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[ Abstract |

cancer cells HT-29 and its potential mechanism. Methods

Objective To investigate the effect of curcumin on the proliferation and cell cycle distribution of human colon
HT-29 cells were cultured in logarithmic growth phase with different
concentrations of curcumin-1640 medium. The morphologic differences of cellular growth were observed at the time points of 24,
48,72 h. The survival inhibition rate of curcumin on HT-29 cells was analyzed by MTT test. Then the changes of cell cycle distribu-
tion before and after adding curcumin was tested by flow cytometry. Western blot assay was adopted to detect the expression change
of CyclinD1 in HT-29 cells after treating by curcumin. Results After adding curcumin diluent, the HT-29 cells growth obviously
turned to slow,the shape was changed from satiation to long and thin, pulling off from wall was increased. MTT indicated that cur-
cumin could significantly inhibit HT-29 cells growth at a time- and dose-dependent manner. As showing by flow cytometry, curcu-
min could induce G, /G; arrested. The G, phase proportions at 24,48,72 h were 38. 2% ,44. 6% and 49. 3% respectively, the differ-
ence compared with the control group was statistically significant. Western blot test found that curcumin could significantly decrease
the CyclinD1 gene expression in HT-29 cells,moreover the inhibiting effect became stronger with the action time extending. Conclu-
sion Curcumin can significantly inhibit the expression of CyclinD1 gene in human colon cancer cell line HT-29 and induces G,
phase arrest subsequently.
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