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ABSTRACT Objective: To investigate the effect and mechanisms of oridonin on the growth of human colon cancer HCT116 cells.
0, 2.5, 5, 10, 20 wM) of ORI for different
durations(0, 24, 48, 72 h). The cytotoxic effect of ORI on HCT116 cells was observed by MTT assay. The morphological nuclear changes

Methods: HCT116 cells were cultured in vitro and treated with various concentrations

following treatment with ORI (0, 10, 20 wM) for 24 h were observed under the fluorescence microscope. Western Blot was used to
investigate the expression levels of B-catenin, c-myc in HCT116 cells. Results: O HCT116 proliferation was inhibited in a time and
concentration dependent manner after treatment of ORI (P<0.05). @ With the increase of ORI concentration, the percentage of nuclear
condensation increased. @ The expression of B-catenin and c-myc both significantly down-regulated with the ORI concentration
increased. Conclusion: ORI could inhibit the HCT116 cells proliferation in a time and concentration dependent manner, and the
mechanism may be associated with the Wnt/B-catenin signal pathway.
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Fig. 1 The Effect of different concentrations of ORI on proliferation of in HCT116 cells treated for different time

Note: (Left)HCT116 cells were treated with different concentrations of ORI for 24h. Cell survival rate was measured by MTT assay; (Right)HCT116 cells

were treated by 20 wM of ORI for 0, 24, 48, 72 h, respectively. Cell survival rate was measured by MTT assay; *P<0.05; **P<0.01; ***P<0.001.
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Fig.2 Effect of ORI on the morphology of HCT116 cells(200x% )
E:A:XFEEZH;B: 10 uM/L ORI 403240 ;C: 20 uM/L ORI 432 4H,
Note: A: Control group; B: Experimental group(treated with 10 wWM/L ORI); C: Experimental group(treated with 20 wM/L ORI).
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Fig.3 Effect of different concentrations of ORI (5, 10, 20 uM/L) on the expression of B-catenin and c-myc in HCT116 cells for 24h

Note: Compared with control group, ¥*P<0.05; **P<0.01.
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