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ABSTRACT Objective: To investigate the protective effects of the Ginkgo biloba extract on vascular endothelial cells and its
possible mechanisms. Methods: The endothelial cells of blood vessels were cultured. The endothelial cells apoptosis model was
established by treatment with hydrogen peroxide (H,O,). Then divide the cells into four groups: blank control group, H,O,-treated group,
single ginkgo biloba extract-treated group, ginkgo biloba extract pretreatment group (giving H,O, at 2 h after administration of ginkgo
biloba extract). The relative vitality were determined by MTT test cells. The expressions of gene CHOP were detected by RT - PCR, and
the CHOP target protein expressions were detected by western blot analysis. Results: Compared with the control, the cells apoptosis rate,
CHOPmMRNA relative expression and CHOP protein expression was significantly increased in the H,O.-treated group. Compared with
H,O-treated group, the cells apoptosis rate, CHOPmRNA relative expression and CHOP protein expression was significantly reduced in
the ginkgo biloba extract pretreatment group (P<0.05). Conclusion: As an antioxidant, free-radical scavenging and anti-aging medicine,
Ginkgo biloba extract may protect endothelial cells by regulating CHOP protein and selectively inhibiting excessive endoplasmic
reticulum stress.
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Fig. 2 Effects of different concentrations of ginkgo biloba extract on

vascular endothelial cell toxic injury OD value changes

- EXERA A 0.2924+ 0.0123 SREFIRENH 0.2 ¢/L 4B B 0.2863%
0.0123 $RZESHRENH) 0.4 ¢/L 4B C 0.2856% 0.0416 H,0,4A D
0.1062+ 0.0215 $RZAFAH3REN4 0.2 g/L +H,0, 48 E 0.1343% 0.0164 R
2B 0.4 ¢/L +H,0, 25 F 0.2591+ 0.0810,

Note: Blank control groupA 0.2924+ 0.0123 Ginkgo biloba extract 0.2
g/L group B 0.2863% 0.0123 Ginkgo biloba extract 0.4 g/L groupC
0.2856% 0.0416 H,0, groupD 0.1062+ 0.0215 Ginkgo biloba extract 0.2
g/L +H,0, groupE 0.1343+ 0.0164 Ginkgo biloba extract 0.4 g/L+H,0,
groupF 0.2591+ 0.0810.
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Fig. 3 Conditions factors on vascular endothelial cell toxic injury OD

value changes

2.2 RT-PCR Z8

H,0,300 pwmol/L b BRI ifi 48 A ¢ 40N, 8 h i CHOPm-
RNA FikiR 4 h 12 h AR AT T EH X B (15 4).
AL AT I PRI AL B A DL D S T, AT AL SR 1
1o # L HO, A SR ZH W] i R R (P<0.05) (8] 5),

154
<C 2 e
= 10
o
E o
- ==
e amamamamaa
= pommmmee
[ pomom e
[—=]
o- L
4h 8h 12h

4 300 pmol/LH,0, b 32 M & M) K 4R /5 CHOPmRNA Fik AL
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Note: Blank control group A 1.02+ 0.12 Pure ginkgo biloba extract group
B 1.03% 0.24 H,0, group C 36.21% 1.35 Ginkgo biloba extract
0.4 g/L+H,0, group D 8.20+ 1.38.
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Fig. 5 Conditions factors dealing with endothelial cells after 8 h
CHOPmRNA expression changes
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Fig. 6 Each treatment group CHOP protein expression in 8 h
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Note: Blank control group A H,0, group B Pure ginkgo biloba extract
group C Ginkgo biloba extract +H,0, group D.
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Fig. 7 Cells flow detection ROS expression between the three groups
L 3ERLE A 218+ 22.15 H,0, 40 B 416+ 73.04 $R 25 AHEEN +H,0, 42
C 313.667% 39.13,
Note: Blank control groupA 218+ 22.15 H,0, groupB 416+ 73.04 Ginkgo
biloba extract 0.4 g/L+H,0, groupC 313.667+ 39.13.
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