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Effects of Deguelin on the Proliferation and Apoptosis of Human Esophageal Cancer Cell Ec-109:
an Experimental Research BAI Mei-ling, LI Hai-jun, and ZHANG Lin-xi Department of Forensic
Pathology, Hebei North College, Hebei (075000), China

ABSTRACT Objective To observe the effects of deguelin on the apoptosis and proliferation of hu-
man esophageal cancer cell Ec-109, and to explore its possible mechanisms. Methods Human esophage-
al cancer cells Ec-109 were in vitro cultured. They were divided into the blank control group, and 5, 10, 20,
and 40 nmol/L deguelin groups. The inhibition on the proliferation was detected at 24, 48, and 72 h using
CCK-8 assay. The early apoptosis rate at 24 h was detected by flow cytometry. The expressions of apopto-
sis-related proteins Bcl-2 and Bax were detected at 24 and 48 h respectively. Results Compared with the
blank control group at the same point, the growth inhibition rate in all deguelin groups increased at 24, 48,
and 72 h, showing statistical difference (P <0.05). The early apoptosis rate was 4.37% +0.35%,6.71% =+
0.14%, 15.62% *0.21%, and 19.78% +0.15% in 5, 10, 20, and 40 nmol/L deguelin groups, respectively,
showing statistical difference when compared with that of the blank control group (1.10% +0.08%, P <
0.05). Compared with the blank control group, Bcl-2 protein expression obviously decreased, and Bax pro-
tein expression obviously increased in 10, 20, and 40 nmol/L deguelin groups, showing statistical differ-
ence (P <0.05). The aforesaid indices were in time- and dose-dependent manners. Conclusion Deguelin
showed obvious effects on inhibiting the proliferation of Ec-109 cells and promoting their apoptosis, which
was correlated with up-regulating Bax protein expression and down-regulating Bcl-2 protein expression.
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