cJ

b U PR3 A

: http:/ /www .baishideng.com/wcjd/ch/index.aspx
: http:/ /www.wjgnet.com/ esps/helpdesk.aspx
DOI: 10.11569/ wcjd.v23.i9.1460

2015 3 28 ;23(9): 1460-1464
ISSN 1009-3079 (print) ISSN 2219-2859 (onlme)
©2015

RAPID COMMUNICATION

58 Xt 45 B i MR #kCaco-21E AT #Bcl-2,
Caspase3. Caspase9E HFRiERISSN

¥ 4 % #

E1@ 5 # &

J3aishideng®

637000

067000

: , 637000,
97 -
songman3423@126.com

1 0817-2258747
:2014-11-11 :2015-01-23
:2015-01-30 : 2015-03-28

Effect of cisplatin on cell
proliferation and apoptosis
and expression of Bcl-2,
Caspase3 and Caspase9
proteins in human colon
carcinoma cell line Caco-2

Shi-Qing Li, Fu-Min Chen, Jun Luo, Long Chen, Man Qi

Shi-Qing Li, Fu-Min Chen, Jun Luo, Long Chen,
the Second Clinical College of North Sichuan Medical
College; Department of Gastroenterology, Nanchong
Central Hospital, Nanchong 637000, Sichuan Province,
China

Correspondence to: Shi-Qing Li, Lecturer, the Second
Clinical College of North Sichuan Medical College;
Department of Gastroenterology, Nanchong Central
Hospital, 97 Renmin South Road, Nanchong 637000,
Sichuan Province, China. songman3423@126.com
Received: 2014-11-11 Revised: 2015-01-23
Accepted: 2015-01-30  Published online: 2015-03-28

Abstract

AIM: To investigate whether cisplatin induces
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the apoptosis of colon cancer Caco-2 cells and
inhibits the expression of Bcl-2, Caspase9 and
Caspase3.

METHODS: Caco-2 cells were treated with
cisplatin. Cell proliferation was measured by
MTT assay and fluorescence microscopy. The
protein expression of Bcl-2 was determined
by Western blot, and the protein expression
of Caspase9 and Caspase3 was determined by
spectrophotometry.

RESULTS: Cisplatin inhibited the proliferation
of Caco-2 cells in a concentration-dependent
manner, and the survival rates of cells treated
with 4 and 2 ug/mL cisplatin showed a
statistical difference (P < 0.01), although there
was no significant difference between cells
treated with 1.0 and 0.5 pg/mL cisplatin (P
> 0.05). Cisplatin induced the apoptosis of
Caco-2 cells in a time- and dose-dependent
manner. Bcl-2 protein was highly expressed
in Caco-2 cells. Cisplatin intervention for 72 h
significantly reduced the expression of Bcl-2
protein in Caco-2 cells compared with control
cells (P < 0.05).The protein expression of
Caspase9 and Caspase3 was significantly up-
regulated at 48 and 72 h after treatment with
cisplatin when compared with control cells (P
<0.01).

CONCLUSION: Cisplatin inhibits the proliferation
and induces apoptosis of Caco-2 cells via
mechanisms that may be related to activation of
Caspase9 and Caspase3 and inhibition of Bcl-2
protein expression.
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