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Regulation of Morus alba polysaccharides on disturbance of intestinal flora in mice
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Abstract: Objective To study the regulation of Morus alba polysaccharides on disturbance of intestinal flora in mice. Methods
Models of disturbance of intestinal flora in mice were induced by lincomycin hydrochloride. Mice with disturbance of intestinal flora
were randomly divided into M. alba polysaccharides group, lactasin group, and model group. And other rats were selected as the
control group. The mice in the M. alba polysaccharides group were ig administered with 6.0 mg/mL M. alba polysaccharides 0.6 mL
(equivalent to dosage 0.144 mg/g), and those in lactasin group were ig administered with 5.5 mg/mL Lactasin Tablets 0.6 mL
(equivalent to dosage 0.132 mg/g). The animals were given drugs twice daily, and lasted for 7 d. Mice in model and control groups
were fed with water at the same time. DNA of intestinal flora was extracted from the fresh excrement of the mice. 16S DNA sequence
amplification was done, and the analysis was determined via denaturing gradient gel electrophoresis (DGGE) method. Strips of
samples were observed, the clustering analysis was carried out, and principal component analysis (PCA) method was used to analyze
structures of intestinal flora in mice. Results It could be observed from DGGE that the species of intestinal flora in mice obviously
increased after natural recovery, or treated by M. alba polysaccharides and lactasin. But there was still difference of the number of
intestinal flora in mice between these three groups and the control group. The intestinal flora could not completely resume to the
original level. The cluster analysis of these samples showed that control group was close to lactasin group, secondly M. alba
polysaccharides, and then natural recovery group. Flora community structure PCA results of control group were near to those of M.
alba polysaccharides and lactasin groups, however there were significant differences between model group and control group and
other group. Conclusion M. alba polysaccharides has regulatory effects on disturbance of intestinal flora in mice.
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Fig. 3 PCA analysis of microflora in samples
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