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Platelet Structure

1 Platelet membrane functions as a receptor for
substance such as fibrinogen, fibronectin, and vWF,
thereby mediating platelet aggregation.

The platelet membrane also includes receptors for
substance such as ADP, thrombin, epinephrin, and
serotonin, which play a role in platelet aggregation.

Platelet membrane appears to be a primary
receptor for vVWF, which serves to mediate the initial
adhesion of pldtdcts to subendothelium.
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CLOTTING FACTORS AND RELATED COAGULATION TESTS
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Coagulation Cascade
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Hemorrhagic disorders due to vascular defects
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Hemorrhagic disorders due to deficiency of clothing factors
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Without replacement therapy
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Lack of clotting factor VIl
allows bleeding to
continue.

With replacement therapy

. The additional factor VIl

| from replacement therapy
' helps stop and prevent
bleeding.
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rWhat is Von Willebrand Disease? j‘

People with Von Willebrand Disease either _
lack or have insufficient levels of the P

. clotting factors. When they get injured,
it takes long time for their blood
to clot and to stop bleeding.

2 For More Information,
= Visit: www.2painassist.com
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Normally, bleeding stops With vWD, platelets don't stick
// \\( [ because platelets stick together together as they should.

and start a clot.




Treatment zad) ¢

Addadl) ya i palig 68 Jale g XTI Jalad) 3180 3aL 5 e Jarar s jpual) Al jal) A DDAVP Desmopressin Sl duw g jlll aladiuie

Aoal ol cildeal) J8 o i Aadlaal X lig 08 Jale Ao 4 glad) (i) Jalad) IS plac )
Alliida g adl) oo B ZLAYL AlaY) jhaldie ) 35 G 4o ) Ala s dadlaad) cuiad i

;G Lo ol s ol Jgaae




vitamin K deficiency K aladl) jge o

:causes Al <

Llae K Omalidl) ¢ dda ) W laie Ao ja ey o aad¥) Al dis A5 elall B LS g iaall el Y
A9 sal) Y el Al (g2 g8l (B ) (A LS K (palih palialia) g g Y
K Ol clalizas A g 1(laaad clagdiall panil Sabcaall) Al Saliaal) 4 gadl) 4yga¥) ¥

:SYMPTOMS AND LABORATORY FINDING <l pudal) g saaliial) ) Y o

*

_éhdd}\'\giéﬁémdjji%yduﬁgieﬁ&mﬁﬁ °
. bl JS80 PT gty sLsda o

"TREATMENT zdal) «%»
Cpags 3 Y) g gmd) (5 gheall ) g 38 4SSy ¢ el T DA PT (8 matil) (lany Giaagg ¢ ila) v Ao jag Ly g K (el pllac Ly Cidll) G 33 gellay

TYPES OF VITAMIN K - SOURCE, BENEFTTS

— s g
BROCCOLI BLOOD CLOTTING
—_— = - -
DAIRY PRODUCTS B REDUCING INFECTTONS
= 3 -
BRUSSLELIS SPROLUTTS BOOST IMMUNITY
E- 3 - =
SPINACH
| — p— —— ' |




Liver Disease 8l (a w0
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DIC: Disseminated Intravascular Coagulation

: definition i 2l o

- O gl g AASN Jalge g cilasiual) quig e oW JANa AR ) gai Laa ¢ G Dl (e ill aila 8 g A1) i ad R e

B ydiila g3 () (a3 eilgiud) 12 « Systemic consumption of clotting factors and platelets <lasiuall 5 A33Y Jal sad (s g Dlgial 9 1 (s AT clalsy

L slacy) Caliday jguad ) a8 @l A JSail Adlayl

:CAUSES bal) o

LAty aal) JaT clulss )|
Hemolytic transfusion

Malignant diseases.. 4l (al Y

. reactions.

Disseminated Intravascular Coagulation

. Cmladl) clias

Al ) Gl ol o gl

Snake bites. Bruises, burns or surgery.

