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Effects of As,O; on human renal carcinoma cell line 786-O proliferation and PI3K-Akt transduction pathway
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Abstract: Objective To evaluate the effect of arsenic trioxide(As, O;) on the proliferation of human renal carcinoma cell line

786-0,and to explore the changes of the PI3K-Akt signaling pathway. Methods Human renal cancer cells 786-O was cultured in
96-well plates,and divided into the control group(n=45 holes) and the experimental group(n=45 holes). After stimulation by
1 pM As; O; and saline, the cells in 15 holes were collected at 0,12,and 24 h. BrdU assay was performed to quantify DNA synthesis
to evaluate the cells proliferation, the quantitative PCR was used to measure PI3K and Akt relative mRNA expression,and Western
blot was used to quantify the relative expression levels of of intracellular PI3K and Akt. Results After 12,24 h of As,O; stimula-
tion, the amount of DNA synthesis in the observation group was gradually lower than that of the DNA synthesis at 0 h(P<Z0. 05)
and significantly lower than that of the control group at 12 h and 24 h(P<Z0. 05). At 0,12,24 h,the relative expression level of in-
tracellular PI3K and Akt mRNA and protein in the observation group had no significant difference(P>>0. 05),and the relative ex-
pression levels of PI3K and Akt mRNA and protein in the control group were increased as the proliferation was gradually increased.
Conclusion  As,O; inhibits human renal carcinoma cell line 786-O proliferation through inhibiting the PI3K-Akt transduction path-
way,and has potential clinical value for the treatment of kidney cancer.
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