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ABSTRACT Objective: To study the effect of ID1on invasive ability of C6. Methods: C6 cells were divide into control, non sense ,
ID1 siRNA groups. The effects of ID1siRNA on C6 cells invasive ability in vitro was measured by Boyden chamber invasive models.
Contents of ID1, NF-K Bp65, MMP-9 protein were detected by western blot and ELISA methods, respectively. Result: In ID1 siRNA
group, contents of NF-K Bp65 and MMP-9 protein were decreased markedly(P<0.01), the invasive ability was decreased markedly(P<0.
01), too. Conclusion: ID1 could increase the invasive ability of C6 cell.
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Tab.l The expression of ID1 in C6 cells

Group ID1 mRNA/B -actin ID1/GAPDH

Control 0.027+ 0.0043 091+ 0.14
Non sense 0.029% 0.0041 0.93% 0.15

siRNA 0.012+ 0.0024** 0.36% 0.054%*

Note: ** p<0.01 vs control
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Fig.1 The expression of ID1 1: siRNA group, 2: non-sense group,
3: control group
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Tab 2 The invasion ability of C6 cell

Group Number of cell

Control 175.29+ 21.06
Non sense 184.36+ 21.85

siRNA 108.35+ 19.47**

Note: ** p<0.01 vs control
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Tab.3 The expression of p- NF- Bp65 and MMP-9
Group P-NF- Bp65/ GAPDH MMP-9(ng/ml)
Control 0.75+ 0.11 3.45+ 0.49
Non sense 0.81% 0.14 3.31% 0.52
siRNA 0.29+ 0.041%* 1.27+ 0.19%*

Note: ** p<0.01 vs control
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Fig.2 The expression of P-NF- Bp65 1: siRNA group, 2: non-sense group,
3: control group
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