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ABSTRACT Objective To investigate the effect of stilbene glucoside on intracellular free calcium concentration of rabbit

platelet, and to probe the possible mechanism of its anti-platelet aggregation.

Methods Rabbit platelet aggregation and

platelet [ Ca® ], were determined by Born method and double beam fluorescence spectrophotometer method, respectively.

Results Stilbene glucoside 1-10 pwmol -

concentration-dependent manner in viiro. 1-10 pmol -

[ Ca* ] ; induced by thrombin in a concentration-dependent manner with or without extracellular [ Ca® 7.

L stilbene glucoside had no effect on the resting [ Ca™ ],

L" inhibited the rabbit’s platelet aggregation induced by ADP and thrombin in a

but inhibited
Conclusion Stilbene

glucoside markedly inhibits the rabbit platelet aggregation, and the mechanism of which may be related to its depression on the

rise of platelet [ Ca®™],.
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Tab.1 Effect of THSG on platelet aggregation induced by ADP and THR in rabbits Y ,x+s
i W/ ADP THR
(pmol + L) RER IR RER i 2
THSG 4 1 57.2+10.6 "' 12.4 65.4+15.3"' 19.9
3 43.4+9.477 33.5 52.6+11.6"* 35.5
10 34.5+7.3"° 47.2 23.4+9.2%7 71.3
AT HEZH 65.3+13.0 81.6+12.3

Larmanrbiz ) ' P<0.05, **P<0.01
Compared with control group, *' P<0.05, **P<0. 01
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Tab.2 Effect of THSG on cytosolic free Ca’* in rabbit platelet with or without 1 mmol - L™ extracellular calcium  x+s

g wepg/ HHIANA 1 mmol - L7 Ca®* LA 1 mmol - L7 Ca®*
(pmol - L) 45 THR H %5 THR J& 2% THR Hi %5 THR J&
THSG 41 1 87.86+25.46 168.41+58.56 "' 51.48+12.73*2 125.21+36.36 "'
3 89.14+23.86 104.11+23.54"° 50.43+13.54 "2 75.16+30.21 *°
10 89.36+26. 33 18.93+11.38 "7 51.54+13.35 "2 20.35+10.92 "7
XJ HEZH 87.57+26.23 202.12+84.65"* 52.36+14.47 202.12+84.65"*

Larmarbii | "' P<0.05, "*P<0.01;5 AZ8A 1 mmol - L' Ca® # THR w74k, *?P<0.05; 5 A48 THR w7 b4k, " P<0.01
Compared with control group, *' P<0.05, ** P<0. 01 ; Compared with the group before THR treatment with 1 mmol - L Ca*, **P<0.05;

Compared with the group before THR treatment, **P<0.01
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