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Tab 1. Blood and hippocampus lead concentration
in mice
Acetic lead/ Blood lead/ Hippocampus lead/
mmol - 1.7 ! mg-L~! pgrg™!
0 0.05+0.02 0.10+£0.05
2.4 0.27+0.06" " 1.97+0.55"
4.8 0.86+0.17" " 10.20+£1.61" "
9.6 1.42+0.32" " 14.11£2.53 *~

Acetic lead in drinking water was given for 6 weeks. Lead concen-
tration was determined by graphite furnance atomic absorption spec-
trometry at the end of lead exposure. ¥ £+ s, n=10. " " P<
0.01, compared with control group.
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Fig 1. Ca’*-calmodulin dependent protein kinase I[
(CaMK Il ) mRNA expression in mouse hippocampus
detected by reverse transcription-polymerase chain

reaction. The lead exposure was the same as described in Tab 1.
M: Marker.
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Effect of lead exposure on expression of Ca**-calmodulin
dependent protein kinase I in mice

WEN Tao, SUN Li-Guang” , ZONG Zhi-Hong, XING Wei, LIU Su-Yuan

( Department of Biochemistry , Basic Medical College, China Medical University, Shenyang

Abstract: AIM To explore the effect of chronic
lead contaminant on learning and memory by de-
tecting Ca®* -calmodulin dependent protein kinase
[[ (CaMK [I ) mRNA in hippocampus of mice.
METHODS Newborn mice were given acetic
lead in drinking water for 6 weeks. RT-PCR was
used to observe the expression of CaMK [| mRNA
RESULTS
CaMK ][ in hippocampus was inhibited by acetic

in hippocampus. Expression of

lead exposure in dose-dependent manner. The

expression in 2.4, 4.8 and 9.6 mmol* L~ " acetic

110001, China)

lead groups was 83.6% , 61.5% and 36.7%,
respectively,  compared with  control  group
(100% ). CONCLUSION Lead exposure can
induce decrement of CaMK [| gene expression in
hippocampus .
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