Y
ZWaTt’Ju']‘ﬂﬂWWﬁﬂl’éN‘t’JWl’lﬂlGiﬂﬂ!lliJLW']ﬂuﬁlulmazﬂﬁ\1 GI)'\WIﬂ‘Viﬂﬁ‘Uiﬁﬁﬂﬂulﬂﬂlﬁﬂﬂﬂ,ﬂ
Ay 3 g o 9 Yo ag o Y 1 .
g1n Ll’é]ﬂﬂWﬂuiulﬂﬂ‘UNﬂiﬁmLﬂu&ﬂ’t’Nulﬂiﬂﬂ']ﬂ{]%’)u%ﬂﬂﬁﬂWﬁﬂi%“l/l‘ﬂ@]’f) metabolism U3
dy [ g’/ =K A o (J 1R A Y 2 A U A A EX Y] Yy
U mummmﬁwmuwmﬂmmmaﬂmuemwmw“lﬂuﬂmguu UlﬂLLﬂ
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Medication Metabolism Half-life | Dosing Monitoring
Argatroban 100% liver 45 min 0.75 pg/kg/min 1.5 x 3 baseline PTT
Bivalirudin 75% proteolysis | 25 min 0.125 mg/kg bolus 1.5-2.5 x baseline PTT
25% renal 0.125 mg/kg/hr
Fondaparinux | 100% renal 18 hrs 0.1 mg/kg once daily 0.5-1 mg/L 4 hours post-dose
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