Platelet function testing N T S

1. Full blood counts RBC number 35-55 %108/ ul

a. Low platelet count —thrombocytopenia Haemoglobin Concentration 12 — 15 g/l

i. Platelet production problems e 96 — 48 %
1. Acquired — Deficiency (e.g. WEC number 4511 x 10°/
vitamin B12), viral infections, e et 150 — 420 % 103/ ul

chemotherapy, radiation, too
much alcohol/poor diet
2. Inherited — inherited thrombocytopenia
ii. Platelet destruction problems
1. Certain medications, hypersplensim, autoimmune disorders, pregnancy, bacterial
infection in the blood, thrombotic thrombocytopenic purpura (TTP)
2. Inherited thrombocytopenia, autoimmune disorders, TTP
b. High platelet count — thrombocytosis/thrombocythemia
i. Acquired — mutations in haematopoietic pregenitors (e.g. MPL, TPO, JAK2), chromic
inflammation treatments, cancer treaments
ii. Inherited - mutations in haematopoietic pregenitors (e.g.

Mean platelet volume 7 -10 Femtolitres

MPL, TPO, JAK2) [ i
c. Small or large platelets — micro or macro e
i. Platelet size and number can be independent of each other —“ e
Platelet function testing — light transmission aggregometry: —
Light source Cuvette Detector

e LTAs the gold standard test of platelet function
o Cells will block some of the light from getting to the detector
o When resting the cells are all over the place so not much light will

get through a\e

o When activated (form aggregates) so more light will r_ﬁelg
detector
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o Arachadonic acid (platelets secrete) is the Thromboxane synthase
precursor for thromboxane. Aspirin Cycloxygenase (COX)
o Agglutination Aspirin Aspirin blocks COX activity
. Arachidoni - PGH2 —> TyA2 and thus prevent s TxA2
* |naggregometry von Willebrand factor G i 1 h formstici
doesn’t activate platelets Thromboxane synthase
=  But the addition of drug Riscocetin U4GE19
. Cycl COoxX
causes VWF to bind to platelets = ik neere
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Arachidonic acid——> PGH2——> TxA2 i b i
L. . . . Aspirin inhibition of AA
= This is different to aggregation as it conversion to TxA2

Thremboxane synthase

doesn’t require activation of the intergins



