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Abstract: Objective To investigate hyperoside through the nitric oxide synthase (NOS) / nitrogen oxide (NO) system regulate the
vascular endothelium and affect the atherosclerosis process. Methods ApoE" mice were fed with high-fat diet to reproduce the
atherosclerosis model. Drug intervention was given at the same time as the model for 12 weeks. The mouse growth was Monitored.
The contents of total cholesterol (TC), triglyceride (TG), high-density lipoprotein cholesterol (HDL-C) and low-density lipoprotein
cholesterol (LDL-C) in serum were detected by an automatic biochemical analyzer. The levels of malondialdehyde (MDA),
interleukin-6 (IL-6), NO, tumor necrosis factor-a (TNF-a) and endothelial nitric oxide synthase (eNOS) were measured by ELISA.
HE staining and Oil red O staining were used to observe the pathological changes and the lipid deposition in the thoracic aorta of
mice. Western blotting was used to detect the expressions of poly ADP-ribose polymerase 1 (PARP1), arginase II (ARG2), eNOS
and inducible nitric oxide synthase (iNOS) proteins in aorta. Results Compared with model group, hyperoside significantly inhibited

the weight gain of mice (P < 0.05 or 0.01). Hyperoside significantly reduced the levels of LDL-C, MDA and IL-6 in mouse serum,
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and increase the levels of NO and eNOS (P < 0.05 or 0.01). Hyperoside could reduce the plaque area (P < 0.05 or 0.01) and improve

the lipid deposition in rat aortic lumen. Hyperoside significantly down-regulated the expression of PARP1, ARG2, and iNOS in

mouse aortic tissue, and up-regulated the expression of eNOS (P < 0.05). Conclusion Hyperoside can slow down the pathological

process of atherosclerosis. It may be achieved by decreasing LDL-C level, affecting NOS activity, regulating NO synthesis and

improving vascular endothelial function.
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Fig. 1 Effects of hyperoside on weight of ApoE-mice (x+s,n=12)
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SEARABIT 5.2 14.09+0.78" 27.67+3.34" 452.86+12.41 16.41+£2.28"* 23.64+4.28"
SxHB4LE " P<<0.05 “P<<0.01; SR ELEL#P<<0.05 #P<0.01
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Fig. 2 Effect of hyperoside on HE staining (40x) results of thoracic aorta tissue in ApoE” mice (;:Es,n=12)
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Fig. 4 Effect of hyperoside on PARP1, ARG2, eNOS, iNOS protein expression in thoracic aorta tissue of ApoE™ mice(xs,
n=12)
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