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Effects of lead acetate on spermiogenesis in mice
ZHANG Yu min MA Ming-yue, CUIl Jinshan
( Department of Toxi cobgy, Shenyang Medical College, Shenyang 110034, China)

Abstract Mice were continuously given lead acetate at doses of 10 mg/ ke, 20 mg/ kg and 40 mg/ kg respectively, once a day for 5
days by gavage, and count, motilitys deformity of the sperm and chromosome aberration of primary spematocyte were detemmined. Result
showed that count of sperm number of sperm moving straightly and its viability decreased with increase of doses of lead acetate in the mice
exposed to 20 mg/ kg or over of lead acetate, while count of inactive spemm, deformity of spemm and chomosome aberration rate of primary
spematocyte increased with increase of doses of lead acetate all significantly different from those in the contwl group (P<<0 05 or P<<
0. 01, in a dose-response relationship with 7=—0. 7866, —0.894 9 — 0. 80 2 0. 780 % 0. 538 1 and 0. 493 2 respectively (P<0. 0
or P<<0. 05). Tt indicated that exposure to lead acetate at a dose of 20mg kg or above by gavage could damage spemiogenesis in mice.
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Effects of profenofos on LPO level and NO concentration in brain of rabbits
LN Li ZHANG Qiangg ZHANG Chun-zhi SUI Gui-ying
(Institute for Occupational Health and Environmental Medicine, Jining Medical College, Jining 272013, China)

Abstract: Rabbits were devided into two exposed groups with various doses of profenofos. The activities of GSH-Px, SOD and the

concentrations of Vit E; NO in rabbit brains of both groups were measured before poisoning and 5th day, 10 th day after poisoning.
Result showed that the activities of GSH-Px and SOD were increased while the concentrations of Vit E and NO were decreased signifi-
cantly than those before poisoning and control group (P< 0. 05, P<<0 01). Profendfos could enhance IPO and the reduced produc-

tion of NO in brain  which might be one of mechanisms of brain impaiment function induced by profenofos poisoning.
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