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Study on molecular mechanism of double hydrogen artemisinin inducing apoptosis of bile duct cancer cells”
ZHU Jianming',SHAO Zhijian*
(1. Department o f Clinical Laboratory ,Ruibao Street Community Health Service Center of Haizhu
District Guangzhou,Guangdong 510288 .China ;2. Department of General Surgery .Guangzhou
Municipal People's Hospital sGuangzhou,Guangdong 510220 ,China)

Abstract: Objective To study and discuss the effect of double hydrogen artesunate on Mcl-1 expression and its inducing effect
on cancer cell apoptosis in the patients with cholangiocarcinoma. Methods Bile duct cancer cell lines QBC939 preserved in our hos-
pital from June 2010 to December 2014 were randomly selected and divided into the control group and observation group for conduc-
ting experiments. The cells were cultured by using the conventional cultivation and double hydrogen artemisinin culture. Then the
Mcl-1 expression and apoptosis of cancer cells were performed the statistical analysis and comparison. Results ~Statistical compari-
son showed that the expressions of MCL1-001 and-MCL1 201 at 12,24,48 h in the observation group were significantly higher than
those in the control group,the comparison between groups were statistically significant (P<Z0. 05). MCL1-002 expression had little
difference between at 12 h and 24 h (P>>0. 05),but which at 48 h in the observation was significantly higher than that in the con-
trol group,the difference was statistically significant (P<C0. 05). And the mortality rate at 6,12,24,48,72 h in the observation
group was significantly higher than that in the control group, the difference was statistically significant ( P<C0. 05). Conclusion
Double hydrogen artemisinin has obvious up-regulation effect on Mcl-1, moreover can effectively induces bile duct cancer cell apoptosis.
Mcl-1;  cell apoptosis
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