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[Abstract)
cells induced by radiotherapy. Methods

Objective To explore the effects of curcumin (Cur) on the proliferation and apoptosis of HT29
HT29 cells were routinely cultured and treated with 6 Gy and (or) Cur for
24 h: control group, 6 Gy singly used group,6 Gy combined with Cur group (5 pmol/L Cur+6Gy, 10 pmol/L Cur+6Gy,
20 umol/L Cur+6Gy). Then MTT assay, flow cytometer, annexin V-FITC/PI double staining and elisa assay were per-
formed to evaluate the proliferating ratio, apoptotic ratio and assess the Caspase—3, Caspase—6 and Caspase—9 activi-
ties in HT29 cells. Results

cantly decreased compared to the corresponding cells in either control or 6 Gy singly used groups (P<0.05), and the

The cell proliferating ratio of HT29 cells in 6 Gy combined with Cur group was signifi-

apoptotic levels of HT29 cells were significantly increased compared to the corresponding cells in either control or
6Gy singly used groups (P<0.01). Simultaneously, the Caspase—3, Caspase—6 and Caspase—9 activities in the cells in
6 Gy combined with Cur group were increased compared to the corresponding cells in control and 6 Gy singly used
groups (P<0.05). Conclusion Cur can increase the sensitivity of HT29 cells in response to 6 Gy through induction
of apoptosis-associated factors and increasing apoptosis. Thus, our study may provide a new concern for the clinical
treatment of colon carcinoma.
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[Abstract] Objective

To investigate the proliferation inhibition function of zoledronic acid on human gas-
tric cancer cell SGC-7901 and its influence on vascular endothelial growth factor (VEGF). Methods

CCK-8 cell vi-

ability assay was performed to investigate the effect of zoledronic acid on cell proliferation. The expression of VEGF

was examined by ELISA and semi-quantitative RT-PCR. Results

Zoledronic acid inhibited the proliferation of

SGC-7901 cells at a dose-and-time dependent manner (concentration range: 0.2~3.2 pg/L). Meanwhile, ELISA and

semi-quantitative RT-PCR results showed that the expression of VEGF was down-regulated at a dose-dependent fash-

ion in SGC-7901 cells. Conclusion

down-regulation of VEGF.
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