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Effect of berberine and tamoxifen on biological behavior of drug-resistant breast cancer T-47D

cells
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Abstract: Objective To observe the effect of berberine (BBR) and tamoxifen (TAM) on biological behavior of drug-
resistant breast cancer cells. Methods  Drug-resistant breast cancer T-47D cells were divided into control, TAM, BBR, and
TAM+BBR groups. Cell proliferation, migration, cell cycle, and expression of p-AKT and p-AMPK were respectively
detected by CCK-8, scratch test, flow cytometry, and Western blot. Results Compared with contrl group, cell proliferation
decreased, while cell migration inhibition, cell cycle arrest, and expression of p-AKT/AKT and p-AMPK/AMPK increased
in TAM, BBR and TAM+BBR groups (P<0.01 or 0.05), especially in TAM+BBR group (P<0.01). Conclusion Combined
BBR and TAM might inhibit cell proliferation and migration and block cell cycle in G1 phase via activating PI3K/AKT and

AMPK pathways.
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