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Intervention effect and mechanism of Sestrin2 protein on atherosclerosis”
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[Abstract] Objective To investigate the intervention effect and mechanism of Sestrin2 protein on ath-
erosclerotic lesion. Methods Thirty male ApoE™ '~ mice were selected to establish the atherosclerosis model.
After constructing the model, the mice were divided into the three groups:9 mice were treated with lentivirus
(silencing group,Sestrin2 gene silencing, 10 mice were originally included in this group,but 1 mouse was re-
moved due to appear the sickness after treatment), 10 mice were treated with Sestrin2 expressed adenovirus
method (overexpression group),and the remaining 10 mice served as the control group. On 20 d after treat-
ment end ,the atherosclerotic plaque related indicators: plaque area, minimal lumen diameter,lumen area,in-
terleukin-18 (IL-1B3), tumor necrosis factor-a ( TNF-a), interleukin-10 (IL-10), matrix metalloproteinase 8
(MMP 8),MMP12,MMP13,p-JNK and phosphorilation p-c-Jun expression levels were detected. Results The
lumen diameter and lumen area of the control group were larger than those of the silencing group (P<<0.05),
but lower than those of the overexpression group (P<Z0. 05). The plaque area of the silencing group was sig-
nificantly larger than that of the control group and the overexpression group (P<(0. 01) ,moreover the overex-

pression group was significantly smaller than that of the control group (P<C0.01). The levels of IL.-18 and
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TNF-a in the silencing group were significantly higher than those in the control group and the overexpression
group (P<C0.01),while the overexpression group was significantly lower than the control group (P<C0. 05).
The level of I1L.-10 in the silencing group was significantly lower than that in the control group and the overex-
pression group (P<C0.01),while the overexpression group was significantly higher than the control group (P
<C0. 01). The levels of MMP8,MMP12 and MMP13 in the silencing group were higher than those in the con-
trol group and the overexpression group (P <C0. 05), while the overexpression group was significantly lower
than the control group (P <C0. 01). The expression level of p-JNK protein in the overexpressed group was sig-
nificantly higher than that in the control group and the silencing group (P<C0.01),while the expression level
in the control group was higher than that in the silencing group (P <C0. 01). There was no statistically signifi-
cant difference in protein expression level of p-c-Jun among various groups (P >>0. 05). Conclusion Sestrin2

protein inhibits the atherosclerotic lesion process by regulating the expression levels of the factors such as

MMP and interleukin,thus may inhibit the atherosclerosis lesion process.
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BT IFEEE 5 min; QB 2 L R =9 A %
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81 RALESERE S 24 hATHS 2 . LR A
FRIE L3 41/ RS He A ) £ 1R PR 3R 20 . UL Bk 4L
AH1HRNRFEAHES 2 REH D EHORGE 6T
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£1 HEANRS NDARMDAEKELE (x+s,n=3)

1fit B #8 F5 (mmol /L) A 2 ND #H t P
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