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Effect of F10 gene on activities of transcriptional factor NF — kB and AP1
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[ABSTRACT] AIM: To investigate the influence of F10 on the activities of transcription factor NF — kB and AP1
in A549 cells. METHODS: The luciferase report plasmids of NF — kB — Luc, AP1 — Luc and F10 gene were introduced
into A549 cells and the luciferase activity was detected. The DNA binding activities of AP1 and NF — kB in the cells were
measured by the electrophoretic mobility shift assay (EMSA). RESULTS: The luciferase activity in F10* transfection
group decreased 30% and increased 2 — fold respectively 48 h after transfected with the luciferase report plasmid of NF — kB
— Luc and AP1 - Luc in A549 cells. The DNA binding activity decreased 49% and increased 23% ,respectively. CONCLU-
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SION: F10 gene up — regulates the transcription activity of AP1 and down — regulates the NF — kB in A549 cells.
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FF 24 FLAR, BFLAIMIEE N 2.4 x 10°, 37 C 5%
CO, MUATREERE TR, MM K B 90% k& FERT,
WrlEFEFESE F10 ¢cDAN F1 NF - kB — Luc AP1 - Luc J&
$L, FFLE 1. 5 pL Lipofectamine 2000, fiIA 0.8 ug it
B DNA, RGeS 3 MEAM— = BHX R,
2.3 RAEFBEEEMHSH F& Luciferase Assay System
R B B 7, A PBS Ut 24 LAk TP RF A i 4H Bl
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Kb ERIES 15 s,4 °C,12 000 r/min 2 min, &4
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BAE EIRFFE 20 min, BMEREPTMAS pL
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BT 388K 3 min, 1 200 Uj/em” ;3R SR fb2E K
AR AE Y R AR ICH) DNA B,
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Tab 1 Probe binding protein reaction system

Component Reaction (L) Control (uL)
Ulirapure water( L) 12 4
10 x binding buffer( L)
50% glycerol( wL)
100 mmol/L MgCL, ( wL)
1 g/L poly(dI - dC) (L)
1% NP40 (L)
Unlabeledprobe (2 umol/L)
Labeled probe (10 nmol/L)
Protein extract (6 g /L) 5
Total (uL) 20
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Fig1 F10 activised AP1 transcription factor. * P <0. 05 vs con-

trol.
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Fig2 F10 gene inhibited NF — kB transcription factor. *P <
0. 05 vs control.
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Fig3 The binding activity of AP1 and DNA. Lane 1,4,7 were
groups of cell transfected with pRC - CMV2 — F10 ™ ; Lane
2,5,8 were groups of cell transfected with pRC — CMV2;
Lane 3,6,9 were groups of cell transfected with pRC —
CMV2 - F10 " ;Lane 10 was competitive inhibition strap.
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Fig4 The binding activity of NF — kB and DNA. Lane 1,4,7
were groups of cell transfected with pRC - CMV2 -
F10* ;Lane 2,5,8 were groups of cell transfected with
pRC — CMV2;Lane 3,6,9 were groups of cell transfected
with pRC —CMV2 - F10 " ;Lane 10 was competitive inhi-
bition strap.
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