BAAY eVla g cilasaall g cilasdial) cilaliaa = Lils
Antiplatelet, Anticoagulant &Thrombolytic Drugs

Qasyoun Private University DR. W.Alhalkie




Hyper coagulation _&ali kg : ¥l

Ol gind) o)) giad)
V Leiden (ualdd) Jalad) 3 4iks g Jadall € (i g sall da gliall ALY Jaw 8 du gl 99 58 B 8
O s ) ey el aly) sl cilu
JEAY Ja it dpudiall Gilbaud) Gy i AN e
gl padls S 5 C ofel Jss

Qasyoun Private University DR. W.Alhalkie




ALY Jaw (o daa ol 99 58 dadia

oY) e il pa Glin aleilas w

, Aonbal) Baaadl JE bl JS4) clagiuall o saing 2 Ag¥) sy >
. Ball) B Al S g i) ada gl Ja) o RSN LG o ey M) g Y S8 Y1y >

lguary JAASN Jal go Jadig JAA3N MG (glhly 3 | A Jieg 130 Jn  coagulation cascade A3l S (P ling =
Jdoa g2 (a9 all) 11 (AU Jalad) o )92 Jady g 2l) X paital) Jalad) g g & fidial) Jalad) Jundli Ja) (e, goliia JSy
B A i Ml g Cnpmd ) (1 Saladl) G s sl

VWF

aMp2
g;a;lti?exr} P-selectin
Factor Xl - -
Thrombin L Platelet Activation Pathways
Thrombospondin, Ay
Kininogen .. ll

— ' THROMBIN
Collagen ADP

Adiponectin
Laminin
Fibrin

L=
GPlbo &=
GPV
L

Aggregation

Adrenaline

Platelet Adhesion
(O T LD TR EOEE ©
Cam !::r:xr;\1 [ ol l Endotheliu ® g - J - J
'8 mam
4-3-3¢

Exposed Collagen

Platelet
membrane

T

Cam

LECEEEE KX

0.0

Qasyoun Private University DR. W.Alhalkie




Al gy X1 alad) Jamiy T g ¢ 39l JA1A 53 g g 4h AS JLial) (Sl gl pan o IS G 138

(sl shadigxll Jalad) Jiadi )prekallikrein CpisSilSal) o

Xl Jaladigxll  Jalad) Jaadi acdy 92 9 High — molecular Weight .Kininogen (HMWK ) i (ol (Ao cuasilsll o
- O USAL )

11 Jalad) Jaisy Jnial) 12 Jalal) basluay o | 12 Jaladl Jaiy  ACTIVATOR Lo Jria gf 8330 Loasead 430 350 9 ind JSAY) Cp LaS Jugh =
10 Jaladl Jriy (yslaiall 9 58 Cpalalal) 55 Lusay o |

Omba £ 905 85, activated partial thromboPlastin time (aPTT) Jrdall A iadb gra g Al (e YA (pa dpalind (3 jhal) 138

A 50 N Jaal O (Sag g el paldEY) sie 400 36-30

| Intrinsic Pathway |
Damaged Surface, HMWK, Kallikrein
Coagulation Cascade n ,
_ — Xl Xlla
Intrinsic pathway Extrinsic pathway Fay
Tissue factor
e Xl Xla ] Extrinsic Pathway |
/ n Tissue Injury
Common P\th - Thrombin IX IXa TiSSUE{F{CtOrPh =
aPartial th rothrombin os, Ca?*
Thromoboplastin Sk Time Vil = Vilia I Phos, Ca?*
Time X Thrombin V"a v"
L S Activated N
Phospholipid Protein C and X Xa Common Pathway ‘
Prothrombin (Il) — Thrombin Protein S :
1 regulate V—‘Thmmhinva I Phos, Ca®*
Fibrinogen (I) — Fibrin (soft clot) factors Va and N
Villa o
xXim A ®
Fib'rin = I Na (rhrombin) Sy 3O
(hard clot) n a
Fibrinogen Fibrin ———— Cross-linked Fibrin

