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Analysis in vitro of high-density lipoprotein affecting platelet activation induced by
oxidized low-density lipoprotein in patients with coronary heart disease”
Li Yuntian s Du Dayong ,Yang Shenghua ,Liu Yang
(Heart Center ,305 Hospital of PLA ,Beijing 100017 ,China)

[Abstract] Objective To investigate the effect of high-density lipoprotein (HDL) on platelet activation induced by oxidized
low-density lipoprotein (ox-LLDL) in vitro. Methods Washed platelets separated from the patients with coronary heart disease were
divided into three groups,the group I (adding HDL 100 pg/mL) ,the group Il and group [l (adding PBS). The platelets of three
groups were incubated at 37 C for 15 min. Then,the group | and [I were added with ox-LDL 50 pg/mL and the group [l was
added with PBS. The three groups were incubated at 37 ‘C for 15 min again. The expression levels of CD62P were assessed by flow
cytometry and compared among three groups. The structures of platelets were observed by transmission electron microscope
(TEM) and compared among three groups. Results The CD62P expression rates were statistically different among three groups
(P<<0.05) and the sequence was the group [ (29.2645.91) % > the group [ (15.37+1.49)% > the group [ (2. 05+
0.85)% (P<C0.05). The mean fluorescence intensities (MFI) of CD62P were also statistically different among three groups (P<C
0.05) and the sequence was the group [[ (3.9740.64)> the group | (2.5140.53)> the group [l (1.5040.10) (P<C0.05).
The degranulation degree in the group [ was significantly more than that in the group [ (P<C0. 05),whereas the group [l had no

degranulation. Conclusion HDL inhibits can significantly the platelet activation induced by ox-LLDL in vitro.
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