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Effect of 4, 4-methylene- (2-ortho-dichloroaniline) (MOCA )on immune function of mice
SONG Chun-hua', XU Fang’ ZHEN Tie-mei, MENG Qing-yu'
(1. Department of Health Management, Medical School, Dalian University, Dalian 116622,
Center for Disease Prevention and Control, Dalian 116021, China)
Abstract: Objective To study the effect of 4 4 methylene- (2-ortho-dichloroaniline) (MOCA) on immune function in mice.
Method BARB/ C mice (18—22 grams) were divided into six gooups each with 12 mice Chalf males and half females). Four
groups of mice were intraperitoneally exposed to 0. 01 mg/ kg, 0 1 mg/ kg 0 2 mg/kg and 1 0 mg/ kg of MOCA daily for 7 days
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respectively, with other two groups of mice as control. Their humoral mmunity, cellular immunity, nonspecific immune function and

viscera coefficient of immune organs (weight matio) were all measured after exposure. Result  Plaque foming cells (PFC),
phagocytic index and percentage of macrophages were all lower in the exposed mice than those in the contwls (P<ZQ 05 and< 0. 01).
Conclusion MOCA can inhibit their humoral immunity and nonspecific immunity in mice.
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Effects of nickel sulfate on nitric oxide and nitric oxide synthase in brain tissues of rats
SUN Ying-biao, ZHU Yu zhen

(School of Public Health, Larzhou Medical College, Lanzhou 730000, China)

Abstract: Nickel sulfate was injected intraperitoneally for nommal Wistar rats with sexual maturation at varied doses of 1 25 mg/
kg, 2 50 mg/ kg and 5. 00 mg/ kg daily for two weeks. Brain homogenate of the rats was prepared. Content of nickel in brain tissues
was assessed with atomic absorption spectrophotometry, and activity of nitric oxide synthase (NOS) and content of nitic oxide (NO)
were examined by enzyme assay. Results showed that contents of nickel and NO in the brain tissues increased and activity of NOS
boosted up significantly in the rats exposed to nickel sulfate. All these indicate that excessive exposure to nickel sulfate, which can
permeate thwugh the blood-brain barer and accumulate in the brain tissues can cause over-synthesis of NO and increase activity of
NOS in the brain tissues of the rats so as to damage their ceniral newous system.
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