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Role of Emodin in Apoptosis of Human Colon Cancer Cell Line LOVO Medicated by Reactive Oxygen Species
LI Wusheng', ZHONG Yi’>, MA Liang' (1. Surgery Department of Anorectal Disease, Affiliated Hospital of Luzhou
Medical College, Luzhou 646000 Sichuan, China; 2.Department of Cardiac Medicine, Affiliated Hospital of Luzhou
Medical College, Luzhou 646000 Sichuan, China)

Abstract: Objective To investigate the influence of emodin on the apoptosis of human colon cancer cell line LOVO
and to explore the role of reactive oxygen species(ROS) in this process. Methods The LoVo cells were divided into
blank control group and emodin treatment groups (emodin at the concentrations of 40, 80, 120 wmol-L™) , and the
intervention time was 12, 24, 48 h, respectively. The proliferation of LOVO cells was assayed by methyl thiazolyl te—
trazolium (MTT) method, and the apoptosis was detected by Annexin V -FITC and PI double-staining flow cytometry.
Cellular ROS level was detected by using a confocal laser scanning microscope. In addition, caspase—3 expression was
analyzed by Western blotting method. Results Compared with the blank control group, emodin treatment groups in—
duced the apoptosis (P<0.05), increased the level of ROS (P<0.05) in human colon cancer cell line LOVO, and
up—regulated the expression of caspase-3(P < 0.05) in dose—dependent manner, the difference being statistically sig—
nificant (P < 0.05). Conclusion Emodin induces the apoptosis of human colon cancer cell line LOVO through ROS—
mediated mitochondrial signaling pathway, which may be one of its apoptosis—inducing mechanisms.
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Figure 1  The inhibitory effect of emodin on the growth in human

colon cancer cell line LOVO
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Figure 2 Effects of emodin on caspase—3 expression in human

colon cancer cell line LOVO

23 KWHEMANNEROSIHEmW LK1, 56 E R
BEROS/KF-. RER AN 24 h 5 4 () ROS
W B, S AXBALK, 25985
EX(P<005), H ROS A EAGAIEG IS

24 KWHEMLOVOAMM gm0k 2, RAAR
R B B R 28 T IR I 4, 24 h J5 40 B
FT B, 25 PO R 2 v U A/ 1 0 A T A i A7
TE. SN IRAL L E, Bl A R R B 3
JISEE A0 L P R T SR R, R ST E L
(P<0.01),

3 g
A 0 2 2 R T T2



] |cm K

+134- Traditional Chinese Drug Research & Clinical Pharmacology, 2013 March, Vol. 24 No. 2

R1 KREEZXNAHEHAMEKLOVORROSKEHEN (x+s,
n=5)

Table 1 Effects of emodin on the level of ROS in human colon
cancer cell line LOVO
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Table 2 Effects of the apoptosis rate in human colon cancer cell

line LOVO induced by emodin for 24 h
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Protective Effect and Mechanism of Total Saponin from Semen Ziziphi Spiosi in Damaged Myocardial Cells
Induced by Hydrogen Peroxide

HUANG Yisheng', JIA Yuhua®? (1. Department of Cardiovascular Medicine, People's Hospital of Fuyong , Shenzhen
518103 Guangdong, China; 2. Traditional Chinese Medicine School, Southern Medical University, Guangzhou
510515 Guangdong, China)

Abstract: Objective To study the protective effect and mechanism of total saponin from Semen Ziziphi Spiosi
(SZS-TS) on the damage of myocardial cells induced by hydrogen peroxide. Methods Primary cultures of cardiac my—
ocytes were prepared from the ventricles of neonate Wistar rats aged 1 ~3 days, and then cultured for 72 hours. Hy—
drogen peroxide was used for the induction of oxidative injury myocardial cell models. The well-grown neonate rat my-—
ocardial cells were divided into four groups. The blank control group had no medication during the culture, the model

group was treated with hydrogen peroxide at the final concentration of 400 pmol-L™" in the cell culture fluid for 4 hours.
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