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[ Abstract]  Objective To study the antioxidant ability of high density lipoprotein and the impact on proliferation and
migration of endothelial cells in patients with coronary heart disease. Methods From June to December in 2015 in the Affiliated
Hospital of Shaanxi University of Traditional Chinese Medicine, 48 patients with coronary heart disease in the Department of

Cardiology and 28 healthy people admitted to this hospital for physical examination were selected, density — gradient centrifugation
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method was used to extract high density lipoprotein, and cell — free method was used to detect the antioxidant ability of high
density lipoprotein, then relative fluorescence unit ( RFU) was compared between patients with coronary heart disease and
healthy people. The fourth generation of HUVECs were divided into A group ( without any intervention), B group (added with
vascular endothelial growth factor) , C group (added with high density lipoprotein of healthy people) and D group (added with
high density lipoprotein of patients with coronary heart disease), CCK-8 Cell Proliferation Detection Kit was used to detect the
proliferation of endothelial cells, and absorbance value was compared among the four groups; cell scratch — wound test was used
to detect the migration of endothelial cells, and the ratio of " channel" width was compared among the four groups; Western
bloting method was used to detect the impact of high density lipoprotein on protein expression of PI3K, AKT, P-PI3K and P-AKT
of endothelial cells, and protein gray value ratio of PI3K/GAPDH, AKT/GAPDH, P-PI3K/PI3K and P-AKT/AKT was
compared among A group, C group and D group. Results RFU of high density lipoprotein of patients with coronary heart
disease was statistically significantly higher than that of healthy people (P <0.05). Absorbance value of endothelial cells of A
group and D group was statistically significantly higher than that of B group and C group, respectively (P <0.05). Ratio of "
channel" width of endothelial cells of D group was statistically significantly lower than that of B group and C group, respectively
(P<0.05). No statistically significant differences of protein gray value ratio of PI3K/GAPDH or AKT/GAPDH of endothelial
cells was found among A group, C group and D group (P >0.05); protein gray value ratio of P-PI3K/PI3K and P-AKT/AKT of
endothelial cells of C group was statistically significantly higher than that of A group and D group, respectively, while protein
gray value ratio of P-PI3K/PI3K and P-AKT/AKT of endothelial cells of D group was statistically significantly lower than that of A
group (P <0.05). Conclusion Antioxidant ability of high density lipoprotein is significantly decreased in patients with

coronary heart disease, high density lipoprotein may affect the proliferation and migration of endothelial cells through inhibiting

PI3K-AKT signal pathway.
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Table I Comparison of general information between patients with coronary

heart disease and healthy people
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Table 2 Comparison of absorbance value and ratio of " channel" width of

endothelial cells among the four groups
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Table 3 Comparison of protein gray value ratio of PI3K/GAPDH, AKT/

GAPDH, P-PI3K/PBK and P-AKT/AKT of endothelial cells

among the three groups
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Figure 2 Protein electrophoresis results of PI3K, AKT, P-PI3K and
P-AKT of endothelial cells of the three groups
08- PI3K /GAPDH 04- AKT / GAPDH
‘ o
3 06 3 o3
o o
= =
X 041 X o2
= 1 1 B
: = =
e
EE
o
;_::Q:: T 0.0- T
FAMRAL WA SR FTAXNMA WA bl
0.8 P-PI3K /PI3K 0.6 P-AKTb/AKT
al
= . = -
= = R
= : o, %-:
X X Qe
R o il L
i e L
a
2 = ﬁg a
e | e
B
TEAMEA WA SRa Eﬁﬁﬁ?ﬂ AL L%fﬂ
e 578 (X RALILEL, P <0.05; 55l LA, P <0. 05

B3 A XA X B RIS g 2H N R 4 s PI3K/GAPDH, AKT/
GAPDH, P-PI3K/PI3K., P-AKT/AKT % [ /K B {E HCAE Bb 48 i)+

N
Figure 3  Histogram plot for comparison of protein gray value ratio of PI3K/
GAPDH, AKT/GAPDH, P-PI3K/PI3K and P-AKT/AKT of

endothelial cells among the three groups
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