Qasyoun Private University DR. W.Alhalkie




] v

(PT) G Sl (o) 929 (el ) Ade iy 3 (a3l (108 (Al g, (ASIA Jasad) Jgha Gl Ly 35 Al gha () JSAI) (e Baadd
9 VI gabead) Jalad) Jady (o3 (bl Jaladl ) (aeil) Jaladly Joaal) 138t g, 456 14-12 Ly SSPROTHROMBIN TIME
common pathway & idall Judl & A351 Jaf gl Jami dlaabea Gl gliad | X pdilad) Jalad) Jady o

clasiall Jale o phospholipids 9 Ca 9, lagialls ;85 Juw alai¥ Baslua Jalge dUia AN Jalge M) ALY gk =
A a1 Sy Laa (s ganl) gl g ot bl Al LSRN 5 dsilad LAY IS5 5 g e (s (s I)
Agile 5l

N VI gl Jaladl 5g8 (gt cuagd 1 L8 PT ) Jlal ) e (5 a3l il JLad) s Jla 88

398 O Saall Gay, 9 ) 8 Jaladl s g o JIA (o), Hoe Ll ga ) (sSila Lillad: Y gUaia aPTT 9 LasebPT S Jla By
12 Jaladl 5IC el 8 LasS 11 Jalad) @ A

PT J Ji&y s291.2 ¢& 332 ¥) i INTERNATIONAL NORMALIZED RATIO (INR) J) =

Bl zmogen
- Protease

TF Tissue factor
PL Phospholipids
PE Prekallikrain

K Kallikrein
HMWE HMW Kininogen

)

Fibrinogen Fibyrin
v oana

Fibrin (crosslinked)

Qasyoun Private University DR. W.Alhalkie




'HEMOSTATIC BALANCE s&_ ¥ &)l s ‘

LAY e Laasa) aday Y duag B AT JMad) g SURY) e adld )65 LA

Jai) e ke Galiil) o 1) 5h auead) Jany | Lgaih 5 5 A 280 0 and

. Ae U Lapdall doa ol gy 5l Alad) pa (581 g Y 130 9 SLAD) JUAY) Gy gand I3 (o3 B A4 iy Jla g

, 3 yally & oSian A o1 g 3al) ) cihadla (b A1) Ja gad Jpmd uaa il

Al g dagles 4o Y1 Ao Bliall Jaa aga sa) U 93 A3 Blad) ol o163 O &us HEMOSTATIC BALANCE

_ Hemostatic Balance
Hemostatic Balance

Natural anticoagulants Coagulation factors
(Protein C, Protein S, AT-1II) Platelets

Fibrinolytic factors Fibrinolytic inhibitors

A

Qasyoun Private University DR. W.Alhalkie
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Inhibitors of Coagulation

+ Catalyses:Plasminogen =» Plasmin
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Physiologic Inhibitors of
coagulation

* Antithrombin Il
e Activated Protein C + protein S
— Inactivates Va and Vllla (via proteolysis)
* Thrombomodulin (EC glycoprotein)
— Binds to thrombin

— Decreases ability to produce fibrin
— Increases ability to activate Protein C
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INHERITED THROMBOPHILIA

Defects in physiologic anticoagulant pathways

«Antithrombin deficiency

*Protein C deficiency

*Protein S deficiency

*Factor V Leiden (APC resistance)

Increased production of procoagulant
*Prothrombin G20210A gene mutation
» Many other genes affect coagulation — the contribution

of mutations in these genes to thrombotic risk is
important but presently difficult to quantify
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Systemic Lupus Erythematosus
An Autoimmune Disease
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(Heparin molecules:

Short, low molecular weight

00 00 00 0O

Long, unfractionated
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Clinical features of antithrombin 11l deficiency: 1 Cxea 95 (S Jgad A ) AU
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30 mL Multi-dose Vial

