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Platelet Procoagulant Potential Correlation and Linear Regression
INTRODUCTION * Washed platelets were stimulated with thrombin Analysis

* There is a marked variation in bleeding
frequency in patients with severe
hemophilia (£1% of normal activity).

* The biological reasons for these
differences are largely unknown, and have

(0.5 u/mL) and the GPVI agonist convulxin (250

ng/mL)

and assessment

platelet potential.
« Evaluation of annexin V+ platelets by flow

cytometry after stimulation

of procoagulant

 An inverse correlation was noted between
procoagulant platelet potential and time to

peak in the thrombin generation assay
(p=0.041).

hampered the ability to individualize « Washed platelets were stimulated with e
treatment plans for patients. threshold concentrations of agonist (low dose 1007 -
thrombin) and assessment of surface P-selectin
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Thirty-four patients with severe hemophilia
A or B (31 with hemophilia A and 3 with
hemophilia B) were recruited from our
Hemophilia Treatment Center.

Thrombin Generation

« Thrombin generation in platelet-rich
plasma was assessed after initiation by
tissue factor (1 pM).

 The thrombin generation test was used to

Following activation with thrombin and convulxin
marked variability was noted in PCPP (49% =+
18%) and thrombin generation in PRP (Time to

peak (35 = 16 s); endogenous thrombin
potential (1126 £ 627 nm)).

An inverse correlation was noted between PCPP

and time to peak in the thrombin generation

References

1. van den Berg, H. M. et al. 2007. Phenotypic heterogeneity in severe
hemophilia. J Thromb Haemost 5 (Suppl. 1): 151-136.

2. Aledort, L. M. et al. 1994. A longitudinal study of orthopaedic outcomes
for severe factor-Vlll-deficient haemophiliacs. J Intern Med 236: 391-
399.

3. VanDijk, K. et al. 2005. Factor VIl half-life and clinical phenotype of
sever hemophilia A. Haematologica 90: 494-498.

4. Santagostino, E. et al. 2010. Severe hemophilia with mild bleeding
phenotype: molecular characterization and global coagulation profile.
J Thromb Haemost 8: 737-743.

5. Saxena, K. et al. 2010. Coated-platelet levels may explain some
variability in clinical phenotypes observed with severe hemophilia. J
Thromb Haemost 8: 1140-1142.

determine lag time, time to peak,
endogenous thrombin potential ,and peak.

 The velocity index was calculated using
peak, time to peak, and lag time values.

assay (p = 0.041). No correlation was noted
between thrombin generation and activation
potential by threshold concentrations of
agonists
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