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Effects of Tianbaoning Tablet on Platelet Activation Factor, von Willebrand Factor and Platelet Aggregation Rate in Patients with Essential

Hypertension. Ni Na, Kang Yunping ,Xu Hao, Liv Yunxia. Hangzhou Third People's Hospital, Zhejiang 310009, China
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Abstract Objective To observe the effects of Tianbaoning tablet on platelet activation factor ( PAF), von Willebrand factor
(VWF) and platelet aggregation rate( PAR) in patients with essential hypertension, and to explore its prevention effects on cardiocerebral
vascular complications. Methods The levels of PAF, VWF and PAR were measured in 27 healthy controls and 61 patients with essential
hypertension( EH) . The patients with EH were randomly divided into blood pressure — lowering treatment group ( control group) and Tian-
baoning — combinating treatment group ( Tianbaoning group). Before treatment and after 20 days of treatment, the levels of PAF, VWF and
PAR were measured, respectively. Results At EH group, the levels of PAF, VWF and PAR were remarkably higher than those at
healthy control group (P <0.001). At Tianbaoning group, the levels of PAF,VWF and PAR after 20 days of treatment were significantly
lower than those before treatment (P <0.001). But at control group, the levels of the four indicators showed less difference between after
20 days of treatment and before treatment( P >0.05). Conclusion Tianbaoning can prevent patients from cardiocerebral vascular com-

plications mainly via reducing the levels of platelet activation factor, von Willebrand factor and platelet aggregation rate in patients with es-

sential hypertension.
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