#EEARLREL
wcjd@wijgnet.com

K

HRENEIZYE 20108738H; 18(19): 1990-1994
ISSN 1009-3079 CN 14-1260/R

F #4415 BASIC RESEARCH

COX-2#HIFIZE Rk E IR T A S 7= 4 RS W480H A 5t

BRE

BB XK, XA, AT R, AR, X8

[ L ke
PI3K/Akti& 2 2
— S Hmiet
G ENEENE
SHFE%; %
GRYe LA |
A AECOX-2it &
ik #HOL. dpR)
PI3K/Akt/COX-2
B iEAL, THEAA
HATIGHAE .

W@ 5% RA
&AM, Hax, B
T EAKFHE
R H—ERAM
b

B, X%, XK, f158, (FFHIR, B, £ PHERFRT
& 5 BB ) B BP9 A 37k 2 KX 430030

28, 2006 PRI ARZRN, BT, EBEMETHINBRS
OISR VSRR,

HH I HIF AL T BN B, No. 200804871034

#abh B AAFELFBR A, No. 2008cdb133

1EE RS NRADERBT, HRIEHERE. Xk X
AR R, IBREARGEN; DTGB ERERE, 8uE0
BB, MEXSIEBERTTW.

BIRAEE: BB, T, T/8EIM, 430030, HHLBEINMD, £
INESNE R N S Pl eR N
xiashu1900@yahoo.com.cn

RS EHEE: 2010-03-10 {BOBHA: 2010-06-06

BZHE: 2010-06-07 AL HMREE: 2010-07-08

COX-2 inhibitor celecoxib
improves radiosensitivity of

human colon carcinoma cell
line SW480

Shu Xia, Fei Liu, Xi-You Liu, Qiang Fu, Xiu-Gen Fu,
Wei Zheng

Shu Xia, Fei Liu, Xi-You Liu, Qiang Fu, Xiu-Gen Fu, Wei
Zheng, Department of Oncology, Tongji Hospital, Tongji
Medical College, Huazhong University of Science and
Technology, Wuhan 430022, Hubei Province, China
Supported by: the Foundation for Youth Scholars of
Ministry of Education of China, No. 200804871034; and
the Natural Science Foundation of Hubei Province, No.
2008cdb133

Correspondence to: Shu Xia, Department of Oncology,
Tongji Hospital, Tongji Medical College, Huazhong Uni-
versity of Science and Technology, Wuhan 430022, Hubei
Province, China. xiashul900@yahoo.com.cn

Received: 2010-03-10 Revised: 2010-06-06

Accepted: 2010-06-07 Published online: 2010-07-08

Abstract

AIM: To determine whether celecoxib, a
selective cyclooxygenase-2 (COX-2) inhibitor,
can improve radiosensitivity of human colon
carcinoma cell line SW480.

METHODS: Cultured SW480 cells were treated
with celecoxib for 24 h and then irradiated with
different doses of X-rays. Cell survival was eval-
uated by colony formation assay. To calculate
Dgq, DO, SF2 and SER, the cell survival curve was
fitted by the one-hit multi-target model. After
6-Gy radiation, the apoptosis of SW480 cells was

detected by flow cytometry, and the expression
of pAkt, COX-2, and pBad in SW480 cells was
detected by Western blot.

RESULTS: The Dq, D0 and SF2 values for ir-
radiated SW480 cells pretreated with celecoxib
were lower than those for unpretreated ones
(0.995 vs 2.527, 1.091 vs 1.622 and 0.352 vs 0.805,
respectively; all P < 0.05). The SER for irradiated
SW480 cells pretreated with celecoxib was 1.487.
X-ray radiation enhanced the expression of
pAkt, COX-2 and pBad proteins in SW480 cells.
The expression levels of pAkt, COX-2 and pBad
proteins in irradiated SW480 cells pretreated
with celecoxib were lower than those in unpre-
treated ones. The apoptosis rate was significant-
ly higher in irradiated SW480 cells pretreated
with celecoxib than in unpretreated ones (15.02
+2.16vs 6.25+1.22, P < 0.05).

CONCLUSION: Celecoxib improves radiosensi-
tivity of human colon carcinoma cell line SW480
perhaps by inhibiting the activation of the PI3K/
Akt/COX-2 pathway.
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