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Experimental study on renal toxicity induced by cis-platinum
11 Ge-xin'y YAO Shu-jie3 1U Chun-wei', JIN Yaping', SUN Gui-fan'

(1. School of Public Health, China Medical University. Shenyang 110001, China; 2. Liaoning Electric Power Company,
Section of Health Administration, ~ Shenyang 110000, China)

Abstract: The cis platinum was intrapertoneally administered to Kunming male mice weighed 28 to 30 grams consecutively for five
days to observe toxic effects induced by different doses of cis platinum and outcomes after withdrawal of cis-platinum. The results showed
that body weight reduced in cis-platinum-treated mice with abnormal kidney coefficient and renal injury indexs in a dose-depedent
patern. Obvious damage in the kidney of mice could be induced after administration of cis platinum for 5 days consecutively at doses
ranging from 3. 0 to 4 0 mg/ kg of body weight. Toxic lesion due to cis platinum could be recovered slowly after its withdrawal.
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