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Study in effects of 1, 25-dihydroxyvitamin D,
on apoptosis and autophagy of colon
cancer cells and its mechanism

LI Yilong, LEI Kai, ZHANG Xiaozhao, DING Jingjian, ZHANG Shengtao,
QIAO Wei, GUO Yongfeng

( First Department of General Surgery, Xi'an Ninth Hospital in Shaanxi Province, Xi'an, Shaanxi, 710054 )

Abstract: Objective To observe the effects of 1, 25 dihydroxyvitamin D,[ 1, 25-(OH),D, ]
on apoptosis and autophagy of human colon cancer HCT116 cells and explore its mechanism.
Methods HCT-116 cells were cultured in vitro and divided into control group, low-dose group, medi-
um-dose group, high-dose group and combined group[ high-dose 1, 25-( OH),D, combined with aden-
osine monophosphate activated protein kinase ( AMPK) inhibitor ]. Apoptosis and autophagy were ob-
served and compared in each group. Results The degrees of apoptosis and autophagy, the expression
levels of cleaved Caspase 3, cleaved Caspase 8, LC3 [[/LC3 T, Beclin-1 and p-AMPK proteins in
HCT-116 cells in low-dose group, medium-dose group and high-dose group were significantly higher,
and the expression level of p-mTOR protein was significantly lower compared with those in the control
group (P <0.05). The degrees of apoptosis and autophagy, the expression levels of cleaved Caspase
3, cleaved Caspase 8, LC3 [ /LLC3 [ , Beclin-1 and p-AMPK proteins in HCT-116 cells in the com-
bined group were significantly lower, while the expression level of p-mTOR protein was significantly
higher compared with those in the high-dose group (P <0.05). Conclusion 1, 25-(OH),D, can
enhance apoptosis and autophagy of colon cancer cells by regulating AMPK/mTOR signaling pathway
thereby playing anti-tumor roles.

Key words: 1, 25-dihydroxyvitamin D, ; colon cancer; apoptosis; autophagy; AMPK/mTOR
signaling pathway
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