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Effect of oat glucan on vascular endothelial active substances and
inflammatory response markers in hypercholesterolemic rats
Ning Hongzhen, Wang Sibo, Liu Yingli, Li Qingzhao, Tang Yongmei,
Zhou Ruihua, Gu Quan, Gao Jingrun
(School of Public Health, Hebei United University, Coal Health and Safety Lab of Hebei Province,
Hebei Tangshan 063000, China)

Abstract; Objective To observe the effects of oats glucan on vascular endothelial active substances and inflammatory
markers (CRP) in hypercholesterolemic rats. Methods Male SD rats were randomly divided into normal group (11 rats)
administered with distilled water and high cholesterol group (33 rats) fed with high fat diet for 4 weeks. It was applied as
an indicator for the success of inducing hypercholesterolemic model when the levels of fasting serum total cholesterol (TC)
in the high cholesterol group was significantly higher than the control group. The hypercholesterolemic rats were regarded as
the model group and then divided into three subgroups, high cholesterol control group and two oat glucan groups fed with
different doses of oat glucan [500 and 1 000 mg/ (kg + d) ]. The rats in control groups were given water, and the rats in
oar glucan groups were fed with oat glucan for another 6 weeks. Vascular endothelial function indexes, including nitric
oxide (NO), endothelium (ET-1), thromboxane A2 (TXA,), and inflammatory marker C-reactive protein ( CRP) were
tested. Results  The levels of NO were increased and the levels of ET-land TXA, were decreased in the oat glucan
groups compared with the high cholesterol control group, and the levels of CRP was decreased with higher dose of oat
glucan. Conclusion  There might have some effects of oat glucan on improving the vascular endothelial function,
inhibiting platelet aggregation, reducing inflammatory response and protecting vascular endothelial cells.
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Table 1 ~ Serum NO and plasma ET-1 in rats(x £s)
245 ML W HME (mg/kg BW) n NO( pmol/L) ET-1(pg/ml)
1o AR [ X R 0 11 40.92 +10.24 45.60 +3.36
JHE 22 7] TR WA ) 4L 500 10 65.85 +5.452 36.68 £2. 692
36 22 7] TR Wl e ) R 4L 1000 11 84.58 +9.502 32.12 3. 068

TE " 5 I B R L4, P < 0.05,
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Table 2 Plasma TXA, and serum CRP in rats(x +s)

2150 e A B HE (mg/kg BW) n TXA, (pg/ml) CRP(mg/L)
e L [T %o R 2 0 11 2768.29 +283.02 4.29 0. 66
THE 27 70 MR ) 4 4 500 10 2145.41 +477.974 4.03 +0.79
FHE 27 7 W ) 1000 11 1958. 52 +590. 442 3.46 0. 254

TE " 5 e I S R L #, P < 0. 05,
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