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The influence of acute lead exposure on the expression of CREB, c-FOS in rat hippocampus”
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Abstract: Objective  To explore the influence of acute lead exposure on the expression of cAMP response element binding pro-
tein(CREB) ,c-FOS in Ca®" /CaM-Camk [[ transduction pathways downstream effectors in rat hippocampus. Methods Rat hippo-
campus was cut into 350 pm brain slices and placed in artificial cerebrospinal fluid(ACSF) solution for 2 h,then were divided into
four groups.control group(the ACSF solution) ,activator groups( ACSF solution containing glutamate) .inhibitor group(with KN-93
of the ACSF solution) ,lead-exposed group( ACSF solution containing glutamate and lead acetate). After 30 min, brain slices were
collected, then we used the Western blot to detect the expression of CREB, c-FOS in every groups. Results The total amount of
CREB, ¢-FOS expression showed no significant difference. Compared with the control group,the expression of CREB, c-FOS in acti-
vator group was significantly enhanced, while that in inhibitor group and lead-exposed group was significantly reduced. Conclusion
The impact of acute lead poisoning on Ca** /CaM-CaMK [ signal transduction pathway might be possible to inhibit the activities of
CREB, c¢-FOS in Ca’" /CaM-Camk [ transduction pathways downstream effectors and adjust its downstream signal resulting in im-
pairment of study and memory.
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