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Platelets

Platelets bleb off of
megakarocytes
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Consolidation PLATELET
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Concept of hemostasis.

Simplistic View of Vascular Injury

Simplistic View of Vascular repair
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Do not blanch with pressure
(cf. angiomas)

Not palpable

(cf. vasculitis)
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rule out pseudothrombocytopenia
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Causes of splenomegaly « aplasia ) Jle
* infection « infiltration auto-immune (ITP, SLE
« inflammation « ineffective megakaryopoiesis drugs
* congestion eg. MDS infections
* maligancy « selective impairment of platelet allo-immune(1a) ) 55 52)
* red cell disorders production s e e
* storage diseases sepsis
DIC, TTP, HUS

hypertensive disorders of pregnancy




Petechiae/Purpura/Abnormal bleeding

|

History and examination to differentiate

between primary hemostatic and

coagulation disorder (Table 1)

:

Screening tests

= Complete blood count
= Peripheral smear: Platelet size/morphology
« PT and aPTT

Yes

v

Thrombocytopenia?

! -

l

I

Prolonged PT and aPTT? PT and aPTT
Yes " No Abnormal Normal
| '
« DIC e |ITP 1L
* Sepsis S « Child abuse
« TTP

Acute leukemia
Aplastic anemia

s HSP

+ Factor Xlll deficiency

 Von Willebrand disease®

+ Platelet function disorder”

+ ascular disorders e.g.. Hereditary
hemorrhagic telengiectasia,
Ehler- Danlos syndrome
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Intrinsic Pathway
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e Extrinsic Pathway
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Prothrombin Thrombin

X
Fibrinogen — Fibrin monomer

Xllla

Fhﬁ palyr%
Cross-linkedfibrin polymer
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Intrinsic Pathway

sinface

Extrinsic Pathway
VI

l...

ca’ Vila+ TF
VIl == Villa ""lF'L m‘.\

ascular injury
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FProthrombin Thrombin
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Fibrinogen —= Fibrin monomer
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Cross-linkedfibrin polymer
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Vascular causes: Vasculitis:R/ O “Meningococcemia”
Vasculitis — Henoch-Schonlein Purpura
Hemangiomas- Kassalback-Merritt syndrome
connective tissue disorders, Vitamin C deficiency

Platelets number (ITP,...)vs. Function:(Bernard Solier,
Glanzmann,...)

Von Willibrand Disease
Gl (Cpoad JaSi)alaas)  lewDly JB ja JWCI -2,
clotting factors: VII, VIII, IX, XI, Fibrinogen,X,V

Liver disease and vitamin K deficiency
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® VIII -Hemophilia A affects ~ 1:5000 males

* IX -Hemophilia B aftects ~ 1:30000 males
o X] —Hemophilia C — Rare / Ethnicity




Factor VIII gene 1s
located towards the end
of the long arm at Xq28

X-chromosome
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Inheritance of Hemophilia
Father with Hemophilia and Mother who is not a Carrier

Parents
o
w +
Father Mother
(with hemophilia) (not a carrier)
XY XK
Son Daughter Son Daughter
(without hemphilia) {carner]l (without hemphilia) (carrier)
XY XK XY KX

Children
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:Prothrombin time (PT) s>lasil Sld s
activated Partial Thromboplastin Time (aPTT)

Intrinsic Pathway

XII

Activated Partial
Thromboplastin Time

(aPTT)

O34 L aPTT ¢sel
Ay Bl g analS capnl diid
nl time to clot = 31-55 sec.

Prekallikrein

HMWK

Extrinsic Pathway

tissue factor
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VII
VIII
Common Pathway
X
vV Prothrombin Time (P T
Prothrombin
Fibrinogen thromboplastin ¢34 4 PT
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Hb=11,WBC=6000, Platelet=235000,PT=12/12,
PTT=65/40,

Bleeding time: normal,

U/A: many rbc, 4+blood
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