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Abstract: [ Purpose | To investigate the effect of Biglycan and VEGF on proliferation , apoptosis
of HCT116 cells in vitro and its possible mechanisms. [ Methods ] VEGF siRNA was transfected
into HCT116 cells which had stably transfected with Biglycan. Control group (Mock),empty
plasmid and non-specific interference plasmid control group(Vector+siRNA-NC), Biglycan ¢cDNA
and non-specific interference plasmid group(Biglycan+siRNA-NC), Biglycan ¢cDNA and VEGF siR-
NA cotransfection group (Biglycan+siRNA-VEGF) were set. The expressions of Biglycan, VEGF and
Ki67,PCNA,P21 were detected by Western Blot. The proliferations of cells were detected by
MTT. The apoptosis was determined by AV/PI staining and the cell cycle was determined by PI
staining. [ Results | Western Blot showed that compared with the control group,overexpression
Biglycan significantly up-regulated Ki67,PCNA,VEGF and down-regulated p21(P<0.05). How-
ever,the expression of the three proliferation marker proteins were significantly opposited after
reduction of VEGE (P<0.05). MTT showed that overexpression Biglycan significantly improved
the proliferation ability and down-regulation of VEGF reduced this ability (P<0.01). Compared
with Mock (31.41%=+1.81%) and Vector+siRNA-NC (32.56%=+1.07%),the number of cells in S
phase(44.39%+1.80%) significantly increased after overexpression Biglycan(P<0.01) and decreased
(20.76%=+1.23%) after cotransfected with VEGF siRNA(P<0.01). Compared with Mock(1.75%=+
0.17%) and Vector+siRNA-NC (1.83%=0.16%),the apoptosis rate (0.12%+0.01%) significantly
decreased after overexpression biglycan (P<0.01) and increased after cotransfected with VEGF
siRNA (8.30%+0.71%)(P<0.01). [ Conclusion] Biglycan promotes the proliferation and inhibit
apoptosis of colon cancer cells by increasing the expression of VEGF.
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Note : vs Mock ,*P<0.05,**P<0.01 ; vs Vector+siRNA-NC,*P<0.05,%P<0.01 ; vs Biglycan+siRNA-NC,*P<0.05,**P<0.01.

Figure 1 The expression of Biglycan, VEGF in different groups
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Note : vs Mock , *P<0.05,**P<0.01 ; vs Vector+siRNA-NC,*P<0.05,%P<0.01;vs Biglycan+siRNA-NC ,“P<0.05,%P<0.01.

Figure 2 The expression of Ki67,PCNA ,P21 in different groups
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Figure 3 Comparison of cell proliferative ability
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