12 B3 M T E % ARILA LR E Vol. 12 No. 3
2010 4£3 H Chin J Contemp Pediatr Mar. 2010

W - SLIiEsT

JCBE R A b B AC K% I If Bl B )2
LEEYW S AL R A
BE O H® IWME 2@ FHF LRE%
(P kFhE—ERILE, Bd ki 410011)
[# ZE] BHM IRILEHRERGRE T ERZMHEI0RIEE R UM R Z K (glucocorticoid receptor, GR)

s, ik LURRER IR G ﬁjtﬂuEZF’TFP 2 TCTCHE T 1 S AR e D AT AR o B 97 6 d Bz R iz

TR R4 BES3 S AE
BRI SEE IR A O

AN AL TCEE I ANR A . M erE Bid 2 PPk i E 3 h, SR 5 R B IE % DMEM
LG 1 d.7 d K12 d B AR5 R RS2t e & PCR I & & KRR 20

ZOUTHEAMIINEAL BES GR IR b, SR N M2 Tk A BOCHEBI 5 12 d 15k 4] CR EEH %

BB BRI T R (P <0.01) 5 SEHTE

it PCR AZBICHESIIG 1 d\7 d BRZ1GR mRNAZ A0 IR 0 25 1

(P<0.05). #&it  JCBRANNEAMBAL AT LAYE 5 & 7 Fh KRR Z M 20 GR ZR IR

[%
[FE

2
B 5%

iAl ]

§5] R-33 [3CEkARIRAE] A

W R B 52 A 2800 5 865 i B
[

BERS]

[FFEI%i’r%JLﬂmu,ZOIO 12(3) :211 -214]

1008 -8830(2010)03 - 0211 —04

Effect of magnesium-free on glucocorticoid receptor expression in primary cultured
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Abstract: Objective

: 2
neurons exposed to transient Mg

" -free treatment. Methods

To study the changes of glucocorticoid receptor ( GR) expression in embryonic rat cortical

Six days after rat cortical neuronal cultures, two groups were

created based on the medium to which were transiently exposed. The control group was exposed to a physiological solution

(PS),

and the Mg’ " -free group was exposed to the same medium as the control group except for the removal of

magnesium. The expression of GR mRNA and protein was determined by real-time PCR and immunocytochemistry staining

1,7 and 12 days after transient Mg’ * -free treatment.

Results

Compared to the control group, the Mg’* -free group

displayed the significantly less accumulated optical density (AOD) of GR immunoreactivity 12 days after transient Mg’ " -

free treatment (P <0.05).
Mgz +

induced injury in cultured developing neurons in rats.

~free treatment in the Mg’
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On the contrary, GR mRNA expression increased significantly 1 and 7 days after transient
*free group (P <0.05). Conclusions

GR expression is modified following Mg-free-
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