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Mechanism Study for Cantharis Extract Inducing Apoptosis of Cervical Cancer Cells CIDAN
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ABSTRACT Objective To study antitumor effects of Cantharis extract (CTE) on the proliferation
and apoptosis of human cervical cancer Hela cell line, and the underlying mechanisms. Methods Hu-
man cervical cancer Hela cell line was cultured in vitro . CCK-8 assay was used to detect the inhibitory
effect of CTE on Hela cell proliferation. The morphology changes of cell apoptosis induced by different
concentrations of CTE were observed under optical microscope and fluorescence microscope. Flow cy-
tometery based on Annexin V/PI double staining was performed to evaluate the ratio of apoptosis. West-
ern blot assay was used to detect cell proliferation and changes of apoptosis related protein expressions.
Results CTE significantly inhibited the proliferation of Hela cells in a dose and time dependent manner.
IC,, of CTE after 48 h treatment was 3. 94 pg/mL. Apparent anoikis occurred under optical microscope a-
long with increased CTE concentrations. After Hoechst33258 staining, the number of cells with typical ap-
optosis changes, such as pyknosis and karyorrhexis gradually increased in a concentration dependent
manner. Annexin V /Pl double staining also showed the number of apoptotic cells increased along with in-
creased CTE concentrations. The apoptosis ratios of different concentration groups (1.25, 2.5,
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5.0 pg/mL) were 14.73%, 29.75%, 53. 33%, respectively, statistically different from those of the con-
trol group (P <0.05). Western blot showed that, as compared with the control group, the expression of
proliferation related protein PCNA decreased (P <0.05), expressions of pro-apoptotic proteins Bax, Bak
and Bid increased. There was no statistical difference in Bax expression between 2.5 ng/mL CTE group
and 5.0 pg/mL CTE group (P <0.05). There was no statistical difference in Bid expression among 1. 25,
2.5,5.0 pg/mL CTE groups (P <0.5). Expressions of anti-apoptotic proteins Bcl-2, Mcl-1, and Survivin
decreased, no change of Bcl-XL protein expression in the CTE treated groups. The expression of apoptot-
ic protein kinase Caspase-3 decreased, Caspase-3 substrate apoptosis related protein PARP obviously
occurred in the zona cutting, and the protein expression of Cleaved-PARP increased (P <0.5). Conclu-

sion CTE significantly inhibited cell proliferation of Hela cells and induced apoptosis possibly related to

down-regulating expressions of anti-apoptotic proteins and up-regulating expression of pro-apoptotic pro-

teins.
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