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ABSTRACT Objective: To explore the effects of various concentrations of hedyotis diffusa extracts on the proliferation and
apoptosis of MCF-7 human breast cancer cells. Methods: The MCF-7 human breast cancer cells were cultured in the DMEM medium
with 10% fetal bovine serum, 1% penicillin/streptomycin and insulin. The active components of hedyotis diffusa were extracted using the
ethanol-extracting method. Overall 5 groups were included in the study, including four hedyotis diffusa administration groups with
different concentrations (75, 150, 300 and 600 wg/mL) and the blank control group. Results: The cell samples were collected at 1, 2, 3,
and 4 days post the drug application, and the effects of hedyotis diffusa on cellular proliferation rate were evaluated the MTT and CCK-8
methods, respectively. Then, the efficacy of hedyotis diffusa with different concentrations (75, 150, 300 and 600 pg/mL) on the cell cycle
and cell apoptosis was investigated based on the flow cytometry technique. Conclusion: Hedyotis diffusa could significantly inhibit the
proliferation and promote the apoptosis of breast cancer cells in a concentration dependent manner.
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Fig.1: Effects of hedyotis diffusa with different concentrations on the
proliferation of breast cancer cells based on the MTT assay (n=10).
*P<0.05 vs. the 75 pg/mL hedyotis diffusa group;
*P<0.05 vs. 150 wg/mL hedyotis diffusa group
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Fig. 2 Effects of hedyotis diffusa with different concentrations on the cellular cycle of breast cancer cells (n=10). P<0.05 vs. the Control group;

*P<0.05 vs. the 75 pg/mL hedyotis diffusa group; “P<0.05 vs. 150 p.g/mL hedyotis diffusa group
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Fig. 3 Effects of hedyotis diffusa with different concentrations and
different treatment duration on the cellular apoptosis of breast cancer cells
(n=10). 5P<0.05 vs. the Control group; *P<0.05 vs. the 75 pg/mL
hedyotis diffusa group; “P<0.05 vs. 150 pg/mL hedyotis diffusa group.
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