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[Abstract] Objective To explore the effect of pseudo—ginseng on platelet activating factor in rats with cerebral hemorrhage
complicated with VTE. Methods Totally 50 rats were randomly divided into blank control group (blank) , cerebral
hemorrhage combined with VTE sham operation group (sham) , cerebral hemorrhage combined with VTE model group
(model) , positive control group ( fraxiparine ), and the pseudo—ginseng group ( with the concentration of 2.5 g/ kg )with 10
cases in each. 24 hours after brain hemorrhage model established, all rats from five groups accepted head MRI. And 48 hours
after VIE model established, the HE staining was taken to the ligature vascular tissue. The flow cytometry were used
to detected the expression quantity of platelet activating factor CD61 and CD62P. Results The head MRI showed that the
intracerebral hemorrhage volume, the distribution of haematomas and the sizes of the infarct of the pseudo-ginseng group
were less or smaller than the model group. And the HE staining of the ligature blood vessels tissues showed that the model
group had serious vascular embolism, while the pseudo—ginseng group was obviously improved. There was no significant
difference in the expression of CD61 in the brain tissue of rats among each group (F=2.76, P>0.05). Compared with the
blank control group, the expressions of CD62P in the
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ligature tissue of rats among each group (F=1.76, P>0.05). Compared with the blank control group, the expressions of

CD62P in the ligated vascular segments of the model group, the positive control group and the pseudo—ginseng group were

significantly increased (t=—7.69, -5.73, -4.37, P<<0.05). Compared with the model group, the expression of CD62P of

pseudo—ginseng group was significantly decreased (1=3.32, P<<0.05). Conclusion Pseudo—ginseng can bidirectionally

regulate the expression of platelet activating factor CD62P to some extent, thus to improve outcome of the cerebral hemorrhage

complicated with VTE rats.
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