5530 55 22 ) B/ O EORK ¥ % W Vol. 30, No. 22

2090 2008 4= 11 A ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Nov. 2008
A ==
'Lb % G :1000-5404 (2008 ) 22-2090-03

BC047440 £ [Fi# T NF-«B 187 HepG2 HiIEEMIF TR

FONERE T, E O AR B N HE SR ALY (55 = KSR EE B T AR SR, 7 P 400037)

OE. Hi WIS BC047440 LA e 75 58 o 1998 NF-kB 0935 AL {2 ¥ HepG2 40 M0y 38 58 . J5ik 34 %)
BC047440 £:H /N T4 RNA (siRNA) , #5%E pGenesil-1-BC047440-siRNA ELAZ Rk K , G R4/ T siRNA B9 HA%
GO FE N F KR pGenesil-1-BC047440-siRNA  pGenesil-1-HK-siRNA %5 3¢ A T4 HepG2 40 fifl 2 37 Fa 8 40 M ik 5 S8 40 Ky
3 20 By siRNA FRIBERL TOOC TR AR AL PR R A HepG2 AAEIZH . SR V- vt BT 10 S 50 7 A 200 ML 1 496 505
il it Western blot 41 B p50 # ft, EMSA A& NF-«B Ay RZ (37, %€ 5t 25 i U0 AG T 4% 2 40 g A9 NF-«B 5 AL 17 0 o
iR ARG S R Yy sIRNA 20 2 3G FE 58 1 W1 i FEAIR, BCO47440 BEAITLER IS 1) HepG2 (45T pSO & HHAK T
YF 4 ¥k HepG2 ,NF-kB 4% %6 (AL F B £ #k HepG2, L7520 2 W A1 B 58 6 E W 16 v LU (8 AT W A vk 1 174, 8518
BC047440 J (K e A /¥ 20 M 34 58, FERTT AL AT i ok NF-«B (5 53R 2 5C B, $27R5 BC047440 R 7T 58 1 40 i A
Je AN LA R A AP A5

4 . BC047440 ;HepG2 ; ATREAN L ; siRNA

XG2S R392.11;R730.23;R735.7 XHERARIREG: A

BC047440 gene promotes HepG2 proliferation through NF-kB
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Abstract: Objective To investigate whether BC047440 gene can induce HepG2 proliferation through en-
hancing NF-kB activity. Methods Small interfering RNAs for BC047440 gene were designed using Ambion
software and constructed into pGenesil-1. The pGenesil-1-HK-shRNA and pGenesil-1-BC047440-shRNA vector
were all transfected into HepG2 cells using Lipofectamine "2000. The cell colony formation rate was measured
by plate colony formation assay. The protien of NF-kB signal pathway was determined by Western blotting. Nu-
clear translocation and NF-kB activity were evaluated by electrophoretic mobility shift assay (EMSA) and lucif-
erase reporter assay, respectively. Results When the cell colony formation rates were statistically decreased
in siRNA treated groups, Western blot analysis revealed decreased expression of p5S0 in BC047440 gene-silen-
cing HepG2 compared with that of wild HepG2. The levels of nuclear translocation of NF-kB in BC047440
gene-silencing HepG2 were also significantly suppressed compared with that of wild HepG2, and the ratio of lu-
ciferase/Renilla Luciferase in BC047440 gene-silencing HepG2 was only 25% of wild HepG2. Conclusion
BC047440 can induce HepG2 proliferation through NF-kB signal pathway, and BC047440 might be a target of
inhibiting the development of hepatocellular carcinoma.
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