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Effects of arsenic trioxide and paclitaxel on the expression level of MTA1 in Caco-2 cells”

LIANG Youzhuo ,CHEN Can feng
(Center Hospital of Baoan District , Shenzhen,Guangdong 518102 ,China)

Abstract: Objective To explore the effects of arsenic trioxide and paclitaxel on the expression level of metastasis-associated
gene 1(MTA1) mRNA in Caco-2 cells. Methods

tect the inhibition rate of different concentrations of arsenic trioxide and paclitaxel on the growth of Caco-2 cells,reverse transcrip-

Methylthiazolyldiphenyl-tetrazolium bromide(MTT) assay was performed to de-
tion real-time polymerase chain reaction was performed to detect the expression level of MTA1l mRNA. Results With the increas-
ing of the concentrations of arsenic trioxide and paclitaxel, the inhibition rate increased, while the expression level of MTA1 mRNA
decreased. The inhibition rate was negatively correlated with the expression levle of MTA1 mRNA (= —0. 636, P<C0. 05). Conclu-

sion The effects of arsenic trioxide and paclitaxel on the growth of Caco-2 cells and the expression level of MTA1 mRNA could be

with dosage-dependence,and the inhibition effects might be negatively correlated with the expression level of MTA1 mRNA.
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