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Abstract Objective: To investigate the protective effects of hypoxia preconditioning ( HPC) on oxygen-
glucose deprivation/reoxygenation (OGD/R ) -induced injury mouse hippocampal neuron cells (HT22 cells)
and its relevant action genes. Methods: Mouse hippocampal neuron cell line HT22 cells were divided into
3 groups: normoxic group, OGD/R group and HPC+OGD/R group. The cell viability of each group was
determined by MTS method, and the expressions of N-methyl-D-aspartic acid receptor 2B subunit( NR2B)

S)

) HETIR: W&+ 8 ARAF A4 B (2020MS08063 ) ; &,k E F 176 & 3+ % 7 B (HL2020002) ; &~ E ¥R A% it %R A
(BYJJ-ZRQM 202013) ,

F—1EERN M, L A% PR T @ AREAA R R IR A 5T AW F AR,

) BIE{EH: &—75%, E-mail:16157221@ qq.com,

.32



% 4 4 M HE ARETRE R R LAY Z T AR P AR R B AE A AR

% 36 %

and postsynaptic density protein 95 ( PSD95) were determined by RT-qPCR and Western blot. Results:

Compared with the normoxic group, the cell viability of OGD/R group was significantly reduced. The cell
viability of the HPC+OGD/R group was significantly higher than that of the OGD/R group, and the

expression of NR2B in HPC+OGD/R group was significantly lower than that in OGD/R group, and the
expression of PSD95 in HPC + OGD/R group was significantly higher than that in OGD/R group.

Conclusion; HPC may protect OGD/R-induced injury HT22 cells. The mechanism may be related to the

reduced NR2B expression level, and the improved PSD95 expression.

Keywords: hypoxic preconditioning; oxygen-glucose deprivation/reoxygenation; N-methyl-D-aspartic acid

receptor 2B subunit; post-synaptic density protein 95
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HREMEFRR), BT 5% CO,M 37 C _Afbrs;
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] ;eDNA S 50 &8 H % 1 Roche 23 7 5 RT-
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cruz A H o AFFEE N G BHE RSk R AR R
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#z 1 RT-qPCR #MEREKSIWFF

LR A NAGEIL] AL
B-acti 5'-GGCTGTATTCCCC 5'-CCAGTTGGTAACA
N pecATCG-3! ATGCCATGT-3’
NROB 5'-CTGTCATGCTCAA 5'-GCGGATCTTGTTC
CATCATGGA-3' ACGAAGTC-3’
PSDOS 5'-CTCCGATGAAGTC 5'-CCCGTTCACATAT
AGAGCCC-3' CCTGGGG-3'
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1.2.1 OGD/R @l & A#m RS R F0Y HT22 44

MTE LSS , B PP IE & 40T 96 FLAR Hh, 38 1 M B %
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(HPC1 SZ80 45 1. & 10% JG 2R 10078 1 & B
DMEM £532400, 8 F 1% 0,.5% CO,F194% N,
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0,.5% CO,H194% N, 37 C ARG FRA 1 57
30 min, fifiJ5 57 BV E Tl A5 5% CO, & & 37 €
SRR ES F5FA K5 97 30 min, o — MK E/ E AT
W4T 2 RAG ) ; HPC3+ OGD 3 h/R 24 h 4
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) 37 °C —SEALRREE FEA 557 60 min, b5 37 B B T
WA 5% CO, B H 4 37 C A LB B 35 40 1 55
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Ctp_erinxrman ) o
1.4 ZEAMRIREASEINTE
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PR ZTTAIZE T, DAPKI A DL E74% 55 NR2B i 4
G4, HETE ¥ 2R 52 A b B2 O 5 S50 L o 5
B, P A R I E R A S B g st
Ao MEL ], 22 OGD/R Ji, HT22 40 f i jﬂC
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Py R B £, 2608 HPC b3S, AN $2
BT OGD/R #4535 HT22 40 1, H HT22 40l
NR2B #2835 HPC Ab 3 5 kBRI, 278 (IR A Filid
v ] REIE L T 9 OGD/R FE% NR2B 1) R 183 n
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