HEPARIN

Sodium Injection, USP
30000UsP Units30mL B8 ‘
(1,000 USP Units/mL) , N

For Intravenous or Subcutaneous Ust
From Porcine Intestines

LOT 58-463-0K £
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NORMAL SEQUENCE OF EVENTS ACTIVATED PROTEIN C RESISTANCE
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Dysfibrinogenemia and Fibrinolysis disorders
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FOLICACID, VITAMIN B6 AND VITAMIN B12 TO REDUCE HOMOCYSTEINE LEVELS

Tetrahydrofolate

5,10-methylentetrahydrofolate

‘ Vitamin B12

5-methy|entetrahyd rofolate
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HOMOCYSTEINE
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MTHFR: Methylentetrahydrofolate reductase
MS: Methionine synthase
CBS: Cystathionine beta-synthase

Cystathionine
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Antiplatelet, Anticoagulant & Thrombolytic Drugs
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Constitutive and inducible
membrane receptors that

detect signals of tissue
injury and microbial
infection
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ABCIXIMAB
REOPRO®
10 mg/5 mL vial

Sterile Solution
No Preservatives

For intravenous use.

Abciximab

Tirofihan

50 micrograms/m\
Solution for infusion
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Endothelium D

For infravenous Use

Subendothelium
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CLOTTING FACTORS AND RELATED COAGULATION TESTS
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—-m————m————m

g'&"\gmi;\.\h& ol Al ‘:\is('nﬂ\.\bdg\é "

. Xlla, Xla,IXa Ja) g} 8 JSag ¢ lla 9 xa Jel sl il 2% Laa AntiThrombin Gpeeg il Ly iy =

silae) (oS ia ML Cins 2-1,5 068 O e unaPTT @ ol o(Ligad oy ¥ A1 BaaY) alal) catig Lo oy
Slad

(ps:/335 5 24.000-20.000) Lu/is/san g 18 ol Ayl ds o 3S[32a 5 80 14 o)

) Jlaall G AV aad) Gelady s clelu 6-4 JS aPTT ek g =

Joal) (2 DB il g b Al g sl B Gl .

- dBaNa  w

Ll 93 cuaaal) cilagiiall (el el aaf aa) ¢ lugl) 2y =

L&ezm 54031 st

EPARIN !
S0DIUM %
IWJECTION, USP

1000 ysp
Unis/m_

egear 2 from Porcine
& Stinal Mycosa)
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Alal) ciad Us et (5KDa (Mo g i QU @ing N hled of Liglas aal) & Gasbugl Jhd e (33

Na sdlad) Jalall salzaal) Adledl) s 42 )8all g Cpiea g il Baliaa 53 gana Agllad Lesal (ST ¢ jlugdl ‘;ALAS C);\,u\gﬂgﬁ‘ﬂeh,ﬁj
PTT &5m 1 i3l (50 Akl il ) gliady -

i sl el lgbiss o%ar

Its bioavailability is better than UFH unfractionated heparin. .UFH 1jaall & (i bugd) (e Juad) (g gand) W 8) g3

Less effective in causing thrombocytopenia. .&lasiall gaii Eiaaf 8 J8) b il

Its half-life is longer than UFH, so it can be given once daily. .Lw s 5 s W 3Uas) ¢Say dlidy g UFH (0o bl Auail) W jas
You do not need laboratory monitoring. .4 :3a 48 ja ) glias ¥

LMWH is excreted via the kidney so doses should .S s 352 5 dis cile jal) fwd g AN AN o IMWH gk oL
be adjusted when renal impairment is present.

