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[Abstract] Objective:To explore the mRNA expression of EphA5 receptor in hippocampus of neonatal rat with hypoxic-ischemic
encephalopathy (HIE) as well as the relationship with apoptosis of neurons. Methods: Seven-day-old SD rats were randomly divided
into HIE group, HIE+ EphAS5-Fc group and control group . The mRNA expression of EphAS5 receptor and the apoptosis of neurons in
hippocampus of neonatal rats in 3 groups were determined by qRT-PCR and TUNEL staining. Results;: (DThe mRNA expression of
EphA5 receptor in HIE group increased and peaked at 12h,which was still higher than that in control group at 48 h (P < 0.05).
Compared with HIE group,the mRNA expression of EphAS5 receptor decreased in HIE+ EphA5-Fc group (P < 0.05),which recovered
to that in control group (P > 0.05). @In HIE group,apoptosis of hippocampus neurons increased after 6 h,and peaked at 24 h.
Apoptosis of hippocampus neurons in HIE+ EphA5-Fc group was remarkably lower than that in HIE group (P < 0.05). Conclusion:
The up-regulation of EphAS receptor and apoptosis of hippocampus neurons could be suppressed by inhibitor of EphAS receptor,
which suggests the activity of EphAS receptor may be one of the mechanisms of brain damage by hypoxic-ischemic.
[Key words] EphA35 receptor;apoptosis; HIE ; rat ; hippocampus

[Acta Univ Med Nanjing,2013,33(11):1521-1523,1528]

BrAs LB SN K 5 0 (HIBD) 9 & LGl RN, Sran e T o by s sl 14 v

AW AU TR SRR PR S M sz B R SR AT S W A R S I ik
. . 5 e A

[(BE&mB] LHRAEUFRAQUFHHTR (CXZ212-0838) ; <HIEE>, %ﬁiﬁﬁﬁg EphA;iM: fj:RNA 25375,14{:

rﬁﬁﬂif/w&ﬂ‘ﬁ”ﬁ H (BKZO] 1051 ) ‘Zﬁ,\}f}nﬁ% ’ Eﬂ:j'h EphAS X'ﬁiﬂéj‘_—]ﬁ@%ﬂﬁmﬁ

”i%{%f/ﬁﬁ((}orresponding author) , E-mail ; francis_nt@163.com 1{'132}3?}%]‘:9/‘]9%% ’ ﬁiﬁ@{ﬁ@ﬂﬂlfﬁ?‘?é}:ﬁtﬂgki



1522 [ S PN .

533 %5 114
20134E 11 H

WL 2 e B 5 e e 42 i TR 2k LAY 4
IR TR AT RERE

1 MRf0A*®

1.1 ##

7 Hi% SD KEL 54 H IR HE 12~18 g, HEHEA
PR (Rl K2 s st g 43t ) RS> R 3 4, %)
Mg 6 H HIE 41l HIE+ EphAS-Fe Z414% 24 H |
EphA5/Fc Chimera rat (E8402,Sigma /3w, 36 ),
PAJCIA PBS Uil s BE R, 43R A7 T-20C,
i AT LAJCER PBS 8, G 2 PRS2 10 pl, 7%
lpg EphAS/Fe, CYS BUIAEAN ( 5 2 2F AR
J7) o 8%0,+92%N, T4 SRR AU AR T AR R
AIFEAE IR ACEFE (AL K RERGER A D) 3
B SL A B (I LRHIFIERT)

12 F#k
1.2.1  FhapaE Al ey h &)

LR RZEM SRS, A5 B TN
AT 8%0,+92%N, HFRFFRAEAAR , H T0EB I AN
SEUASOIIAR P AR R4, LB T BRI I AR T TR
KT, HERMAEE (36 £ 1)°C,2 h JFEUE,
HIE+ EphA5-Fe 41K FU7E B4 BRI (HD) BT 15 min
MK 2 255 EphAS/Fe, X REZLFI HIE 41 [F] i
15 HIE+EphAS5-Fe 4IAHR W 1A BEER K, X AR
HE TN, B 5 SN A, RS
ZS AR,

122 HARE

X R K B TR 45 5 6 h HIE 2 A1 HIE+
EphAS5-Fe 4153 5 FAORIHI £ J5 612,24 48 h Wik
RFERE 6 L, 73 il B i S22, 3 HSr R AR
PERE R SR TR 22, A A, 4y 3 ST B A -

SOCHKAHIRAT
1.2.3 TUNEL % &

WA Y], >R TUNEL 2077 & (ROCH 22
w) Fits ) 4 BRGR & BB 4317 TUNEL 360, 2.6
Be NS T, FH RS SO HR T 4a i
1.2.4 A3 4R R EA845 R 5 (qRT-RCR)

M =80°CYKFE H Iy, A Trizol (Invitrogen
AN, FEED) RIS RNA, %I PrimeScript RT
reagent Kit (TaKaRa A H], H Z%) Ut B 45 2 B8 A i
c¢DNA, ffiFH SYBR Green 44k} (Fermentas 23 ], 3¢
), £t Eppendorf Mastercycler ep realplex SZH PCR
X (Eppendorf 23 7], 52 [ ) Kz | EphA5 52 & mRNA
TR, B 510 R ; EphAS 1. 5" AAGCCA-
GATTCCCATCATTG-3', Fii#:5'-ATCCTGCTTTGCT-
TTGCTGT-3' ;GAPDH I ji% : 5" -GGCATCCTGGGCT-
ACACT-3', Fif#:5'-CCACCACCCTGTTGCTGT-3',
1.3 “%itFF%

K] SPSS13.0 GEit i EATAb B, B (I X &K
+ PRI (X £ 5)Fon, AL LR AR R I 250
M, 85 A8 FU AR FE LSD 32 ; A m) 2408k L ok
FH o K258, 08U P < 0.05 AZERH G XL,

2 5 R

2.1 TUNEL % &

TUNEL #7512 BH M 08 T4 28 70 4 i A% 5 A
Mfn, FEALTFD CAL X, A )5 6 h Xf B8
M CA1 XK WL BH PR T 2870 s HIE 4 5
CAl X HIHTERIIHT-MIZTT, 2 24 h ik 04, 48
h PP TCAISRAETE, (B FT/b s HIE+ EphAS-
Fe ZH7E4 W] S M 5 CAL X A2 7T 748 HIE 4
PIRETFRP<005,%1,E1),

A X HRZH TUNEL Yo ik WL BHPEJA T 40 ; B. HIE 21 24 h TUNEL Y& 0 WK BH M08 7240 i ; C . HIE+ EphAS-Fe 21 24 h TUNEL Z 5 UL

FEFRPEJE T2,

Bl =ZRRIFED CAL X TUNEL 4, (x40)
Figure 1 TUNEL staining in hippocampal CA1 regeion of neonatal rats of 3 groups (x40)
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