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Letter to the Editor

Aspirin resistance in healthy volunteers
Gergely Feher ∗ , Gabriella Pusch and Laszlo Szapary
Department of Neurology, School of Medicine, University of Pecs, Pecs, Hungary

Dear Editor,
We have read with great enthusiasm the recently published article by Marcel Tschopp and Walter H.
Reinhart entitled “Platelet aggregation under high shear conditions during and after a 28-day administration of 100 mg acetylsalicylic acid in healthy volunteers” [1]. They concluded that platelet function as
measured by the PFA-100 is not inhibited significantly after a single dose of 100 mg aspirin, is thereafter
inhibited consistently in the majority of, but not all, individuals during a 4 week treatment, and returns
to normal in 48–72 h.
This is in concordance with the findings of Perneby et al., who showed that once-daily dosing of
aspirin might be insufficient in patients with increased platelet turnover [2].
On the other hand, important factors were not analyzed in their study. Previous studies demonstrated
that in vitro aspirin resistance, revealed by PFA-100 CT prolongation failure, is correlated to increased
plasmatic von Willebrand factor ristocetin cofactor activity, reinforcing its particular importance in
PFA-100 cartridges performance [3]. The prevalence of smokers was unknown, and physical activity
was also not shown, although these parameters were previously found to be associated with impaired
response to aspirin [4,5].
Despite of large, population-based trials, the role of haemorheological parameters is still underrepresented in circulation research and in the clinical practice. Recent publications showed the importance of
impaired hemorheological parameters in the development of aspirin resistance [6].
Aspirin resistance seems to be an emerging clinical entity with potentially severe consequences [7].
By understanding the mechanism of therapeutic failure and by improving the diagnosis of this clinical
entity, a new era of individualized antiplatelet therapy may arise with routine measurements of platelet
activity [8]. Individualized therapy with clopidogrel seemed to be associated with better clinical outcome
compared to standard treatment in a recently published multicentre study [9].
In conclusion, platelet function tests seem to be important techniques, although their widespread clinical use is substantially limited due to complex preanalytic factors, reduced specificity and reproducibility. The results of these different tests may not be comparable with each other. The definition, clinical
importance and treatment of aspirin resistance should be based on the results of randomized, prospective
studies.
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