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Expression of muclear factor-kappa B in hepatocellular carcinoma tissue and
its significance
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Abstract ; Objective

biological significance in liver cancer tissue.

To investigate the gene expression of nuclear factor-kappa B ( NF-kB ) and its
Methods

corresponding adjacent tissues were collected in thirty -two patients with primary liver cancer. The mRNA and

The samples from hepatic cancer tissue and

protein levels of NF-kB were determined by reverse-transcription PCR and Western bolt, respectively.
Immunochemistry was employed to determine the localization of NF-kB protein in liver tissues. Results As
shown by RT-PCR and Western blot, both mRNA and protein expressions of NF-kB in liver cancer tissues
were significantly higher than those in corresponding adjacent liver tissues ( P < 0. 05). In liver cancer
tissues , NF-kB was shown to be expressed in both cellular nucleus and cytosol , whereas its expression was
only detected in cellular cytosol of tissues adhacent to cancer. The difference of the intracellular localization of
NF-kB between liver cancer and tissues adjacent to cancer implies that NF-kB is activated in liver cancer
tissue. Conclusions NF-kB gene is significantly overexpressed and activated in liver cancer tissue. The
different location of NF-kB gene in cancer cell and adjacent liver cell may suggest that after NF-kB actived
and entered to nucleus, which may consequently modulate transcription of some related downstream-gene , and
promote the initiation and development of liver cancer.
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1.1.2 &K #A TRIZOL Iy H & KEYBHA
A, RT-PCR A & (DRO19A) Wy F K& 5 ) 24
H] , BCA 25 [ ¥ B /57 & W B Pierce of America ,
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1.2.1 #4# % %Rk R m( RT-PCR)  HUAT &

VTN 5 T 4H 414 100mg, SR A TRIZOL 2 I i
RNA |, %R J5 i %% 5% Jy ¢DNA . PCR #% B 50 & Ui 9] 45
BEATERAE, R M SO L S 4k & o PCR J2 B 4% 14 -
94CA £ 4 min J5,94°C 30s , 50°C 40s fil 72°C
405, i 5 76 ¥R 35 Wk, B 5 72°C FE 1 Tmin, 2% 35
IR B 5 U PR UK L BE S B AR &R GE b SRR O 0 b
F WOt B E (JEH R ILE = NF-kB/B-actin) .
NF-«B 5| #) Forward : 5'- AACAGCAGATGGCCCATACCT -
3’, Reverse : 5'-ACGCTGAGGTCCATCTCCTTG-3 ', ;= ¥y
K B 522bp; B-actin 5] ¥ Forward ; 5’ - AACGCAGCT-
CAGTAACAGTC-3", Reverse: 5'-ATCCGTAAAGACCTC-
TATGC-3", j= 4K JiF 287 bp .
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BT - 70C K AF. i & SDS — N M BE M BE R
(5% 43 &5 5 10 % 1 ¥ 45 i), & AL & 3 A 5
100 pg, HL ¥k ( FRJZ JE : HL JE 80V, 30 ~ 40min ; 53 &
B H R 100V ,120 ~140min ) , {83 (100V fE & T
65min ) K¢ & H & B A B £ 4k K 9§ B ( Millpore
0.45um) o 5% Bt g W3 By PBS 2 o i = il £ 4] 2h,
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DL P <0.05 125 B4 B %k 5 i R .
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0.05),
2.2 NF-«BEHLFHWEBRIEKTF

32 5] JiF 96 4 23 R g 55 41 21 b 3 NF-«B (1)
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