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Abstract

AIM: To investigate the role of repressor/activa-
tor protein 1 (Rapl) in nuclear factor-kB (NF-
kB)-mediated apoptosis of liver cancer cells.

METHODS: Hepatocellular carcinoma HepG2
cells were divided into three groups: control
group, empty plasmid-transfected group, and
Rapl miRNA group. Apoptosis was determined
by flow cytometry 72 h after transfection. The
expression of Rapl protein was measured by
Western blot, and the expression of NF-xB p65
mRNA was measured by RT-PCR.

RESULTS: Compared to the control group and
empty plasmid-transfected group, the level of
Rap1 was significantly decreased and apoptosis
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rate (33.0% +5.8% vs 8.2% +2.5%, 0.6% + 0.2%,
both P < 0.05) was significantly increased 72
h after miRNA transfection. Cells in the Rapl
miRNA group had a significant reduction in
the level of NF-kB p65 mRNA compared to
controls.

CONCLUSION: Rapl miRNA increases apopto-
sis in hepatocellular carcinoma cell line HepG2
by decreasing the expression of NF-«kB p65.
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B BY: #8344 /i3 7% & @ (repressor/activator
protein, Rapl)xd AT I 2m i 8 = 49 % v R HAF
R AL

FHik: HamBEHepG2E 4% : Rapl
miRNAZE 20, = RAM, *RLA(E G xR
20). AR m RO ] B 2E AT S 4w e O T
5K JA Western blot# ] &-£0 2@ ¢, ¥ Rap 1 49 & ik
P 1% % F R G- Bl4% RS (reverse transcription-
polymerase chain reaction, RT-PCR)#& M| 4% B
F«B(nuclear factor-kB, NF-kB)p65#9 & ik .

ZR: AX@pUEN 4RI T, 2R ET2 h,
Rapl miRNALA & amfe A = &, (w2 Mk
48 Ao 3 20 2 (33.0% £ 5.8% vs 8.2%+2.5%,
0.6%+0.2%, P<0.05). Rapl miRNA#: %28 4
Rapl, NF-xB p65 & & F &,

£518: miRNATHRapl A6 A BT 5 4m LA =
R B4 A NF-kB p65 & ik T 4.
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1.1 A4 18 E W KA R DHSa, Rapl
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54386). HepG24H Mtk 11+ RHE L4 i 22
Rapl 5| ¥ b4 TAEY) A =G ), mib
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NF-«B p65 5'-GGGAAGGAACGCTGTCAGAG-3'
3'-TAGCCTCAGGGTACTCCATCA-5'

fif§ i [z W (reverse transcription-polymerase chain
reaction, RT-PCR)IRF & H Invitrogen/A ) ; #%
P A pcDNAG6. 2-GW/EmGFP-miR(Invitrogen,
Catalog no. K4936-00), AL ¥ %% % (Sigma, Cata-
log no. S4014, FFHEP LR ESO pg/mL),
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EmGFP-miR¥ Y41 i, {5 5 7 W se - M52
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2.2 Western blot# | Rap1 49 &L kT ML
AFEYeRapl miRNAMIRCE, TATKH Western
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FIPHT- . 45 4278, Rapl miRNAZL T 41 g )4
T2, LEAs TR 4 RO HE 20 155 (33.0% £ 5.8% vs
8.2%+2.5%, 0.6%+0.2%, P<0.05, [l4).

2.4 Rapl miRNA#p#|NF-xB p65¢9 &k & Tk
— L W R ap 16 JH- 40 i e 9 T 1R 5 5 NF-
kBEKIH T IKR, BATRHRT-PCRATMINF-
kB p65IFRIA. 45 R IR, Rapl miRNAL Yed]
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