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Effect of Paeoniflorin and Ligustrazine on the F-actin-induced Platelet Activation Level and Platelet
Gelsolin in vitro LIU Yue, YIN Hui-jun, and CHEN Ke-ji Cardiovascular Disease Centre, Xiyuan
Hospital of Chinese Medical Sciences, Beijing ( 100091)

ABSTRACT Objective To investigate the effect of Paeoniflorin and Ligustrazine on the F-actin-in-
duced platelet aggregation, platelet activation level and platelet gelsolin in vitro. Methods Washing platelets
were divided into low (2.5 pmol/L), medium (5 wmol/L) and high (10 wmol/L) F-actin group, AA, ADP and
thrombin group. Meanwhile, we took combination of Paeoniflorin and Ligustrazine as the intervention drugs
for Chinese medicine F-actin (10 wmol/L) group and Chinese medicine AA group, aspirin for aspirin F-actin
(10 wmol/L) group and aspirin AA group. The control group was set up separately. The platelet CD62p ex-
pression was detected by FCM (flow cytometry), platelet aggregation rate (PAR) was detected by platelet
aggregation analyzer, and the platelet gelsolin was detected by ELISA. Results Compared with control
group, F-actin of different concentrations, AA, ADP and thrombin groups all could increase PAR and CD62p
expression( P<0.01). In addition, F-actin showed concentration-dependent. Compared with AA group, the
PAR and CD62p expression decreased in low and medium F-actin group ( P<0.01), while there were no
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difference in hight F-actin, ADP and thrombin group ( P>0. 05). Compared with control group, platelet gelso-

lin increased in medium, high F-actin group and AA group ( P<0.05, P<0.01). Compared with AA group,

platelet gelsolin decreased in low,medium F-actin group and ADP group,thrombin group ( P<0.05). Com-

pared with high F-actin group or AA group, paeoniflorin and ligustrazine, aspirin could inhibit the increasing
of PAR and CD62p expression induced by F-actin or AA(P<0.05). Compared with high F-actin group or AA
group, Paeoniflorin and ligustrazine could inhibit the increasing of gelsolin indueced by F-actin or AA( P<

0.05) , but aspirin had no similar effect ( P>0.05). Conclusions F-actin can induce platelet aggregation/acti-

vation in vitro, and 10 umol/L of F-actin can increase the platelet gelsolin level of activated platelet, which

has the similar effect with AA. Platelet gelsolin may be an specific effective target for paeoniflorin and ligus-

trazine against platelet aggregation and activation in vitro.
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