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Effect of inhibitor of differentiation-1 on proliferation of colon carcinoma HT-29 cells
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Abstract ; Objective
cells. Methods

To investigate the role of inhibitor of differentiation-1(Id1) on proliferation of colon carcinoma HT-29
The expression of VEGF mRNA and protein was detected by RT-PCR and the Western blot assay in HT-29 cells

after HT-29 cells transfection with Id1 expressing plasmid and Id1-siRNA. The impact on proliferation of HT-29 cells was investi-

gated by MTT methods. Results

The overexpression of Id1 could promote both the mRNA and protein of VEGF and 1d1 suppres-

sion could significantly reduce both the mRNA and protein of VEGF. The MTT assay showed that the cell proliferation of the sup-

pression group was significantly slower than that of the control group. Conclusion

Suppression of Id1 can down-regulate the ex-

pression of VEGF in HT-29 cells and play an important role in colon carcinoma proliferation. Id1 is expected to become a new target

for colon cancer therapy.
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