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Effects of calycosin-7-O-p-D-glucoside on cell apoptosis in cervical cancer HelL.a
cells and expression of Bcl-2/Bax

ZHANG Dong-mei
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Abstract: Objective To explore the effect of calycosin-7-O-B-D-glucoside (CG) on apoptosis in cervical cancer HelLa cells and
expression of Bcl-2/Bax. Methods HelLa cells were cultured and divided into two groups, including control group and experimental
group. Cell viabilities were determined by the MTT method; Apoptosis and cell cycle were analyzed by flow cytometry; The changes of
protein expression of cleaved Caspase-3, Bcl-2, and Bax were detected by Western blotting. Results From the data of MTT, the cell
proliferation of human cervical cancer HeLa cells was inhibited by CG (2.5—100 pg/mL) in a dose- and time-dependent manner. Flow
cytometry assays showed that EGCG significantly induced the apoptosis in HeLa cells. The apoptosis rate of the experimental group were
increased gradually in 48 h after treated with CG (20, 40, and 80 pg/mL), they were 10.40%, 25.50%, and 39.40%, respectively,
significantly higher than those in the control group. The data of Western blotting showed that CG down-regulated Bcl-2 and up-regulated
cleaved Caspase-3 and Bax in a dose-dependent manner. Conclusion CG could inhibit the the proliferation of HeLa cells and promote
apoptosis, and the anticancer effect of CG may be associated with the down-regulation of Bcl-2 expression and up-regulation of Bax
expression, as well as the increase of relative activity of Caspase-3. CG may be a promising antitumor agent for cancer treatment.
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Fig. 1 Effect of CG on cell viability of HeLa cells (x +s ,n=5)
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Fig. 2 Effect of CG on apoptosis of HeLa cells (Hoechst 33258 staining)
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Fig. 3 CG-induced early apoptosis of HeLa cells
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Table 1 Apoptosis rate and cell cycle in each group (x+s,n=5)
SR
Z p/(ngmL™") AN T2 /%

Gy/Gy S G,/M
paplil 0 1.80£0.05 50.52£0.71 37.12£0.88 12.46£0.66
CG 20 10.40+0.24" 54.62£0.99 35.26£0.58 10.12£0.54

40 25.50+0.18" 59.10+0.67" 33.514+0.62 739+0.77"
80 39.40+0.48" 67.25+0.93" 26.93+0.57" 5.82+0.51"

X AL "P<0.05
"P < 0.05 vs control group
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Fig. 4 Effects of CG on intracellular expression levels of
Caspase-3, Bax, and Bel-2 (x s ,n=5)
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