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Effects of vitexin on cell growth and apoptosis of human esophageal cancer
EC-109 cells

ZHU Deng-xiang, AN Fang, WANG Shu-hua
Department of Pharmacy, Hebei North University, Zhangjiakou 075000, China

Abstract: Objective To observe the effects of vitexin extracted from the flowers and flower buds of Trollius chinensis on the cell
growth and apoptosis of human esophageal cancer EC-109 cells, and to investigate the effect of p53 and bcl-2 protein expression in
antitumor mechanism. Methods EC-109 cells in logarithmic growth phase were treated by vitexin at different concentration. The
inhibitory effects on the growth and proliferation of EC-109 cells in vitro were detected by CCK-8 method. The morphological
changes of cell nucleus were assayed by the cell death detection kit Hoechst33258, DNA bands were detected by agarose gel
electrophoresis, and the apoptosis rate of EC-109 cells induced by vitexin was examined using flow cytometry (FCM) with
AnnexinV-FITC/PI double-labled technique. The protein expression of p53 and bel-2 of EC-109 cells was detected by FCM. Results
Vitexin had markedly inhibitory effect on the growth and proliferation of EC-109 cells, and the inhibitory rate increased with the
concentration increasing and reaction time prolonging. Vitexin could induce the apoptosis of EC-109 cells and the protein expression
of p53 was up-regulated while that of bcl-2 was down-regulated. Conclusion Vitexin could induce the apoptosis of EC-109 cells by
up-regulating the expression of p53 and down-regulating that of bcl-2.
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Table 1 Effects of vitexin on proliferation of EC-109 cells
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15 C/ ) HHIFE /%
(umol-L™") 24h 48h 72h
I 50 2244011 4824033 828+036™
10.0 3.671026™  8.06+0.32"% 14.65+0.56™
20.0 8351044 15024030 26.70+0.52"
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80.0  20.08+1.16™ 31.60+=145% 38304124
DMSO - 0661023  0.58+0.15 0491044

Fl— I HIAR R4 e "P<0.05

AR AR R IA E e 4P<0.05

P <0.05 vs vitesin groups at different concentration, same phase
4P <0.05 vs different phases of same concentration of vitexin

HIREF 20.0 pmol-L ™! HIFTF 80.0 pmol- L™

B1 HHFEFX EC-109 4R 7S EI 20

Fig. 1 Effects of vitexin on morphological changes of cell nucleus of EC-109 cells
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Fig. 2 Effects of vitexin at different concentration
on DNA bands of EC-109 cells
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Table 2 Effects of vitexin on apoptosis of EC-109 cells

(x+s,n=5)
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P < 0.05 vs control group; *P < 0.05 vs vitexin groups at different

concentration, same as below
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Fig. 3 Effects of vitexin on apoptosis of EC-109 cells

#z 3 HHEFEIT EC-109 4HAE pS3 A bel-2 ERRIERIE M
(; ts5,n=5)
Table 3 Effects of vitexin at different concentration on p53 and
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