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Abstract: Objective To investigate the proliferation inhibition effect and the possible mechanism of Oridonin (ORI) on human
colon cancer HCT116 cells. Methods The inhibitory effects of ORI (5, 10, 15, 20, 25 umol/L) on the proliferation of HCT116 cells
were tested by crystal violet staining. The effects of ORI (15, 20, 25 pmol/L) on the expression of proliferating cell nuclear antigen
(PCNA), apoptosis related index (Caspase-3 and Cleaved-caspase-3) and p38 MAPK signal pathway related protein (Smad1/5/8,
p-Smad1/5/8, p38 and p-p38) in HCT116 cells were studied by Western blotting assay. The effect of ORI on the expression of BMP7
protein and mRNA was analyzed by Western blotting and gel electrophoresis. Next, the exogenous overexpression of BMP7 were
realized by transfecting recombinant adenovirus (AdBMP7), and the BMP7 antibody (anti-BMP7), which could reduce the
expression of BMP7, was used to detect the influence of ORI on proliferation and apoptosis of HCT116 cells and p38 MAPK signal
pathway by regulating the expression of BMP7. Results Compared with control group, ORI could inhibit the proliferation of
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HCT116 cells obviously, down-regulated the PCNA protein level; Western blotting results showed that ORI up-regulated the protein

level of BMP7, Caspaes-3, Cleaved caspase-3 and p-p38 in a time and concentration dependent manner, with no obvious effect on

the expression of Smad1/5/8 and P-Smad1/5/8 protein and obvious up-regulative effect on the BMP7 protein and mRNA. Over

expression of BMP7 strengthened the regulative level of above-mentioned proteins, while anti-BMP7 partly inhibited such effects of

ORI. Conclusion ORI can inhibit the proliferation of HCT116 cells, which may be related to the up-regulation of BMP7 protein

expression with view to activating of the p38 MAPK signal pathway.
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