*Low Miolecular Weight |

= = ENOXAPARIN SODIUM INJECTION

v ee

(a
(b
(c
(d
(e

Qasyoun Private University DR. W.Alhalkie




complication of using heparin .LMWH UFH L= st <l jlugd) Jlariod) <M e

R/
0‘0

UFH (2 Ol g sl il pllae ) ullaly Ul g 0 sbugd) iy @llay : Bleeding <)
el Jlaxiul Osteoporosis adaal) Adlia

thrombocytopenia; .<ladal) (all

.UFH 3 LMWH pladin) 2ie (ugSe Elevation of liver enzymes 281 yilad & pli )

(1
(2
(3
(4

W 63323-220-08 22805

PROTAMINE
SULFATE

IWJECTION, USP

For IV Use Only

Rxoely 53¢
5 mL single Doseval ¥

\ —
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ris
SN B

truzet.
(ezetlin%e and atonastatin tablets

"y
QY e

a2l G bl il ((Heparin induced thrombocytopenia) HIT bl diaase clasiia (el agaal () ol gall = o

S Oore. Prenited Sy=wges
ANaed wiN a0 Active Noodle Protecton Syvtern

| NOC 555140092

Fondaparinux
Sodium Injection,

7.5mg /0.6 mL

| For Subcutanecus Use

Ao i A) pe Gty Y g alad) caati s glae ) oy (X3 Jalad) B

:Fondaparinux .1

.LMWH UFH, (& LS clagda (ali &gaat g ¥

Idraparinux

L gl 3 e dla aa) g de ja elhe) (S 1M Aol 130 il o e il Jugh

O

)/

DT Jia B pran pladin g
il JSS (e g A clladia e -

Bivalirudin , Lepirudin Jis 4ilg:Léa gl Hirudin =

Ligad Jony cpiaag ill Jilia haile Dabigatran

Argatroban =
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Protein S , Protein C JAail) culabaa g "VILIX, X 17 A5 Jal g (ha JS £ likual Jadly Laa K (pabilll Ama jal) 3 jaaddl Sy
AL el il g8 Ao B oaE 8 AT ) oo plibual Lasa

(e Ga Jshl) Aol 36 Jash Lawdll (B cp i sl hualll janll  #

L Ldla) addion ¥ Ml g ¢ abf 5-4 qllaly adal) ¢ saall Juagll %

Laa Alad) (il ARlA PT guilill o Adlida jalian (e il Judal) 138 31 ga 081 cAaladindd dic PT 480 e de all v iy %
ANR Jlaticd e miliil) ba g o X

2 g ol B 0198 Gung INR by ey B0
() G 3.6 Y 2.6 ) 3-2 S CuaINR b raly el
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Drug interactions 4w gall cdalail) O
scll] Samy (850 ol il Bl 31 ALf gal) DALY gag o
.amiodarone «dalal) LM QLY cilalaa 10y 8 ) ol GBI Lall) 1
.quinidine ¢80 sl Apaus) ciiuall dulua 334 5,2
) it o<l) (Cishal) da) g clabial) K el (alialaly Jalai) 3
L aall gilad) 1 ¢pra gl Adalsi ) (lSa (14 Catd) gl Aa ) L4
) Jia reladoall Giillh g cillada 5
Ay gand) (aal pal) ¢ gl Jaldi da g8 oy gl g AgaSl) (al pal) ) ) gucd ¢ gasl) gl 3245 .6
s o) AU (alATY gag A A gl o
rifampicin , barbiturates 10 sl quiied ) el jiladd) Eia Baly 3 -
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contraindication (g ) sl Cllaia claibas O

sl B Y A

| et = & Aelatl) AiSudl) @ RIE PP
AL g Al () el S Jguaal 48 LAk

Advanced stages Presence of a Non- .4 il
of liver and previous Non-healing thrombotic SR,

uncontrolled

hemostatic cerebral stroke.

disorder.

kidney disease. -peptic ulcer.
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A v}

complication «Uaddidy) [

Necrosis of skin with warfarin G @) gl Giaaall alad) A58 o

C oo Jos pa gl die (34 5 cdadlaall J oY) £ aaad) DS diang ¢t oll Aadlaall Sl o WA x

gl y gl AL lgady cilold ) | ehaitip Lualas aly JS4 Ao (A48 — plad) — g} Aasil) aal) ¢ a8 LS iﬁa.x;s\ ay fas %
Alal A oY aara AT alal) de A gl cagaal)

www.medscape.com

Source: SKINmed © 2003 Le Jacq Communications, Inc.
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ol galall Aldall pda e o dl daild Ay gl cl JEAY >

