5524 % 557 W HEZEIMIEE Vol.24 No.7
2015457 A Chinese Journal of General Surgery Jul. 2015

[8] doi:10.3978/j.issn.1005-6947.2015.07.008 o %E&Eﬂ'ﬁ .

Zfr3E B R A BT AR A KB PR B SN 5T

ZH ., LR, BT L

(M BANRER MRS, 5T 55 550002 )

W O=E B BITRAEARE X AT (HCC) 4R Sh A K K g A DG JE R 3235 i 5% 1l
Fik: AARRWE (0. 5. 10, 20 pmol/L) KA IEEAEH A HCC 418 (Hep3B2.1-7) 24 h )5, H
CCK-8 1 WL EE 40 i A 38 B 1% B, I 20 91 JH real-time PCR 5 Western blot #ll £ 240 HCC 41 il p53.
PTEN. TGF-B 1 mRNA 5&E A%k,
R: 50 umol/L RILAR R AL (XFAAZL ) o, HAKWERPARE LA HCC 4 i 3 5 3 1]
WFEAL (3 P<0.05) 5 p53. PTEN [ mRNA 5 & A RLMHETHE, 1M TCF-B 1 1Y mRNA 5&E 3£k
B RS (3 P<0.05) , DA BRI 2 — 2 VR AR .
518 RHLAEJE X HCC 4R AE KA MEIVE , AR HIALH 5 0 2 b g A 0GB PR i R b A G
KA g, JAAE ;s AR OB R s ARSI
HmESES: R735.7

Role of sorafenib on inhibition of growth of human hepatocellular
carcinoma cells in vitro

LI Keyue, SHI Chengxian, TANG Keli
(Department of Hepatobiliary Surgery, Guizhou Provincial People’s Hospital, Guiyang 550002, China)

Abstract Objective: To investigate the influence of sorafenib on growth and expressions of tumor-related genes in human
hepatocellular carcinoma (HCC) cells in vitro.
Methods: Human HCC cells (Hep3B2.1-7) were exposed to different concentrations (0, S, 10, and 20 umol/L)
of sorafenib for 24 h, and then, the cell proliferation was analyzed by CCK-8 assay, and the mRNA and protein
expressions of p53, PTEN and TGF-B1 in the HCC cells were determined by real-time PCR and Western blot,
respectively.
Results: Compared with the group of cells with 0 pmol/L sorafenib treatment (control group), in the other
groups of cells with sorafenib treatment, the cell proliferation rates were all significantly decreased (all P<0.05);
the mRNA and protein expressions of pS3 and PTEN were significantly increased, while the mRNA and protein
expressions of TGF-B1 were significantly decreased (all P<0.05). All these effects of sorafenib showed a certain
concentration-dependent manner.
Conclusion: Sorafenib can inhibit the growth of human HCC cells in vitro, and the mechanism may be attributed

to its regulating the expressions of tumor-related genes.
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M4 edEE (hepatocellular carcinoma, HCC)
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ANHCCHI i ZHep3B2.1-70 [ H [H Bl 2% B
R B FE YA P (CCTCC) 3 DMEM (&
BERY . Hyclone ) ; JR4 MW ( B4 T ) ;
0.25%RE AR NI . THEE-HHEEZBR
(Hyclone) ;s RNAFRBGSH & . i =id0 &
( E#AT ) 5 SYBRR Premix Ex TaqTM3E R
PCRiXH & (TAKARA) ; Tp53 LUz 4F515 -
TAG TGT GGT GGT GCC CTA TGA G-3', Fi5l
YWIFH): 5-AGT GTG ATG ATG GTG AGG ATG
G-3', PTEN EU#nI#)F4]: 5'-CGG CAG CAT
CAA ATG TTT CAG-3', FUHfgl#F4: 5'-AAC
TGG CAG GTA GAA GGC AAC TC-3', TGF-B 1
WS FES . 5'-ACT ACG CCA AGG AGG
TCA-3', TiE5I1¥IF5: 5'-AGA TTT CGT TGT
GGG TTT C-3'; B -actin HIFSI¥HFF): 5'-CCT
GGC ACC CAG CAC AAT-3', FiEsl®FEsl. 5'-
GCT GAT CCA CAT CTG CTG GAA-3' (Introgen
Al A ) s PipS3diik (ab26) . PTEN#HL
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R AR FR24 h,
1.4 WMEIEHR
1.4.1 HCC fmfasgzaieym 2 JH CCK-8 ik T, ¥t
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Figure 1 Effect of different concentrations of sorafenib on cell
1) P<0.01 vs. control

proliferation in HCC cells

group
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quantitative statistical analysis
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Figure 3 The protein expressions of the tumor-related genes in each group of HCC cells
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Figure 2 'The mRNA expressions of the tumor-related genes in
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TGF-B & id 5 AN Z AT RI. TR RIL,
WHEAZSSIERE GG A Smad2 X Smad4
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