320 Chinese Journal of Rehabilitation Medicine, Apr. 2008, Vol. 23, No.4

A wd o

SR R T D UG EEEL
P53 mRNA #ikR)EE{L

£

o4 5 A2 A H BER RWA B

5

G

1

£

#

ME BB, BRI S RN BUR SN PS3mRNA %k 19484k . 3% . BALB/C /N2 58 T 16Hz 75 JE
130dB W B RAEH 2h, 4300 EF 1.7 .14 .21 1 28d J& |, >R B4 24 32 19 7 16 46 /0N BT 5 19 PS3mRNA 23k 1 2l
Ax  BER . 130dB KRR i S XN P5S3mRNA 23k B W1 2 78 AH W) 75 R 90088 U B T Bl 25 7R FH v 8k
B V5 Y PS3mRNA (94438 BHE SR 7= W 2 0 8518, — & S8R GEE R i PS3mRNA 3Rk 0938 5 | 4878
oG 20 28 F) 45 F R Th R & AR 78k, S 30 DNA #1005, 4o a2 SR L X — 200 5 R A R B R 5 R I R) A O
P53mRNA 7ER A 3 B 4 R0 B i AR s AR,

FKEE  WGE BB, PS3mRNA
FE S %S . R332,R49 kiR AIES . A

X EHS ;1001-1242(2008)-04-0320-02

P53 mRNA expression in hippocampus of mice exposed to high intensity infrasound/MOU Xiang, YUAN
Hua, LI Ling, et al.// Chinese Journal of Rehabilitation Medicine, 2008, 23(4).320—321
Abstract Objective:To explore the change of P53mRNA in the hippocampus of mice exposed to infrasound of

high sound pressure.Method:BALB/C mice were exposed to infrasound of 16Hz 130dB for 2h everyday and lasted

for 1, 7, 14, 21 and 28d respectively. In situ hybridization was used to study the expression of P53mRNA in

hippocampus. Result: P53mRNA in hippocampus increased after exposed to 130 dB infrasound. Under the same

sound pressure level, PS3mRNA in hippocampus increased along with the increase of exposure time.Conclusion:

Hippocampus is sensitive to infrasound. By effects on P53 mRNA, infrasound may damage the brain. In the

meantime, P53 mRNA is an important factor for the brain injury caused by infrasound. The effects related to the

sound pressure level and exposure time of infrasound.
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