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Effect of Paclitaxel on Platelet Aggregation Induced by Adenosine Diphosphate in vitro ZHANG Shu, SUN Chang-
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[Abstract] Objective To investigate the effect of paclitaxel on platelet aggregation induced by adenosine
diphosphate (ADP) in vitro. Methods Platelet suspension was incubated with paclitaxel in different concentrations
(0 ng/mL, 0.01 ng/mL, 0.1 ng/mL, 1 ng/mL, 10 ng/mL, 100 ng/mL, 1 000 ng/mL), then the maximal extent
of platelet aggregation was determined under the conditions of the best ADP concentration and the best incubation
time. Results Under the condition of 10 pmol/L ADP and incubated for 10 min, with the increase of paclitaxel
concentration, the effect of paclitaxel on platelet aggregation induced by ADP elevated accordingly, and the

differences among the different concentration groups were statistically significant (P<C0. 05). Conclusion Paclitaxel

can enhance ADP-induced platelet aggregation in a concentration-dependent manner in vitro.
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Table 1 The platelet aggregation in different incubation time (n=3. %)

Group 1 min 3 min 5 min 10 min 15 min 20 min 30 min
Paclitaxel 65.4740. 80 68.437+0. 83 71.47+0.97 82.03+1.53* 76.33+0.80 72.27+1.10 67.63+1.63
Control 46.37+0.96 49.50+1.25 53.7340.60 59.304+1.05*  54.40%0.89 51.7040. 36 46.4340.71

* P<C0.05, vs. other time points
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Table 2 The platelet aggregation in different concentration of ADP (n=3,%)

ADP
Group —
1 pmol/mL 3 pmol/mL 5 pmol/mL 10 pmol/mL 15 pmol/mL
Paclitaxel 77.03+1. 24 81.0041.67 84.474+0.65 90.30+1.05" 82.33+1.36
Control 65.37+1.36 68.03+1. 39 72.53741.00 76.60+1.18" 70.57+1.25

* P<C0.05, vs. other concentrations
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