I AR AR SEAF ISSN: 1004-616x CN:44-1063/R 2003; 15(4) :209-211

W

IS4
o

B T K Bt 1 AR T ) 5 R A H R PB 33k IR 3R Ik 5 W 1) T 5T
R, M FL iR k2
LAFAEN B, Wk AZRE 050011;  20mdbBERIRZ, Wit AXRE

WA F 3 2003-2-24 1481 H 3] 2003-5-15 F48h A& A H 39

050011

TGEL e BRI S AL, XSRS U 40 M T 0 PSR e R AT
THEFE.  Jrik: BURFESDAR, 4165, Jerigiil& /425, 50. 100 mgkg, #ELEG5d, 2T ki

VAR A el T Dl = 1 A R ) = (VA A R W O/ S = 1 P DR Vo N v e v L 1 R 2
AN TTE S I EED .. Y ZHLPPS3ME NS E. 4% BFEARRED. LZEHALHT-HREEY]
S, BFEETXRA, G REFMAERN R KENAZUEE . KZPS3RE MM R w20, &
A T Ea RS S M S A T S PE3RIRIE R IEA K. S BERETTTLUE R KRE)ZE . L4000
IR, H57HE R IEASE; B DR RRE D B2 hP s3I FIRIE, JHA B ITFRIFE Kk v o%

/E\, FERPEIM REVE N RER T-2 SE P M A REHUE N SEEE; SREMPS3AsAT IR, Hedlll
T,

R IR Y KR fpgemgdE; P, PS3JEMHA

STUDIES ON THE APOPTOSIS AND THE EXPRESSION OF
p53 BY LEAD IN RAT BRAIN

AN Lan - minl, YANG Junl,XU Bing2

1.Health and anti- epidemic station of Shijiazhuang, Shijiazhuang, 050011
China; 2.Hebei Medical University,

Abstract Purpose: To provide some scientific basis for the revealment of neurotoxic
mechanism of lead ,The present study was undertake to the effect of lead acetate on the
apoptosis and the expression of P53. Methods. Mature and health Sprague- Dawley rats were
divided into four groups randomly, six ratsin every group. Lead acetate was given at the dosage
of 25,50,100 mg/kg through ip for 5 days, respectively . The determination of apoptosisin
hippocampus and cerebral cortex was made by terminal- deoxynucleotidyl transferase mediated
d- UTP nick and labeling(TUNEL). The expression of P53 genesin hippocampus and cerebral

cortex was observed by using immuno- histochemical method . Results: The results of TUNEL
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showed that lead acetate induced apoptosis f cells from hippocampus, cerebral cortex in every
treatment group (P < 0.05), and there was a significant dose- response relationship.The
expression of P53 increased in neural cells from hippocampus, cerebral cortex in every lead
acetate treatment group compared with the control , and there was a significant dose- response
relationship. Correlation analysis demonstrated that the apoptosis were positively correlated with
the expression of P53. Conclusion: Lead may elicit apoptosis of rat neural cells from
hippocampus, cerebral cortex , and the apoptosis was positive correlative with the lead dosage.
Lead acetate may promote the expression of P53 genes,  and there was a good dose- response
relationship.  The results above suggested that P53 as a regular factor of apoptosis, may
participate in the neurotoxical damaging to the central nervous system by lead. The
overexpression of P53 induced the apoptosis of neural cells. Lead acetate may initiate the
expression of P53 followed by he apoptosis of neural cells.
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