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Study the Function of Red Bean (Vigna angularis ) or Mung Bean (Vigna radiata ) Nutritional Powder
with Low Glycemic Index
XIAO Ping"?, LIU Xin—yue', WANG Xue', WANG Bu-jiang"?, WANG Cong', LIU Jin—fu"*"
(1. College of Food Science and Bioengineering, Tianjin Agricultural University, Tianjin 300392, China;
2.Tianjin Engineering and Technology Research Center of Agricultural Products Processing,
Tianjin 300392, China)
Abstract: The effects of red bean or mung bean nutritional powder with low glycemic index on glycolipid
metabolism, protein digestibility, oxidative stress, intestinal microorganism and short—chain fatty acids were
investigated. The adult male Kunming mice were randomly divided into control group, red bean group, mung
bean group, model group, model red bean group and model mung bean group. The results showed that the
nutritional powder could improved glucose tolerance, and also could significantly enhanced the T-AOC ability
(p<0.01), increased SOD(p<0.01) and GSH-Px(p<0.05), and the MDA level in serum of the red bean group,
mung bean group, model red bean group and model mung bean group were significantly reduced(p<0.01). The
Lactobacillus , SCFAs(p<0.01) and protein digestibility were increased after intervention. These results suggested
that the red bean or mung bean nutritional powder not only could meet the nutritional needs, but also could alleviate
the development of chronic diseases which through regulate the oxidative stress level and intestinal microecology.
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Table 1 Nutrition components of mixing powder
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Fig.1 Determination of glucose tolerance in each group mice
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Fig.2 The effect on AUG of glucose tolerance in each group mice
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Table 2 Determination of TG,TC,LDL,HDL of mice

L TG/ TC/ HDL/ LDL/
= (mmol/L.) (mmol/L) (mmol/L,) (mmol/L,)
=HA 1.69+0.73  5.339+1.15 1.768+0.40 0.166+0.07
54 1.413+£0.70  6.776+2.25 2.164+0.47 0.155+0.06

1.192+0.52  5.279+2.44 1.852+0.55 0.334x0.27
1.223+0.39  7.765+1.28 2.478+0.27 0.456+0.10
1.132+0.46  8.071+1.49 2.238+0.24  0.430+0.07
1.354+0.57 6.778+1.36  2.115+0.43  0.391+0.03
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Fig.3 Digestive rate of protein in three feeds
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Fig.7 Determination of SOD in serum
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Table 3 Linear range, linear equation, correlation coefficient

of SCFAs
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Fig.11 Determination of SCFAs in fecal
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