( D lC) " PART 1




:CLINCAL MAINIFESTATION 4u s sl jaUsal) o

R N e S

Ar) g et 252 g pa Alpaad) g Aapail) &) ol) b ) A (Skal g i) adl) (e i Gy B9 ¢ Extensive bleeding sy Cigii =

. daiall plael) )gad ) g5~ Thrombosis due to blockage of vessels with fibrin and platelets clasiall g ¢p il Lo Y1 daad) dagid il B3 w
i) Y o) pusnl) Lat Ay alal) (1 ¢ iy g o) sy By m

. oaad) a8l @ AT dagit de oY) JAJs Alat) dgan 438w

:INVESTIGATION <lslaiict) <

In severe cases with bleeding: @ <iji 48 jiall saadll eyl b =

LAY adl) 488 g ge CBC JI (8 Lad 38 ¢ Fragmented red blood cells 33 saa <l S 1 ddall) 8 saldiy )

:djﬁdﬁ\gd\gé@ﬁ\ﬂyw\é n
 dadija FDP (A Sy ¢ 4y g clagdial) 3laaly PT 9 PTTY) (e S a 005 3




:TREATMENT gzl <

. - . - - o, _ihhum . -
kYN 52 e . . . . > sad) (& jall Aadlaa
J‘(%JM‘MA}A‘@)@““S\@'M\“” '3DICJ\Z\_.\;_,UA*...fﬁf‘ﬂ‘u‘ﬁﬂ‘”m‘&w’u”“ Ml ¢ cilagd \dﬁa:\: :
Sy 8 Laddia cle o Waladiad oSay ¢S ¢ A g¥) JAI3 SN adal oy "U"vi L::TJA::
o, - . - h.ﬁ@ PM.. JJ.
.@ﬂ\‘uﬂﬁ\u&o £ . . o PR
2 Qyaddy o sall alire OY Saa¥ LIS

v

AN

- g ry ~ﬁ%”myTrar‘eXami -
c Acid claalusui) il (aaas i .
e oaas Jia cpowdl) Iad) cladia addiad Y
e tla Al Y s

* om

s ) Gl Sl O

DIC 353,53 Y1 sl (paiti 313
2 59 1 il it g B acall yand) iy S0 ALY ¢ )
280 LI 8] ¢ FDP @l fig cin i) (28855 PTT 5 PT ) Jsts s 2 DIC J) Lpdas |
4 & 1 DIC J) Lsdiag b e Ay

L L (el ) s gl e :
& Wilalaa Jady b D) aIDIC A Ja Ay M\m‘ﬁ& i .\.:J e gl EeCA %:\-‘Jﬁls}ea\ Osbient) () Dlad) cidadia 1 7l
S45 DIC J) s Aal) dallea ¢l DIC 2539 (& Wb e ‘,:m.‘;,y;i‘_ug

.DIC

Tranexamic
Acid
500mg Tableis

Tranexamic Acid PhEur
A




i ?7' " 2
| . o \ 1

o Oim Area OF Foous Is \ f\\ :

[V BLOOD BANKING . HAEMATCLOGY:, TRANSPLANT DISGNOSTIC . W AN A

MEDICAL ONCOLOGY , MMUNOLOGY , GENETICS ._( & } IUUS CoaUIatiOn Antibodies a*\\,.ﬁ\ M\ J\M\ o
l | > i Ned /4

wed

1

b A A oy ¢ LAY Aude] 8 gy Adagi yall cilisip ) o) colaud gl gdl) anlgs il Ad JSET 913 olia e piad gl gdl) )] A Dliay £33 SN
D MY (Ao gana Ao Plial) 0da B aa) g2 ASIN AcUidd) Gl pa¥) lang (Bl (B Ao gl (985 B9 Aiay ()5S W8« B 01 g Ol pd) Al AR (S ¢ A sl
,Ad 35 da Plia Gy ¢ (Sl Clagia (all ) clasiial) (uaSh cud o Al SN — 09 1 eSilE 2 Ui — caad gaa LSY)

. ol gl g8) M dga ga 43013 Al A il A3 Szl e

A el dpdlead) AL Gubaal) el %) ¢ dis g e

CPTT ) Lo ¥ g sl gl gdl) o Baalinal) 531 Adaj) Jolad ) 5255 o

Sl clasiia ol da g albe G Gaai Y g ¢ AATY Jalge Agllad Y it o
. B Sial) cillaliuy) g <ol JUEAY) b e dpalad) Ay pead) JSLEAY @

¥« Four types of AP antibodies have been
characterized.

« Antibodies resulting in false positive
serologic test for syphilis.

+ Lupus anticoagulant.
« Anticardiolipin antibodies.
« Anti-B2 glycoprotein antibodies.
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Hemorrhagic disorders due to platelet deficiency
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