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Experimental Study on Antithrombotic Effect of Salidroside in Vitro
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[ Abstract] Objective: To study the effect of Salidroside (Sal) on thrombus in vitro and explore its
possible antithrombotic mechanism. Methods: The washed platelets were divided into 7 groups,
namely, the blank control group, five dosages” groups of Sal (12.5 pmol/L, 25.0 wmol/L, 50.0
pmol/L, 100. 0 wmol/L, 200. 0 wmol/L) and Lysate lysis group. The toxicity of Sal to platelets was
detected by lactate dehydrogenase (LDH) method. The platelets were incubated with normal Sal (25
pmol/L, 50 pmol/L) in advance, and the clot retraction was induced by thrombin to observe the
effect of Sal on the clot retraction. Enzyme linked immunosorbent assay was used to determine the
content and level of thromboxane B, (TXB,) in mice induced by thrombin after incubating Sal (25
pmol/L, 50 wmol/L). Results: Compared with the control group, there was no significant difference
in the release of lactic dehydrogenase (LDH) after the treatment of different doses of Sal on platelets
(P >0.05). Compared with the control group, preincubated Sal platelets showed significantly
inhibited clot retraction (P < 0. 05 or P <0.01). The TXB2 content of Sal treated platelets was
significantly lower than that of the model group (P <0.05). Conclusion: Salidroside has no obvious
toxicity to platelets, and can significantly inhibit thrombin induced clot retraction and reduce the

expression of TXA,.
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