(A8 ol el aladin) ate Jla (8 %50 @ &gl Juale Juas 2y DVT Gigaa jhbd iy 3

LBl oSay AN Alial) by Gl (e dgill daall abg PE dagill daall (o daali ALaal) uaje cldyg 00 %10 >
VRS

Preventive procedures for a pulmonary embolism include:: 4 s ) daall (pa 4uild o) Cilg) Y Cpaual

move early. .S JS&udS Al (a
Raise the lower limbs. .(pdad) (pd k) 285 (b
compression stockings .4sELall wjlsall (¢
Intermittent pneumatic devices. .ahaiial) ) sl ral) i3 3361 (d
Giving diuretics such as heparin and direct .5 dball (piag il Glabaay Guolugdl Jia clmadd) sle) (e
antithrombin.
ribial) (A oY) apall) plas) g Adial) (8 (ol gl puda yal) JS (o) JUAT) jlad sl cun -

S al) Jash Lai dald clpl aY Aala Ve
J sy

LMWH slas) — dadliall ¢ jlsall e
s Aallal) 5 ghadll 43 Ll sall
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:VTE “ Venous thromboembolism” ¢& (Sl Jgaall

VTE “ Venous thromboembolism” 3, sha agual (pdll i yall

Al Jaad) gl 4383 90 (e ASI (3 Ay (Al Jas F ple pads pll 3 oo w3 g g ghuad Baal dS jal) (als
Ao Jas + alall padal) cad Ml Gkl gl gagadl Lo dale ) pe daub Al (e aall el AS A el pdgial) (gl
a5l g s A ) Jod ol 4883 60 (e JiS) (3 iy VTE 3_shd
I 3ogkd Jale gf agay o) A ally aga el dgial) (gl Glaally

VTE
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Risk factors of venous thromboembolism:VTE 4 ) sl <l JUAY) Eigan 5 ) ghad Jal g (A La o8]

Effective malignant disease or chemotherapy. .ssaS o i Jd Cnd (B pe  w

Age over 60 years. .4l 60 (o ASI a2l w

Admission to intensive care. .333dal) Llially Jgd =

Dehydration v.<ilixill =

Known hypercoagulability in the patient. .o sl sl cigaa i b s =

Obesity (BMI over 30 kg/m2). .( 2a/4S 30 o Jisi BMI) &lal) =

One or more a,,\.sl.g_"\l\ Yl dala alil) Audlt (s a) el (I8l ) gal Jia d8) o) Slual ) (e S gl sl n
comorbidities: such as heart diseases, glandular diseases, respiratory diseases, acute infections, inflammatory
conditions.

A previous thrombotic event in the patient or a first-degree .1 s¥! 4a Al (e qud sl g G sal) o Gl g VA Sl =
relative.

Hormonal replacement therapy .HRT 4asal) 43 ga ¢l dallaal) =

Treatment with estrogen-containing contraceptives. .cxa 953y Ao dygladl Jaal) Clailey zdal) =

Varicose veins and phlebitis. .28 gy Al =
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Signs & Symptoms

e Pain
e Tenderness
e Warmth

e Lump

Phiebitis
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Treatment of venous thromboembolism:4a s < JEAY) dallaa

g gin)) daal) adag HiS) ) R igaa ada 1 gp hagll >

(o 5t 58 Agmadall (Cy pdll ANl Adladlly () AICAl) B AR Ja Lady 3>

L gl) (ol daa ary () ¢ 80 gl (adall Jlaall Juai Ly plil 5 Bal paiey o3 (gl pllely el e >
ey dad) JEAN A0 o) datlaaS Cludatod) dliaa oda gl o B ) ol datlaall o3

