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Silencing Racl gene expression via RNA interference affects cytoskeleton and cell
cycle of colorectal cancer LoVo cells
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[ Abstract ] Objective:To detect the expression of Racl protein in colorectal cancer cells and to observe its correlation
with cytoskeleton, cell cycle and apoptosis of colorectal cancer LoVo cells. Methods: The expression of Racl protein was
detected by Western blotting in five colorectal cancer cell lines. The cytoskeleton changes were observed by confocal mi-
croscopy in LoVo cells transfected with Racl-shRNA. The cell cycle and apoptosis were observed by flow cytometry in Lo-
Vo cells transfected with Racl-shRNA. Results: Racl protein was highly expressed in five colorectal cancer cells. The
cross-linked F-actin network was significantly reduced and disordered in LoVo cells transfected with Racl-shRNA. The
cell number in G,/G, phase was significantly increased in Racl-shRNA group compared with the control group ([ 74.63 =
4.40 1% vs [ 56.46 £3.09 |% ,P <0.05 ), whereas it was reduced in S phase ( [12.87 +1.77 1% wvs [ 29. 66 +
1.92 1% ,P <0.05 ) and the apoptosis rate of LoVo cells was significantly increased in Racl-shRNA group compared with
the control group ( [25.31+2.05 1% vs[9.38+1.16 |% , P <0.05). Conclusion: Silencing Racl expression media-
ted by RNA interference affects the formation of cytoskeleton and the cell cycle of LoVo cells, which provides clinical evi-
dence for Racl-targeted treatment of colorectal cancer.
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Fig. 1 Expression of Racl protein in 5 colorectal cancer cell lines

A: Racl protein expression in 5 colorectal cancer cell lines; B: Expression of Racl protein in LoVo cells

transfected with Racl-shRNA; C: Light microscope ( x250 ); D: Fluorescence microscope ( x250 )
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Fig. 2 Changes of cytoskeleton and pseudopods of cell
membrane in LoVo cells after Racl gene silence( x450 )
A, C: The F-actin network disorder and pseudopodia
formation reduced in LoVo cells transfected with
Racl-shRNA; B, D: Normal F-actin network and

pseudopodia formation in control LoVo cells
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Fig. 3 Cell cycle affected by silencing Racl
gene expression in LoVo cells
A: 48 h after transfected with Racl-shRNA ;

B: 48 h after transfected with control shRNA
C: 72 h after transfected with Racl-shRNA ;

D: 72 h after transfected with control shRNA
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Tab. 1 Cell cycle affected by silencing Racl gene
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Fig. 4 Apoptosis affected by silencing Racl
gene expression in LoVo cells
A: Racl-shRNA; B: Control
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