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Influence of NF-xkB P50/c-Rel on Bcl-x;, expression in primary cortical neurons of rats after oxygen glucose
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[Abstract] Objective To investigate the effect of TransfastFast™ Transfection Reagent-mediated transfection of NF-xB
decoy oligodeoxynucleotides (ODNs) on expression of anti-apoptosis factor Bel-x;.in the primary cultured cortical neurons after
oxygen glucose deprivation/reoxygenation (OGD/R). Methods OGD/R model was established using primary cultured rat
cortical neurons, and the model neurons were divided into 4 groups according to different treatments: OGD 4 h/R 6 h, NF-«kB
decoy ODNs, scrambled decoy ODNs and TransfastFast™ Transfection Reagent groups. Untreated neurons served as normal
control. The protein expression of NF-kB P50-and c-Rel in the neurons was determined by Western blotting analysis; the
expression of Bel-x, mRNA was examined by RT-PCR. Results The expression of NF-kB P50 and c-Rel protein was
significantly higher in the OGD 4 h/R 6 h than that in the normal control group (P<C0. 01); and the expression in NF-¢B decoy
ODNs group was significantly lower than that in the OGD 4 h/R 6 h, scrambled decoy ODNs and TransfastFast™ Transfection
Reagent groups(P<C0.05). RT-PCR results showed that Bel-x;, mRNA expression in OGD 4 h/R 6 h was significantly higher
than that in the normal control group (P<C0.05), and that in NF-kB decoy ODNs group was significantly lower than that in the
OGD 4 h/R 6 h, scrambled decoy ODNs and TransfastFast™ Transfection Reagent groups (P<C0. 05). Conclusion NF-xB
decoy ODNSs can effectively inhibit NF-¢kB P50- and c-Rel-mediated Bel-x;, mRNA expression in primary cortical neurons, which
may be one of the mechanisms for the neuroprotective function of NF-xB.
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NF-«xB decoy ODNs
T Tor T 7o
GTT GGG GGT CTC CGG
T T
CAA CCC CCA GAG GCC
T T T T
Scrambled decoy ODNs
T
T T T 7ot
GAT GCG TCT GTC GCA
T T
T T TCTA CGC AGA CAG CGT T T

1 NF-xB decoy ODNs #17c % i $2 7 ODNs
Fig 1 Sequence of NF-kB decoy ODNs and
scrambled decoy ODNs
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YL NF-«B“decoy” ODNs J& Bel-x, mRNA ik
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Bel-x;, mRNA 354 UL H i o A8 |

Mr(x10%)
— 50

— 105

120
< 100 | T + x
— A
a
5% oof
o
%% 40t
$O
#~ 20}
0 2 3 4 5
80T . % *
2ob =S T T
g5 e0r £
5% sof
aQ,
5% 40t
25 ao0f
5% 20}
4
1o}
0
1 2 3 4 5

2 BHKBERWHET NF-kB
T & P50 71 c-Rel EARIEEM
Fig 2 Expression of NF-kB P50 and c-Rel

protein in primary cortical neurons
1: Normal control group;2: OGD 4 h/R 6 h group;3: NF-«kB decoy
ODNs group; 4: Scrambled decoy ODNs group; 5: TransfastFast™
Transfection Reagent group. * P<C0. 05 ws control group; £ P<C0. 05
vs OGD 4 h/R 6 h group. n=6, ¥+s
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3 FJBHEKXME R EZ T Bel-x, mRNA Ri&
Fig 3 Expression of Bcl-x;, mRNA
in primary cortical neurons
M: Marker; 1: Normal control group;2: OGD 4 h/R 6 h group;3:
NF-kB decoy ODNs group; 4: Scrambled decoy ODNs group; 5:
TransfastFast™ Transfection Reagent group. * * P<C0. 01 ws control

group; £ P<C0.05 vs OGD 4 h/R 6 h group. n=5, %5
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