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Hemostasis and Blood Coagulation

ﬁﬁﬂj ;@J\;ﬂ ?J‘Gj"“ Laaty”
) () a sgda aadv

AR (4 p sgda yaatv’



:'5‘).\'4\;.43\



G\SJ d.qi e



Hemostasis s

e 8 )Y Caany 4 gl dye gV (§ 3t Lanind cadll ¢ laca (e 4408 ol asal) Lgy o 58y Al LIV e gane 58
(o A glaie Gile gana COG et Adlide G il Adalu 5

g5l sle gl jlaa (1

4 gaal) cladual) (2

La k) 2 Jadal eliso » (3

ZL.A‘ e-‘-éaj

il salad) JSa gy ol £ ) Yl

‘“rus.\ﬂ'"'“ (I Pt | o |



Primary heostasis coagulation (Js¥) s Ja) ja; ¥l
Al Jal gadl 4 Aty g dadiall gl plidand) B AN (¢ oSl (470

Vascular Constriction (e o) (gul Lgd Gy 3 4y gaal) s gY)- )

e ualadl) \JA(‘;;_u ¢ L..SJAJM ele ) Gl c‘a.ﬂ\ Ol gald ) m.m\ jigg}oﬁ\ ¢le 4l d).uggaj.u_u;

s eAia A il ) ol el sle gl e B alall (5 AV dual) Gl 5 alY) Ly g Aand) CluSaiall o
luSaiall 538 (3] e i aid il

Ll e rin pall (il (i) Gaail el iy Libdal) (L (nud sall ikl o

Olansall A2 s g0 9 31 g i g8 gomead) Jin A el Claiall (a Jal sl o2a Lai : Agmada gal) Agdaldl) Jal g2l o
e ol Guaill

Camy (lelusae Ja gl (@illasae Ao gl il 1 jaiuy 5 cadl (ol da jo il LS S padiil) da ja 0 5S3
13 IR G gaally aall SRS 5 dadeall salad) i cilleal I prass

eaiall Sl Ggaa 8l 3 FiDrinogenic ol al s Legaals 4y ) guaa Jal go- ¥

e>hal) BLailY) gas Jal (e (55 0 525 (V111 5 sl Jalall (e 2 J2) 2 julid Jule
Platelets : 4sadll claiuall ¥




dasieal) 53] JSET Ja) s

Platelat adhesion <lasiall dlaill-1

;.uaaj\ (_Ac EJJ.A}A a_duslm d)\é UA Mj\.m]\ ‘\_\mﬂ\ Q\J Q\A.ﬁ.mj\ L_\J;.u ijAJM c«\.CJS\ Lsdij:i Ladie
ele ) laa 8 43V plSe o cilagdiall Guailiy dos sall daill 3 ua¥ sl ) clagiall g glall

A e claiall gladll aiad o3 clagiall o JAHJelaal 3 53 sm sall A Sl gyl A
ite gl planll e 3l shaliall Gl BLailYL Lo prand Wiy &y guall dile )

e ¥ o clagiaall e IS J8 e i) 5 pall iR Gl dalall (e e 3a g s a6 dale

Copyright @ The McGraw-Hill Companies, Inc. Permission required for reproduction or display
ADP -

Thromboxane /ﬂQ
- ;
S . 4

Platelet \
Granules 0 Fibrinogen
v

o Endothelial
von Willebrand factor fél;gg:)c)gren cell
- .\ € < g .
- Collagen -
o= — - Blood
> I— vessel
- wall
- 2o P N’ s —J
V
Platelet Smooth
plug muscle

cell



Platelat activation <lasial) Jadi - 2

o () 533N Slead Gl jiall Japlisil) ool gy (531l (paa s il Bacbisars ua $SI ae Ciladiall (ulad (05
Jadi i)y il il gine a1y Clagiual

aladl s ¢ Grolnedl e dale 2 5wl I andiall Jalall ca sand S 0 ) 05 ¢ 535 aad) < ATP, ADP )
Oe JSEN A2 JlaS a5 il 5, pall S dlea] Bllaall g8 5 dpaind i 8 dzpla (e gy Gl adiall
lagiiall clie 853 s gall 4y ) g g8l Clpanill 8 0 g gall i g0l SN (aes

Sladiall pead e aelin LS e 5 (i Gigaa ) A2 Gl 50055l (5275

— A. Platelet-mediated hemostasis

2 = YWE  Platelet (PLT)
P .

> j \ S
-4 = - \ S Oad )\
it L2l g ',/'\l
3 T K \ /| )
Blood KX ./ | Q&M > P / \ Y /
,/’./ ~ 3 / /)\,\’ S P
g 1 S~ \ K'lla. /’ = Change in shape
> S O en —
Endothelial < A

= Sy >/ A
damage PLT adhesion g "/'( 7
\

N 2 — é( * -~
PLT activation e
¢ N\ _//
— \
Slowing of el = inogen \
blood flow s \
? 2ok
Vasoconstriction v - s "”‘,‘
\ 7
” ,,/

8 VWF Serotonin, TXA; ADP, 5‘ PLT aggregation:
0 Platelet release reaction PDGF PAF Clot formation




Platelat aggregation <lasiwal) aeadi- 3

dpallay ye YIKET 22l Cus ¢ 3l ele gl 3 dadill (e Y Lgadany ae Lgllalll 5 Cilagiiall aani oy
dj}(\ ng‘)}.a.d\ d.o\.:d\j cADPJ\j A2 Q\.ms_g,mj)ﬂ\ Z.L\.mygﬂh‘)‘)uij\.@;.b“éc L"_i\g_gﬁ J}g_jé..\
Gaili g dua slal) Leilisi g o aldil g cda ) rual g Alastiall o384 %885 &5 ¢ Fibrinogen  (cpadll Al s«)
b e LSl 5 8 58 amioall 305 el Bala o 55 Aol b caanills Lo il Cladall ae
Ala e o435 1388 5 ¢ cplalll g Cmne g 88 o B AR il g g o psa OIS 1Y) Aala il B

| a7 oal) OIS s o yill Gy LeiSay ) léal) 3,380 ol dumsiall salandl JSii 1 ol Y

— A. Platelet-mediated hemostasis

VN

/| ™ |
4 \Qﬁ /
/ . %

Cha;{ée i'r‘l'/shape
\ 4

s | %
o \ < '
\\ ‘.'.
o \
SO Kollagen

" Endothelial > o
damage PLT adhesion = e
A 2 l— ) 4
PLT activation , s //.>\
I = \
Slowing of Y-/ Fibrinogen
blood flow b4

1\

Vasoconstriction

VWF Serotonin, TXA; ADP, 5\ PLT aggregation:
PDGF PAF Clot formation

o Platelet aggregation
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FL Flatelet phospholipid
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Aspirin irreversibly inhibits platelet
cyclooxygenase-1.
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Mechanism of action of ticlopidine
Damaged endothelial cells and clopidogrel. GP = glycoprotein

inhibit ADP-mediated platelet
aggregation.

- J

Ticlopidine and dopidogrel ]

vy D Amal Rakj



