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Abstract BACKGROUND & AIM: To study the effect of lead acetate on the apoptosisand | 41 3% (= KL
the expression of fos, jun, P53 and NOS and to provide some scientific basis for further b RTIR fd <Y, M. T
delineation of the neurotoxic mechanisms of lead. MATERIAL AND METHODS: Matureand |7, fostipd, jundfi” [ 406 wis
healthy Sprague-Dawley rats were randomly divided into four groups. Lead acetate was injected | v 5 #4565
intraperitoneally. The determination of apoptosis in hippocampus and cerebral cortex wasmade | - oot A 5= i) 48

by terminal-deoxynucleotidyl transferase mediated d-UTP nick and labeling(TUNEL). The
expression of fos, jun, P53 genes and NNOS, iNOS in hippocampus and cerebral cortex were
measured by using immunohistochemical method. RESULTS: (D TUNEL showed that |ead
acetate induced apoptosis of cells from hippocampus, cerebral cortex in every treatment group
(P<0.05), and there was a significant dose-response relationship.2) The expression of fos, jun,
P53 and iINOS increased in neura cells from hippocampus, cerebral cortex in every lead acetate
treatment group compared with the control.(3) The expression of NNOS significantly increased in
hippocampus in every treatment group compared with the control.However the expression of
NNOS in cerebral cortex showed no significant difference between the treatment groups and the
control group.@ Correlation analysis demonstrated that apoptosis correlated positively with the
expression of fos, jun, P53 and iINOS. CONCLUSION: The overexpression of P53, which was
caused by damage of DNA elicited by the excessive amount of NO from the overexpression of
NOS, induced apoptosis of neural cells. Lead acetate also induced the prolonged expression of
fos and jun which may initiate the expression of P53 followed by apoptosis of neura cells.
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