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The effect of scorpion anticoagulant refined solution on thrombin-induced blood coagulation PENG Yan-gu,
HUANG Ying, YI Xiao-min, XU Ai-liang. Vascular Biology Laboratory, Hunan Tradttzonal Chinese
Medicine University, Changsha 410007, Hunan, China

[Abstract] Objective To study the effect of scorpion anticoagulant refined solution on thrombin-
induced blood coagulation. Methods Experiment one: 18 Sprague-Dawley (SD) rats were randomly divided
into three groups: normal control, thrombin and scorpion solution groups (each, n==6). Thrombin 70 U/kg
was injected within 15 minutes through external jugular vein in the thrombin group. Before the injection of
thrombin, the scorpion solution 20 mg/kg was intra-peritoneally injected in scorpion solution group, and in the
normal control group, 16 ml/kg normal saline (NS) was injected. Ten minutes after the injection of thrombin,
the blood was collected from common carotid artery to detect the plasma activated partial thromboplastin time
(APTT), prothrombin time (PT), thrombin time (TT). Experiment two: 15 rabbits were randomly divided
into three groups: normal control, thrombin and scorpion solution groups (each, n=5). The rabbits in the
three groups were treated by the same ways as in experiment one. The dose of thrombin was 50 U/kg, and the
way of injection was ear vein. Three hours after the injection of thrombin, the common carotid artery blood
was obtained, and the level of thromboxane B,(TXB,), 6-keto-prostaglandin F,.(6-keto-PGF..), tissue-type
plasminogen activator (tPA) and its inhibitor (PAI) were detected. Results Scorpion refined solution could
obviously prolong the APTT ((43.6%1.3) s vs. (28.2%0.9) 8J, PT ((13.1£0.7) s vs. (9.8+0.3) s),
TT ((19.94+1.1) s vs. (13.940.9) s, and significantly decrease the concentration of TXB, [(56.8+
23.2) ng/L vs. (133.4+21.3) ng/LJ and PAI ((4.940.5) kAU/L vs. (8.5+1.1) kAU/LJ, increased the
concentration of 6-keto-PGF;.((35.3%2.5) ng/L vs. (21.442.8) ng/LJ) and tPA ((4.6=£0.9) kU/L vs.
(2.310.5) kU/LJ, there were significant differences compared with thrombin group (all P < 0.01).
Conclusion Scorpion refined solution can lower the activities of intrinsic and extrinsic coagulation system
factors and enhance the activity of fibrinolytic system, thus it may inhibit the action of thrombin.
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