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Rl IEA 2 0 B A3 A S O, Bax RGKH TR . 4518 IRAIREEE &4 ECA109 4 it e ™ A= it 25,
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Effect of bufalin combined with cisplatin on the growth of esophageal cancer cell ECA109 under hy-
poxic environment

WANG Jing-jing' , WANG Wei-dong” , WANG Luo-nan', KANG Xiao-hong' ,KOU Xiao-ge'

(1. Department of Oncology ,the First Affiliated Hospital of Xinxiang Medical University , Weihui 453100, Henan Province , Chi-
na;2. Department of Blood Transfusion Branch ,the Third Affiliated Hospital of Xinxiang Medical University , Xinxiang 453003,
Henan Province ,China)

Abstract: Objective To investigate the effect of bufalin combined with cisplatin on the growth of human esophageal
cancer cell ECA109 and explore the potential anti-tumor mechanisms of bufalin combined with cisplatin in the hypoxic environ-
ment. Methods The effect of cisplatin(2.5,5.0,7.5,10.0 mg - L") on cell proliferation of human esophageal cancer
ECA109 cell under hypoxic and normoxia environment was evaluated by methylthiazolyl tetrazolium (MTT) assay ;the effect of
bufalin(10 nmol « L™") combined with cisplatin(2.5,5.0,7.5,10.0 mg - L™") on cell proliferation of human esophageal
cancer ECA109 cell under hypoxic environment was evaluated by MTT. Expressions of apoptosis related proteins in ECA109
cells after given cisplatin only or bufalin combined with cisplatin were detected by Western blot. Results  Under normoxic and
hypoxic environment, the ECA109 cell growth inhibition rate in different concentrations of cisplatin group was significantly
higher than that in the control group( P <0.05) ;and the inhibition rate increased with the increasing concentration of cisplatin
(P <0.05). Under the same concentration cisplatin,the ECA109 cell growth inhibition rate in hypoxic environment was lower
than that in normoxic environment( P <0.05). Under hypoxic environment,the ECA109 cell growth inhibition rate in different
concentration of cisplatin plus bufalin group was significantly higher than that in the control group(P <0.05) ;and the inhibi-
tion rate increased with the increasing concentration of cisplatin (P <0.05). The ECA109 cell growth inhibition rate in cispla-

tin plus bufalin group was higher than that in cisplatin group under the same concentration cisplatin (P <0.05). Under hy-
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poxic environment , the expression of Bcl-2 decreased and the expression of Bax increased with the increasing concentration of

cisplatin. After cisplatin combined with bufalin, the expression of Bcl-2 was significantly decreased,and the expression of Bax

was significantly increased with increasing concentrations of cisplatin. Conclusion Under hypoxic environment, the ECA109

cells are resistant to cisplatin,but bufalin can inverse the resistance.
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