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Rice bran polysaccharides prevent DSS-induced colitis through

MAPK signaling pathway in mice
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Abstract: To assess the anti-inflammatory function and possible
molecular mechanism of rice bran polysaccharide (RBP), DSS-in-
duced colitis model was used in ICR mice. Pathological changes
and gene expression were analyzed by histopathological analysis,
RT-qPCR and Western blotting among of different experiment
groups. The results showed that 500 mg/kg/day RBP could sig-
nificantly improve the health status of mice and reduced colonic
inflammation. RBP reduced the disease active index (DAI) score
of DSS-induced mice and alleviated the damage of pathological tis-
sue, with the improvement of the inflammation-related biochemi-
cal indicators. qRT-PCR analysis showed that RBP could decrease
the mRNA expression level of inflammatory factors, including
TNFa, IL-18, Cox-2 and iNOS in colon tissues. Western blotting
analysis further confirmed the efficacy of RBP inhibiting the ex-
pression level of inflammatory factor protein. Moreover, RBP
could also inhibit MAPK signaling pathway. The results
suggested that RBP had anti-inflammatory effect, and its molecu-
lar mechanism might be related to down-regulating the expression
of inflammatory factors via inhibiting MAPK signaling pathway.
rice bran; polysaccharide; inflammation; inflammato-
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A5 .
1 #5054
1.1 Rz

ANELR T ICR ZNELL 2 8 JA %, Bicim o 60 HL Bl AL
G3R 3 4 2 ME A A5 AR TS [E O 30.0~34.5 g, i M
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S G R BE BRI R B 60 mg /N ERUE T A
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100 pL I8 FEAS IR WA 100 pL =& AL HL .50 pL fi#
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8 /N A G s TV 1Y) PBS ¥ 3 v, B 85 1T
129 1 em M/NBEE5 I 4143, F 10 %6 P 48 R S bR %S TR
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) & d B T HR A U R R B RNAL 1.2 % 35 IR B8 0 0 R 3k
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Figure 1  Effects of rice bran polysaccharide on health status of mice
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Figure 2 Effects of rice bran polysaccharide on colon

and spleen of mice
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Figure 3  Effects of rice bran polysaccharide on the

damage of colonic tissues in mice
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DSS #5519/ S &5 7 41 21 h MDA 1 35 & 1 35 3% 4, 0%
T 371 A ORAEZ R 2 Ml MDA & B3 . T
A 33,400, WL 3Cb) o W3 X /0N B2 M 154 A0 1) A L 3R
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Figure 4 Effects of rice bran polysaccharide on the path-
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Figure 5

in colonic tissues of mice

Effect of rice bran polysaccharide on the mRNA expressions of inflammatory factors
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2 B8 X 45 W R RE AL AR P 4R T AT BE 5 082> TNFa 35k
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Figure 6 Effect of rice bran polysaccharide on the

protein expressions of inflammatory factors

in colonic tissues of mice
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signaling pathway in colonic tissues of mice
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