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Protective effect of cadmium poisoning mice liver
and kidney damage of the phragmites polysaccharide
WANG Zhen,YOU Qi-jia, YANG Jing-ya’, CHAO Ruo-yu

(Ocean Science Institution Research Institute, Shanghai Ocean University,

Shanghai Engineering Center for Processing and Storage of acquatic product, Shanghai 201306, China)

Abstract: Objective: To study the influence of the phragmites polysaccharide of cadmium poisoning in mice liver
and kidney damage. Methods: Through the establishment of the mouse model of cadmium poisoning,respectively,
to the high dose group of phragmites polysaccharide [480mg/(kg-d)], polysaccharide medium dose group
[240mg/(kg-d)],polysaccharides low dose group [120mg/(kg-d)],a total of intragastric adminstration for 20d.
Normal group and model group of normal mice fed normal drinking water. Observing characterization of changes
in weighing, paraffin slice with pathological morphological observation,detecting liver and kidney tissue content
of MDA,GSH,GSH —Px activity. Results:The phragmites polysaccharides of different concentrations had a
protective effect on mouse liver and kidney injury caused by cadmium poisoning. The high dose group of
phragmites polysaccharide had the most effective tissue damage in mice protective effect. Conclusion:
Phragmites polysaccharide had a protective effect on cadmium poisoning in mice liver and kidney damage.
Key words : phragmites polysaccharide;kidney and liver damage; protective effect
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Fig.1 The liver of control group mice
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Fig.2 The liver of model group mice
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Fig.3 The liver of high dose polysaccharide group
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Table 1  Liver coefficient and kidney coefficient

415 IEH AL BRI EZ IRl EZ Ll EZ LTkl
JFFIE 2 %k 0.04840.00497 0.05460.00426* 0.0489+0.00576%  0.0488+0.00510%*  0.0494+0.00496%**
P 2R 0.01330.00258 0.0153+0.00398* 0.01430.0190%*  0.0150+0.00257**  0.0154+0.00209%*

VI« % 5p<0.05; ## 3 5p<0.01; % 1~%3[H .

350 20135 21



@ésﬂﬁfﬁl

Thonwe

K4 %ﬁiﬁfﬂ?‘ﬂ%?ﬂd\lﬂ LLLEI’JE?HJL
Fig.4 The liver of medium dose polysaccharide group
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Fig.5 The liver of low dose polysaccharide group mice
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Fig.6 The kidney of control group mice
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Fig.7 The kidney of model group mice
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Fig.8 The kidney of high dose polysaccharide group
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Fig.9 The kidney of medium dose polysaccharide group
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Fig.10 The kidney of low dose polysaccharide group mice
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Table 2 The content of MDA, GSH and GSH-Px in the liver

ZH ) MDA GSH GSH-Px

ER4 31.201+8.547  16.308+1.191  22.615+0.361
R 64.413+11.503%  9.455+3.500%  16.725+1.667**
R 32.496+£11.255 15.395+3.241%  20.952+0.919%

13.620+£5.612%  19.316+0.644%*
12.186+1.916%* 18.115+0.423***

R 35.135+7.060%
RFIF4 37.440+8.405

s R 7Rp<0.001 .
%3 ENEAIZ P MDA GSH. GSH-Px[1) 5
Table 3 The content of MDA, GSH and GSH-Px in the kidney
415 MDA GSH GSH-PX

ESA 23.590+7.990 22.615+£0.361  23.680+2.459
BERIZ] 51.739+4.916%  16.725+1.667** 15.098+0.805%*
EAEY] 31.516+7.878  20.952+0.919  22.519+0.664

19.316+0.644* 19.487+1.858*
18.115+0.423* 18.480+0.481%*
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