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Effects on cell viability and cell cycle of apigenin on BCPAP

cell line of thyroid cancer
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Abstract: To investigate the effects on cell viability and cell cycle of
apigenin on BCPAP cell line, the MTT assay was used to detect the
growth inhibition rates of BCPAP cells at 24 h which cultured with
apigenin in different concentrations, and of BCPAP cells at 24, 48,
72 h which cultured with 12. 5, 25, 50 pmol/L apigenin as well. The
bright field images of cell morphology were analyzed. The effects
were evaluated of different concentration of apigenin on the morphol-

ogy of BCPAP cells, and the inhibition of cell growth. The cell cycle
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distribution was measured by flow cytometry. The different concen-
trations (12, 5~100 pmol/L) of apigenin had cytotoxicity on BCPAP
cells, which were clearly dose-and time-dependent. The ICs, of 24 h
is 40. 65 pmol/L. There are significant effects of apigenin on the
morphological changes of BCPAP cells, and the high concentration of
apigenin strongly inhibited BCPAP cell growth in numbers. Cells
were treated with apigenin which had significant effects on cell cycle
of BCPAP cell, and induced apoptosis. Apigenin had significant cyto-
toxicity and inhibition of cell viability on thyroid cancer BCPAP cells.
One of the mechanisms may be that it might make significant G2/M
phase arrest and induced apoptosis, and a decrease of cell viability,
then the cell number was declined.
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Figure 1 The chemical structure of apigenin
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Figure 2 Different concentration of apigenin inhibits

BCPAP cell viability by MTT assay
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Figure 3 Apigenin inhibits BCPAP cell viability for

different time by MTT assay
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Figure 4 The effects of different concentration of apigenin

to BCPAP cells on morphology( X 200)
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Figure 5 Representative flow cytometry histograms of different concentration of apigenin BCPAP to cells on cell cycle
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Figure 6 Bar graphs of quantitative analysis of

different concentration of apigenin to

BCPAP cells on cell cycle
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Figure 7 The effects of different concentration of apigenin

to BCPAP cells on the expression of Cdc25
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