() anall Jpagll (2 paldl
.C Cig ) Allad 8 4y i) Jogagd) (oo anlil) JUAT) Ja 81 pulad) aBLEY)

ad) (o A 3l Gleal) Aallaa A8k s Lygi ) danal) mllal G e >

2 01 kgl Jia LT Llad (Tinzaparin, dalteparin , enoxaparin) < LMWH =320 G038 Auadiia clybye) >
pulmonary embolus 4:si) 4aall sDeep thrombophlebitis DVT Geadl g 580 & ) 5l gl g3 2 UFH ) el
S e ) gliag Y Adal) 7 A bl g3 B el 138 g <PE

@ Fragmin \‘
Solution for Injection |
Dalteparin sodium |

: ) 5,000 1U anti-FXain 0.2 m|
mg/0.4mL Pre-filied Syringe Single dose syringe

L] 401 !
Enoxaparin Injection IP 40mg For subcutancous Lsay
e iad iR Vi o

i i R . WAMLFJESM
Enoxaparin Injection IP 40mg

b il & Y
LONOPIN

[ [] ___4omg]

Low Molecular Weight Heparin
For Subcutaneous or Intravascular Use

B alamy stock photo
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Absolut intra indication for heparin using: ¢y tugd) aladiuy dilhal) Gilbbiud) Gidbae
effective bleeding. .Juadll i3l =

Heparin-induced thrombocytopenia (HIT). .HIT Gt Gl cladial) (jali =

A history of heparin-induced thrombocytopenia. .Cx kgl s Clada (alidad =
sensitivity to heparin. .0 bl dsubs =

management of sever Anti coagulation with heparin:¢s bugdh 8131 aaaill juai o

1) okl Aualll jand) O S o) 5al) AL Jath agiatlan (S age i3 3925 (5t Gl A1) gl agedl Gl el
el JaallaPTT J day s Ba g8 (ranay (L 2

protamine sulfate ¢alig ) clilu pUae byt bugd) S0 Guslay 0 quag Jlad 855 aa ) § aosal agadl Gl i jall %
(Oh B335 100 Jard Galig ) Slils 10 £ sl (2200 el

Protamine
Sulfate
Injection, USP
S0mg per5mL
(10 mg per mL)

o
3
|t
i
2
H
®
2
L
2
82
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A A o sal) oY Jad ¢ Adall JA13 agudl Aallaall g4y Jady Gl agadl il asall - o

Patients with active bleeding. .Jud Ci 3 agual o 5

A recent surgical history. .21 Jead yas duab

Previous history of gastrointestinal or neurological systemic bleeding. .4xuas!) dleall; G35 ) b il Al b
renal failure. . siS)) ) salll

thrombocytopenia; .<lasiall als

Use of NSAIDs at the same time. .8 gl (i (b 434 g iedll) Gilgil) Cilalian aladin

Recent trauma or recent cerebrovascular accident .cuss Slad e g Gala gl usa (&

VVVYVYVYYVY
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bl G w Gaeall g ra ALl (A (g AR g lgsl)

YR I i) Jgga Al Ciplal) & o 58 39 lgdl) =

#416-3 = Gl Joga s A Ly Glgdl)  w

(B o) 412 Guead) Jgga yS0a (g A8 by Glgdll

Badaa b A Alighp 8w 3thidalsénéJﬁiqam&Ah .

- - -
=
-

Badaa b [dlighp 8w

2-3=INR hsa g ST i J8Y) | Jo oy pal JUR agaal cpdl) sie Blad) sie aall) plhe) Gy %
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Conditions that constitute permanent ;a2 aasail dalag g UL & gaat daila 5 ) ghad Jal o JS&3 AN el

risk factors for thrombosis and need permanent dilution:

Antiphospholipid Syndrome. . .2 s gdl) 3l 4a Mia 1

Hyperhomocysteine. . (i 3o 3¢l Ja g 2

malignancy. .44 3

Deficiency of the natural anticoagulant factor ."Cssa s A" 3G Saliaal) Ladal) Jal sl S .4
"antithrombin".

