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[ Abstract ]

effects of overexpression and siRNA interference of the human hepatocellular carcinoma cell line HepG2 on the ex-

Objective To design a adenovirus vector based system and specific siRNA for exploring the

pression of 11B-hydroxysteroid dehydrogenasel. Methods A adenovirus overexpression vector and specific siRNA
targeting the 113-HSD1 gene was designed and transfected into HepG2 cells. Expression of 11B3-HSD1 mRNA and



PEERGEY: 20144F 68 F71H Ko

. 493 .

protein was analyzed by real time PCR and Western blotting. Results A adenovirus transfection resulted in upgrade
of 11B-HSD1 protein, and siRNA transfection led to inhibition of 113-HSD1 mRNA and protein. Conclusion Trans-

fection of the hepatocellular carcinoma cell line HepG2 using a adenovirus vector and siRNA interference can signifi-

cantly influence expression of 113-HSD1 mRNA and protein.
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BRI T R38BT 5 F J5 IR 5 | & A T 40 B P9 AR s
BRI B RS . BRR AT R B B E AT
@R, B DOR TR BT R SR KR, B8
BRI TR LR B . BB R BB Wi R
7, B RENRT E ARE RN . K, K
BT B 11 8- E R AR [ (118-HS-
D1 ) Al &1 BOE 8 B R M R T R BN B,
M FRR RS A ME T E WA R, HiL, 4
PFFTE A B BT Rk & siRNA T A9 HepG2
SR, WEE XS 118-HSD1 FyRMa , N J5 LT R B 5E
el
1 HREAX
1.1 #h¢
L11 ZHMOMRRIE A FFRE40M HepG2 MM B
[ R 2R B R R B T I B P o
1.1.2 FERF MEM B5EM A Gibico AH,
BRECOBWY A sigma A F], 54 L1 85 £ E Hy-
clone, 3 F3X 5K AR siRNA 9 3 _EIEH YRR L
LRARFRA A, BRI (RNA) #3157 Tr-
izol 1§ H Invitrogen /A &), W # FiXF & MW H Pro-
mega /7] ,SYBR Premix W { TaKaRa A 5], HE A H
BB LRI E LA, BCA EERNEA &
FE O EIN I R effectene % Y4157 B Thermo Sci-
entific AH], ILEHT A 11p-HSD1 —Hi ¥ § R&D 44
A, BT B-actin 5 —Hi  BR BEARIC LI FEHT B
MabtlF —H B W H b= A2 & B A A, PVDF
M B4 K ECL fh ¥ &% ¥ B Millipore, Tris-
HC1 Z i (TBS) 3L = Ao E , 118-HSD1 {4 K
188 WG MBI EBRAT G Mo
1.2 HE
1.2.1 Ad-113-HSDI I J siRNA-11p-HSDI i}
H EEERENE LIFEEIEFRLFREARER
AFIFE M. WAERST # BRI FEAE 293T 4R I 8
HArE AR, R RS R B (MO {5, B>
A MR R B ORL ) [ AT AR B ARR R R A o
1.2.2 #MEEsR ey ASTHE HepG2 4R &
10% B4R MEM 3555238 BT 37 C& 5% CO,
FIEFRF PR, FEFEANARREERESRT
RN TR AL AR, 25 40 g 25 BE 2 T0% B, i

Adenovirus;

siRNA interference;

11B-HSD1
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