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Effects on Lipid Peroxidation and Antioxidants of Paraquat
in the Liver of Senescence-Accelerated Mouse(SAM)
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Abstract

This research employed a senescence-accelerated mouse(SAM) to explore the possibility
that differences exist among the major antioxidants, lipid peroxidation in terms of ability to
protect such animal treated with paraquat(PQ). To assess the antioxidants function and lipid
peroxidation after treatment PQ, SAM-R/1 and SAM-P/8 were administered with
PQ(200ppm/Kg) orally. The toxicity of PQ on SAM was determined as a bioassays of SOD,
catalase and lipid peroxidation in the mouse liver.

The data show that the SOD  activity was induced by paraquat treatment in both
SAM-R/1 and SAM-P/3. The catalase activity of SAM-R/1 and SAM-P/8 was increased by
additional PQ. too. The degree of lipid peroxidation was increased with PQ treatment. This
means that SOD rather than catalase may protect against oxygen radical toxicity.

Finally, over data lead to the toxicity of PQ and its function may effect to the antioxidants
including SOD, catalase and lipid peroxidation in both SAM R/1 and SAM- P/&.
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Table 1. Effects of treatment of paraquat on SOD, catalase and MDA between SAM-R/1 and
SAM-P/8.
Experimental SOD(Units/mg) Catalase MDA
group MnSOD CuZnSOD total SOD (Units/mg) (nmol/g)
SAM-R/1
control 45%0.1 36.370.3 4082714 20.31+0.2 212.3+04
PQ 9.1:+05" 397403 48741712 B2+06 5972402
SAM-P/8
control 327%03 12.3+0.2 155105 124+06 302.3103
PQ 76+04 156+0.3 232507 14.3%03 | 3592402

Values are means +S.D.(N-5).
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Fig. 1. The changes in superoxide dismutase ac
tivitles in mouse liver after treatment
with PQ.

1, SAM-R/1 control; 2, SAM- R/l + PQ.
3, SAM-P/8 control . 4, SAM- P/8 + PQ:
[, MnSOD; 74, CuZnSOD; B, total SOD. *,
p<0.05 against controls.
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Fig. 2. The changes in catalase activities In
mouse liver after treatment with PQ.
1, SAM-R/1 control ; 2, SAM-R/1 + PQ:
3, SAM-P/8 control ; 4, SAM-P/8 + PQ.
* < 0.05 against controls.
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Fig. 3. The changes in lipid peroxidation value

in mouse liver after treatment with PQ.
1, SAM- R/1 control . 2, SAM-R/1 + PQ:
3, SAM-P/8 control 4, SAM-P/8 + PQ.
* p <0.05 against controls.
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