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Study on the reproductive toxicity of benzene in male mice
JIANG Junmrkang, WENG Shi-jun
(Department of Public Health, Nantong Medical College, Nantong 226001,  China)

Abstract: Objective To explore the reproductive toxicity of benzene in male mice. Method By static inhalation the spem
deformity and pathological changes of testis were observed in male mice exposed to benzene at different concentrations (400. 2 000.
10 000 mg/ m®). Result The rates of spemn deformity of exposed groups were significantly higher than that of negative contwl, and
the higher the expose concentration of benzene, the higher the mrate of sperm deformity. Various stage spermatogenic cells in testis
reduced, the interstitial cells were also sparse structurally with the increase of benzene concentration. and these damages were hard to
recover within a certain time after exposure. Conclusion High concentrations of benzene may lead to a definite pathological damage in
testicle cell.
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Effects of glyoxal on the serum level of lipid peroxide and activity of superoxide dismutase in mice
ZHAO Su', JIN Huan-mng, WANG Remrqun', WANG Can', GUAN Wei®
(1. Department of Occupational Health, Shenyang Medical College, Shenyang 110034, China; 2. Shenyang Center for
Disease Control and Prevention, Shenyang 110031,  China)

Abstract: Objective To study the possible mechanism of glyoxal poisoning in mice. Method Forty mice were divided into trial
and control groups. Mice in tial group were exposed to varied doses of glyoxal 1 29 mmol/ kg, 2 58 mmol/ kg and 5. 16 mmol/ kg
respectively, by intraperitoneal injection once daily for 30 days. Semm and tissue levels of malonyl dialdehyde (MDA) were measured
with thiobarbiturate colorimetry and activity of superoxide dismutase (SOD) in the whole blood and tissues were measured with xanthine
oxidase method. Result level of MDA in the kidney of the mice exposed to high-dose-glyoxal increased significantly than that in the
control mice. There was no significant difference in the other indicators measured between the exposed and control mice. Also, there
was no significant difference in activity of SOD in the whole blood; liver and kidney between the exposed and contol mice. Conclusion

Glyoxal could increase content of MDA in the kidney of mice exposed to glyoxal, suggesting it could cause oxidative injury in renal
tissue of mice.
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