Factor V mutation (Leiden mutation) is homozygous .glea¥) Jilaia (o3 3 k) waldd) Jalal) 3 4ika 5

Homocysteine Molecule

R e a sy

e wn pEee
R RS .
Laa b AL o
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(PT ¢ 25) Gl sl uils 355 A Al cylal)

sl adliall yand)
Gl bldi L b s 9 iall sl (a sall
LB ¢ g gabaiay) & g
S puad) (AEIAY) Q8 guab

(PT Gl uaﬁ.'ﬁ) C).'.U&J‘JS‘ J..ﬁl:\ oSkl gﬂ‘ Z\,,\,\h-“ oyl

GO ) guad K Ol 4501 Ll
S 9 AN ) A0, 8h ) sl da glaal)

Loadl) Babe B el £V A Aaglia Jady e
ANR a5 ) sl 4 ja ey QuiSy (2 jall 29 B3l 2Ty o
L alall g alatial) Gy jall J35all 480 el (Sas @
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() Il A1 aall) e aalil) i 3A et A e daaatl W) Jeaad) & O
13 Ao Jgaad) 5ol B Jash 13 ¢ INR =3-6 (1) i 4y pdall Abdlas cuilsh (o sal) Lal INR =2.5 08 goaill Gisn o Jg¥) sl (8 Sa JaaY

1) siall
ABlay) o) Cu s de s el (2,5 <izgd) INR =3-6

G o) iy

5 ¢ B INR J) g Ladis (1 510 Bale)

Gl o) iy

5 (e S8 INR O s Ladie o 18 ) ol 3ale)

G sl i)

5 & B INR J) g Ladie (4 8 1 o) Bals)

Ligad VITK ¢ 02.5-0.5 Jary cijill jhad Jale elllia (s 13)
G ) sl i)

Baanall da jUall La 33l (e 38/3a15 51) &S [ Bas g 5O ey igual) 3LS, diaa pllas)
(FFP

L3y silsed VITK (ega5slde) 3

(3,5 <i)INR =4-6

hudh i3 ) 35 GsNINR =6-8

b a3 gl A3 Ceu 8 e S INR

pga 3

N Rl WNRINRIN R

5 0 BB INR J) grmnas O () Ta g A58y a8 ) o) iy i -
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i) B Jah Ly g g Lygad o) (g sadll gl JSES 5 i3 (ha Bpd Gl g AMa) 0da B Liliae | Jany W K ol o BaY (1
(pesd!

i Al s 9o (A )G e (8 Cagl) iy Bgia g i i 1) Ad) fan pgall e (2

By A 35 s ¢ (Alay lay sall (K19 INR=4-6 (i sall 4y pdall Jullal) il (INR =3.5 aadl) Cia (1S Jla B S
9 G 13 Gu o A ZWEY) g Y Ldie (INR J) (e daiil) o die 2B gial) Gl (pa ) Ald) adagdl Sl e
Asazagl) ol 5 NS GG Qa5 9 G 08 Gl g Ja Gl sl 13 aatl

sdaga DS 1))

??inmuﬁi (@il Ao AN Gl e ggymai,g&ga#@ﬁqm‘g\ o eﬁdugégﬂ 3

The half-life of warfarin is 36 4cltu 36 8 sl Al el o Jlaed) (e Sgalall (S clagalS Cilaad quay aslilly %
da jUal) La D) slas s ddlac) S S Lae oLl ol Al a3 e 8 ) ol da il aalll (2 e b gy o MM hours
The half-life of heparin is 1-2 4sbu 2 — 1 Gubugl! Al paall otd JiBall A (b )l ol Cilla) g K Caaliaill g Baasall

N alina B o lugd) Gilly) A< QM fours
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