ammEw (L

(Hemostasis) jlwgod 9 (539 50

ol Hg 1,25 @

S0 9 Jolw

ol slus| @

F50 9 Jobw

ABlor Jlow Al 50 93 IS el g 038
L pseligail a ¥ 5 39,0 o)l 4 dndo jg0 )0 Iy
Mlyks 098 )5S abex sl otz lagyign ab o,
b eSS, o (slaons 5 4 o] Joail 5 (VW)
9 eSO o Jld L g slml (S adgl SO Jol e

Db o el agl 5B SN S 5l olge yud b,

gl -y
sladglS 3 4 (VWE) wldg 098 556 5l =
4l 0gh oo Sl B0 poliguil 5 Cug IS B gl
Ol o 5 WNgdge Fimw S 0,500 olasil gle 55
4 (g a8 o S o (5 Gl S O g0 4 92
Dppe 4 K0S (555 2 6 b S S S5 e
Wigds oo i3 ST a4y e ol 50 g 0ads Jlab (5Ll
223381 (2l g (318 s 50 51 Lol (l s Jlud
plxlw 4 1) o yed oSt Al o S s s )0 Sl

il o
1S o yo -l

ownloaded from labdiagnosis.ir on 2025-08-21 ]

@bl I Ls Jlase 50 @
P g @L&Jb)i po—le ol —5>
Sl S5y

S8 e Lo @

S50 9 Jolw

Sy aobld @

ouS> (|

SLwgad i & 55

Hiloe (93 A3 50 wegn e Jolpe Sliugen
21 ogF golinl la,eS Jobss Laa> b ot 0
2 Jy00,5 ulaa pllo 3950 p0 s (9 5 Jlw DI

Smlb g 5 b ©)50 4 Gy 50 anld 90 &)j90
SR NRSHERS (PRI PRAIEN)
Srre> olm! Jle slaus eolel ) Sas cowlasl
S5 S 1L 5 5 3ase o s slocs o
(612205 g 355 L 5 35S - Shae L 5 ohass I §
ABlor 398 30 3l (oS 5 g oolinil sl S

0l o Bl Jol (pl bass o al> o 4

gl jlwgen -
S—5lise 5> 35,5 @Y (S 45 B0 pe—rlign]
Y il e al e nl Lol S5k g0 eSH o o
B985 GHIS e (5,80 il gl D50 4 paligall
S5k B9 )90 b (93 peditas (plod 5l Wildgy e 1,

)

-1
.1



http://labdiagnosis.ir/article-1-546-fa.html

[ Downloaded from |abdiagnosis.ir on 2025-08-21 ]

5 ya5 o0 418 5 y%e ,o (von wilebrond factor) soc
0)l923 O O (b e &0 (VWE) il (08
R oé; Jo.c g.,_f)b 6[.&:0&); 9o g,u_wT dj)’c
&8y 10 00,8 oo ol golaxsl SHy slowl 4oy O )90
b s oled 9 3,8 0)lped oo @y Gl jo adsl Sbinsen

(Figure 1,2,3).095 o 51 pauligasl 555 Y

Platelet Aggregation

IGEIB] “Release
Dense Gran @\‘ ° 0
Thrombasthenia \ AD
ADP

ibrinogen

fibrinogenemia

Figure 1

Platelet Adherence

von Willebrand Disease

3 Bernard Soulier

h @yndrom )

Figure 2

Platelet Function Review

Adherence Aggregation &
Only '8 Release
— ]
- N @
— - -

———mmge== Direction of Blood Flow

Platelets adhere to the site of endothelial injury

Figure 3

vy

L g ol o0 99290 (395 b2 50 s (2l Loy eS B S
Sy s (525 b oo 19 902 (e i 0 (PT) il
Ngd e0dls sl golasl gla )i S Jlaisl slo ads

B e 0 -0

(Bl sloygiS ) pocligal 5 slad ojlgs alocnes
09 Ol 9 d9zee olinl oS u b Jub ely
Sy o 435 25 4y i Lyled S sy 43 5 00
APTT (zlojT b yms gl 5o o)1 Jlazo slo i 5
ol s, L6

b (el Al po Seidgi yd et

S9a5t0 9 (§3linil i J 515 polite 4 i (5
JW (ol (b oedly &5 09 o slel S sl
S oo o 1) oy g 00

s PTPTT (2 Glwgan o 252 SO 6]l uals
Oredy

b @50 4 (95 o5 sl plate jlons (o110 jLsgan
San Cope 3900, I8 >l Bgpe 0 i o g
@ oy ol oo 0 @ Sjpo w90 )0 Al
S ol

5 SR ) G5 ol sshie 4 Selins Jolie il 5o
58] oo 3] alatadipn alo e au i) S

s 3 (2530 jlasgan) (galinl Lol eyl liwgan
o gy

Hemostasis

e Maintains blood in a
fluid, clot free state
in normal blood
vessels.

e Ready to form a
hemostatic plug
(clot) at the site of
vascular injury.
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Lab Tests: Prothrombin time (PT) and
activated Partial Thromboplastin Time (aPTT)

Activated Partial
tin Time.

aPTTis ini d with
phospholipid (PL), calcium
and silica.

(Figure 4) Classical Coagulation Cascade
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2- Activated Partial Thromboplastin Time (aPTT)
3- Thrombin Time (TT)
4- Fibrinogen
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TPTT (Normal PT)
( Heparin therapy or contamination ? ]
Consider:

i Time — dependent
Yes N,__NO protongation of prolongation of
[[__perform mixingstuay ] PTT/PT with AR

No Correction of PTT mixing study

See next page
¥Factor Vil : C

: N\ _¥Factor VIl : C
JFactor Vil : Ag : Nermal Factor VIIl : Ag

Normal Factor XI

Figure 8 Figure 5
450 hwgan (o Sl b 4 4z L [ e ]
s Jloisl 6K (Y-Shape) oSl Lol i M —o—————
B 5 S Gl s (6550 b golinsl gl 256 (EE (" — [’"::’E:"E]

Liver disease

g Spi ) sSla s az g La S 005 o s
39> b g solinl slo,gxS 8 n &5 (Figure 5,6,7,8)
3,90 0‘53‘5& |) OLEJ.;‘MLSLDB)‘O d]«a.o L.a.jl.fbo..\.;.lf)l.e{a L

GEBS e ol gl g SO Couls ol B
A oo Lyl g3 oldsl o ] Sl

Figure 6
B30 ey Sl 6 N2 Glats o i
A 53 5 3rrison g0 o sl Sl las
s o) 329 S e (b i 0 S
55508 s 2iily Jloys eSS 5 PTaPTTBT
55 yud SYS1 § Dysfibrinogenemia 5 VY 5 =S
s a2-antiphospho lipid deficenya_Lo> ;| S0
asls s Wb PAI-1 deficeny
o 4 959 9 yaad piiamas L
w3l on S ol @ gy ptas cnl 5 Figure 7
s sty 4 e spiadly o0isS Jlab Lo
S s 55 | e AT 0l

Time — dependent
Prolongation of PTT
with mixing study

Presence of factorinhibitor
Factor Vil inhibitor assay

Perform platelet
neutralization procedure

Correction of
PTT
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