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Abstract
AIM: To investigate the effect of emodin on
cell apoptosis in human stomach cancer cell
line SGC-7901 and to explore the related
mechanisms.

Beishideng®  WCJD | www.wjgnet.com

METHODS: After SGC-7901 cells were treated
with different concentrations of Emodin, cell
apoptosis was determined by CCK-8 assay and
TUNEL assay. The expression of Bcl-2, Bax,
cleaved-Caspase3, cleaved-PARP, preCaspase3,
and PARP was measured by Western blot.
Mitochondrial membrane potential was
examined by JC-1 staining and fluorescence
microscopy.

RESULTS: The apoptotic rate of SGC-7901
cells was increased by emodin in a dose-
dependent manner (survival rate 100.73%
+ 8.97% vs 45.27% + 3.75%, P < 0.05).
Compared with the control group, treatment
with emodin (60 pmol/L) significantly
increased Bax expression (1.98 + 0.12 vs 1.00
1 0.08, P < 0.05), Caspase3 (1.73 £ 0.13 vs 0.98
£ 0.06, P < 0.05) and PARP (2.29 £ 0.17 vs 1.01
£ 0.08, P < 0.05) activation, while decreased
Bcl-2 expression (0.31 £ 0.02 vs 1.01 = 0.06, P
< 0.05), Bcl-2/Bax ratio (0.14 + 0.01 vs 1.02
0.13, P < 0.05) and mitochondrial membrane
potential.

CONCLUSION: Emodin accelerates the apoptosis
of SGC-7901 cells via the mitochondria-
dependent pathway. Our results reveal a novel
role for emodin in the treatment of gastric
cancer.

© The Author(s) 2016. Published by Baishideng
Publishing Group Inc. All rights reserved.
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R CCK-8FATunel &2 T K& %
EIREARBEAR #ESGC-7901 4m ALy B (5
% %100.73%+8.97% vs 45.27%+3.75%,
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+0.13 vs 0.98+0.06, P<0.05). cleaved-
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