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Inhibition effect of parthenolide on the human breast cancer BT549 cells
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Abstract Objective: To observe the effect of parthenolide (PN) alone and in combination with cis—platinum (DDP) on the growth of
human breast cancer cells BT549 and explore its mechanism. Methods: Human breast cancer BT549 cells were cultured in vitro. Different
concentrations of PN, DDP and PN combined with DDP were added to BT549 cells. After 48 h, the cell viability rate was detected by CCK8
assay. Cell cycle distribution was tested by flow cell cycle experiment. Results:The cell viability rate declined after different
concentrations of PN were added to BT549 cells in 48 h. And the cell viability rate decreased after different concentrations of DDP were
added to BT549 cells in 48 h, and the difference was statistically significant (P<0.05). The cell viability rate sharply reduced after
corresponding concentrations of PN combined with DDP were added to BT549 cells in 48 h. Cell cycle G1/S transition was mainly blocked
by the two drugs. Conclusion: PN alone and in combination with DDP can both inhibit the proliferation of BTB49 cells in concentration—
dose dependant. And the drugs also show synergistic effect.
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Fig 1 The effection of different concentrations of PN and DDP

alone or in combination on BT549 cell proliferation
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