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[ ABSTRACT | Aim  Based on the mTOR/ULK1 autophagy signaling pathway to discuss the mechanism of
gypenoside improving aorta lipid deposition of ApoE ™" mice. Methods 30 healthy ApoE™" mice were randomly divid-
ed into the model control group and the gypenoside group, and the simvastatin group, 10 mice in each group. 10 C57bL/
6] mice were used as the normal control group. The model control group, the gypenoside group and the simvastatin group
were fed with high-fat diet for 4 weeks. The gypenoside group and simvastatin group were treated with gypenoside
2.973 g/ (kg - d) and simvastatin 2.275 mg/ (kg + d) by gastrogavage for 8 weeks, respectively. The normal control
group and the model control group were given by gastrogavage with the normal saline of the same volume. The formation of
atherosclerotic plaque of the mice was detected by HE staining, and the blood lipid level was detected by the fully automatic
biochemical analyser. The expressions of ULK1, Beclinl, L.C3 and p-mTOR proteins were dectected by the Western blot.
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Results Compared with normal control group, in the model control group, TG, TC and LDLC were significantly increased
(P<0.05), HDLC was significantly decreased ( P<0.05), large atheromatous plaques could be seen in aortic canal,
ULK1, Beclinl and LC3 were significantly decreased ( P<0.01), p-mTOR was significantly increased (P<0.01). Com-
pared with the model control group, in the gypenoside group and the simvastatin group, TG, TC and LDLC were signifi-
cantly decreased ( P<0.05), HDLC was significantly increased (P<0.05), atheromatous plaques in aortic canal were sig-

nificantly decreased, ULK1, Beclinl and L.C3 were significantly increased ( P<0.01), p-mTOR was significantly decreased

(P<0.01 or P<0.05). Conclusion

atherosclerosis possibly through regulating the autophagy.
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Table 1. Comparison of serum TG, TC, LDLC and HDLC levels in each group(x+s, mmol/L, n=10)

a5 TG TC LDLC HDLC

E# A 1.14£0.07 3.09+0.24 0.69+0.08 1.02+0.07
PR %o} e 21 3.39+0.11° 18.60+0.40" 2.54+0.06" 0.66+0.07"
FARAMTT 20 1.70£0.09" 9.36+0.60" 1.13£0.07" 0.83+0.06
L S 2.18+0.08™ 11.62+0.26™ 1.27+0.09" 0.76+0.05"
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Figure 1. HE staining of aortic root paraffin sections(400x)
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Figure 2. Expression of ULK1 and Beclinl mRNA in mouse aorta
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Figure 3. Expression of LC3, p-mTOR, ULKI1 and Beclinl proteins in mouse aorta
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