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[Abstract ] Objective To investigate the effect of transforming growth factor-g1 ( TGF-B1) on cell
cycle, cell proliferation, and invasive capacity of human colon cancer cells of the line SW480, for its role in
colon carcinogenesis and development, as well as its application in gene therapy for colon cancer with RNA
Methods  The recombinant expressing plasmids pEGFP-N1-TGF-B1 was constructed and
transfected into SW480 cells by Lipofectamine 2000. The expression of TGF-B1 mRNA and protein in the
transfected SW480 cells were detected by fluorescent microscopy, RT-PCR and Western blot analysis

interference.

respectively. The cell proliferation of SW480 cells was tested by MTT assay, the cell cycle was analyzed by flow
cytometry, and the invasion ability of SW480 cells were investigated by Transwell-matrigel invasion chambers.
Results  After transfected into SW480 cells, bhoth the mRNA and protein levels of TGF-B1 were effectively
increased (P < 0.05). Compared with the control group, the ability of cell proliferation transfected with
pEGFP-N1-TGF-B1 was decreased significantly (P <0.05), the inhibitory rates were increased from 60% to
80% , the cells cycle were arrested at G,/G, stage, and the invasive ability were evidently increased (P <
0.01). Conclusion TGF-B1 inhibits the cell proliferation and arrests cell cycle, but increases cell invasion
ability in vitro. Its effects may be related to immunosuppression/escape, increased angiogenesis and reinforce-
ment interaction of tumor cells with extracellular matrix.
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TGF-B1 A BCA & A KM & [ 28 = KA H A5
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TREE A L SWASO ATt F 8% 52 3, I FH TG L 75 Y 3% 37 T g e
VEWE 3 K, RS Z 0 A DNA S8 RRIE S8, I8
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BFLHIA 1 ml 20% Jif 25 1fiL 35 1) 1640 5373, 7E 37 °C 5%
CO, BEFAAURLLIE TR 24 0,24 h J5 729850 i iU WA 6 ik
H A RIATE .
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WS cDNA, i cDNA FHERR S | 91938 2R H B 41 o
J &6 :95 CHiZE# 5 min, 95 °C 1 min,60 °C 1 min,72 C
1.5 min,30 AMER, 525 72 CFE4MIEM S min, T3 PCR 724
HEAT 1% B M6 s e vk, TR ) Quantity One %K 443 BT 4575
MR, Horpb HAYJE K TGF-BL §35 K #Foh 1 173 bp, b
W514) P1.5-CCAAGCTTATGCCGCCCTCCGGGC-3', Fii s ¥
P2: 5'-GCGTCGACCAGCTGCACTTGCAGGAG-3'; P % GAPDH
#8148 P1.5'-TGATGACATCAAGAAGGTGGTGAA-3", F i3]
¥ P2. 5'-TTCTTGGAGGCCATGTGGGCCAT-3', ¥ ## | J& Wy
250 bp, ¥ LA T A
1.2.4  Western blot K51 TGF-B1 & [ ) F ik W1.2.39
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TGF-B1 4 .pEGFP-N1 4 .25 (A% B4, 4540 5 FL, SR )5 40 0l F
12.24 36 .48 6072 h ZEBALHEIMA 5 mg/ml MTT ¥ 20 pl,
Ki9% 4 h, 3 L3, A DMSO 200 wl, 58439% 7% 10 min, 435
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WA G, 478 TGF-BI (438 5 K i 1 i e 2% VT AH
Ko WA TR Y TCF-B1 7K1 w5 5 fi 83 4f Jid 484
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T AR AR SNE FR N 25 e 40 SW480 rf TGF-BI 1y
R JE , FELEESS s A0 Mo s 5 | Rl 30 S A= 22 e ) 78
1k, JisREEUE— 4 H W 421 Hu i 58 TGF-B1 X SW480
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1 ( Cyclins ) | J& 17§ 5 25 114361 14 3 ( cyclin-de-
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