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#OE: HOY K & s 1 i 3545 (hypoxic-ischemic brain damage, HIBD ) J&§ Foxgl 3 PRl A& fixi Bz it i o2 4k [N
(Foxp2, ER81, Otxl, Foxpl, RORB,Reelin) a4k, ik KA Rice MiIfEH A Bl HIBD shig iRl (8 FARALE R
XFRRZ, AR G565 3.7 .14 28 .56 d HUG MR 3k . 2 i RT-PCR Kl 45 FE K Rk K. 854 HIBD J5 Foxgl K
FEBIKEAAZ 3 d BT IRAHAIE (P <0.05) ,14 .56 d Fik K35 0F B4 55 (P <0.05) ; Reelin £L[H K KEFEARSG 7 d
1228 d YN HRAL 75 (P <0.05) ;Foxp2 JERTE 7,14 .56 d ik AT AL = (P 3 <0.05) . Owx-1 FEHEFERF 7,14,
28 .56 d FiRIKF- 1430} BRZH = (P 35 <0.05) AL 53T RRZ Otx-1 AR B TR % RORB  Foxpl \ER81 Fikita#
MAREH . 4518 HIBD )5 Foxgl \Reelin }¢ Foxp2 kK2 EFH#E#, Ol 2 N iH##% , RORB Foxpl \ER81 Fiki#
WARREH RE , Foxgl Je K F kA8 105 MG 83 405 )5 K4t 1) B Br e & B BARMLIAE ik — 25T .
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Expressions of Foxgl and other specified genes of cerebral cortex in neonatal rat af-

ter hypoxic ischemic brain injury

ZHENG Yi, YU Jia-lin, LI Lu-quan, HU Lin-yan, ZHANG Xian-hong, DENG Bing (Department of Neonatology, Children’ s
Hospital, Chongqing Medical University, Chongqing 400014, China)

Abstract. Objective To observe the alteration of Foxgl, Foxp2, ER81, Oixl, Foxpl, RORB, Reelin
genes expressing in cerebral cortex in neonatal rat during hypoxic ischemic brain injury ( HIBD). Methods
The HIBD model was established according to Rice method. The expression of each gene in the right cerebral
hemisphere was examined by semi-quantitative RT-PCR on 3™, 7", 14" 28" and 56" day respectively.
Results Compared with the control group, the expression level of Foxgl in HIBD group was lower on 3" day,
higher on 7" and 28" day (P <0.05), that of Reelin was higher on 3", 14" and 56" day (P <0.05) , that of
Foxp2 was higher on 7", 14" and 56" day (P <0.05) , and that of Otx-1 was higher on 7", 14", 28"and 56"
day (P <0.05). The expression level of Otx-1 was down-regulated in both HIBD and control groups, whereas
the expressions of RORB, Foxpl and ER81 in this experiment were difficult to determine. Conclusion The
expression levels of Foxgl, Reelin and Foxp2 were up-regulated, but the expression level of Otx1 was down-reg-
ulated, while the alteration tendency of RORB, Foxpl and ER81 were unclear in this experiment. The relation-
ship between Foxgl gene and repair of brain structure will be explored in future.
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BER2EL G sh O BEIEAFR . TaKaRa RNA PCR Kit(AMV)
Ver.3.0 RT-PCR 7 & K514 (3% 1) W B KiEFAEYHERLS
F],RNA/DNA [R5 7008 3 LRy TRARA A,
PCR S5 B AR I ASHI 5 45 Ry A 0 S 38 2 43t

&1 RT-PCR A5

HH 5191(5"~3") 7Y

Foxgl IE X : ACTTTGAGTTACAACGGGACCACG 282 bp
Jz X : AAAGTAACTGGTCTGGCCCGC

Reelin  1F X : ATACGTGGATCCCTGTATCTACTTGCTGTGTTGC 342 bp
JZ X : ATACGTCTAGACAAGTCACTTTGTTACCACAG

RORB  IE X :GATTTATTTTGCACTGCAACATGTG 96 bp
JZ X : ACTGCCGTGATAGTTGGTATCTTG

Foxpl  1E X :GCAGCAGCTCTGGAAAGAAG 501 bp
JZ X : GCAGACTTGGAGAGGGTGAC

ER81 IE X : CTCAGGTACCTGACAATGATG 338 bp
JZ X : CTGAGAAGGAGGGAGGTGAGC

Otx-1 IE X : GCTGTTCGCAAAGACTCGCTAC 423 bp
JZ X : ATGGCTCTGGCACTGATACGGATG

Foxp2  1E X :TGGGAGATCAAGTGGTGACA 502 bp
JZ X : GCTGCTCTTTTGCTTGCTTT

B-actin  1E X :AGGGGCCGGACTCGTCATACT 642 bp

JZ L : ACACTGTGCCCATCTACGAGG
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Foxgl
ORI 0.52+0.00*°  0.7320.07 0.75+ 0.09*° 0.79+0.08  0.87 +0.07*
XHHEZL 0.80+0.12  0.79+0.08 0.66+0.11  0.74+0.09 0.76 +0.06

Reelin
M2 0.59+ 0.03  0.54+0.13 * 0.53 = 0.08
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0.70 £0.06 * 0.67 £0. 14
0.55+0.07 0.62+0.10

0.84+0.08 0.79 £0.11*
0.87+0.17 1.06+0.22

0.83 0. 117 0.84 +0.08?
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XTHEZH 0.71 0. 12
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Foxp2
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ARG FH 28 i Rice 2 il 45 1T HIBD 44
B TR b, BRI Foxgl ik, KBARJE 7d
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i i A >R 114 R g Jo vl | ML A5 g 4 2 rh 3R
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