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Influence of Lenti-CXCR4-siRNA Lentivirus to Growth and Invasion
of SW480 Colorectal Cell
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(Department of Surgery, The First Affiliated Hospital, Sun Yat-sen University, Guangzhou 510080, China)

Abstract: [Objective] To investigate if lenti-CXCR4-siRNA lentivirus which mediates CXCR4 RNA interference (RNAi) could
inhibit the growth and invasive capacity of SW480 colorectal cancer cell.  [Methods] Lenti-CXCR4-siRNA lentivirus transfected
SW480. RT-PCR and Western blot was performed to measure the expression of CXCR4 RNA and protein, respectively. The cell
proliferation of SW480 was calculated with MTS. Transwell chamber was used to estimate the inhibition effect for growth and invasion
of SW480. [Results] SW480 transfected lenti-CXCR4-siRNA lentivirus presented green fluorescence. CXCR4 RNA expression levels
in SW480, negative control group (NC), and lenti-CXCR4-siRNA group were 0.54 + 0.06, 1.00 + 0.03, and 0.11 + 0.04 (P <
0.001); CXCR4 protein were 0.60 + 0.03, 0.72 + 0.03, and 0.18 + 0.02 (P < 0.001); OD values were 1.38 + 0.04 (P = 0.005),
1.28 + 0.05 (P =0.026), and 0.92 + 0.06; SW480 cell number in migration test were 32.0 + 6.8, 32.6 + 1.7, and 0.75 + 0.71 (P
< 0.001); SW480 cell number in invasion test were 29.1 + 10.3, 30.4 + 6.1, and 0.63 + 0.74 (P < 0.001). [Conclusion] Lenti-
CXCR4-siRNA lentivirus could effectively inhibit the expression level of CXCR4 RNA and protein, reduce cell proliferation and
invasion capacity of SW480 cell.
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1.2.1 SW480 Ak Mt fetm i 5 70 FF 3 70 5
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1.2.2  Lenti—-CXCR4-siRNA 1% 5% # £ 4 SW480
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L = NINTRIRS BE 9 B2 N 225 L i AE R L
AR EERT 9 1 x 106 TU, 1 x 10° TU, 1 x 10
TU, BB 40 B8 Z9 R 1 x 104 A4, BF L =Ly
MOIL 43 5 2 100,10 F1 1, 78 3% & 5 2 %
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FHE N (P<0.001),
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0.001;% 2),
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2.5 YHREER LW
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Fig.1 SW480 cell transfected with Lenti-CXCR4-siRNA

lentivirus (x100)
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Fig.3 MTS test for 3 groups
1. SW480 group; 2: NC group; 3. Lenti—-CXCR4-siRNA

lentivirus group.
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