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Chemopreventive effect of celecoxib against DMBA -induced breast cancer and its mechanism
KANG Hua-feng,W ANG X i-jing, LIU X isoxu,DA IZhi-jm,XUE Feng-jie, X UE X Ing-huan
D epartm entof O ncological Surgery, Second A ffiliated H ogpial, SchoolofM edicine, X ibn Jiaotong University, X ibn 710004, Chha

Abstract: Objective To evaluate the chem opreventive effect of celecoxib, a specific cyclooxegenease2 COX 2) mhibitor,
on chem ically induced breast cancer of rats and its effecton COX 2 expression. Methods 7, 12-din ethyloenz anthracene
OM BA) wasadm hisered ntragastrically in SD fem ale 1ats to esablich breast cancerm odels, which were divided subse-
quently nto control group, tam oxifen group and celecoxdb group to receive different treatm ents accordingly. The occurrence
1ate of breast cancerw as cbserved and the effectof celecoxi on COX 2 and vascularendothelial grow th factor VEGF) ex-
pressions assayed by in m unohistochem ical SP m ethod . Results The incidence of breast cancer in tam oxifen group @8 15% )
and celecoxib group (50.00% ) w ere both significantly low exrthan that in the conttolgroup 85.71% ; P=0.003 and P=0.004, r=-
goectively) . The positivity mate of COX 2 expression I celecoxib group 28 57% ) w as significantly low erthan those of tam ox-
ifen group @8 15% ) and controlgmoup 83 33% ; P=0.001 and P=0.035, respectively) . The positivity ate of VEG F expression
 celecoxib group @2 86% ) w as significantly Jow erthan thatof conttolgroup (79 17% ,P=0.023), butcom parable w ith that in

tam oxifen group 46 15% , P=0.863). Conclusion Celecoxib can significantly suppressDM BA -induced breast cancer in fe-
m ale rats possibly through dow n-regulation of COX 2 and VEG F expressions.
Key words: breastneoplaan s; celecoxib; tam oxifen ; cyclooxygenase-2 ; vascularendothelial grow th factor
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Tab.1 Comparison of the incidence of breast

caner in different groups

G oup n Breastcancer ncience of X’ P+
breastcancer & )

Control 28 24 8571

Tamoxifen 27 13 4815 8811 0.003

Celecoxib 28 14 50.00 8187 0.004

*Com pared w ith the Incidence of breast cancer in controlgroup
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Fig.1 Infiltrating ductal cancer of rat mammary gland in control group HE s@ining, orighalm agnificationx 200)
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Fig.2 Atypical hyperplasia of rat mammary gland in control group HE saihing, orighalm agnification x200)
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Fig.3 Infiltrating ductal cancer of rat mammary gland in celecoxib group HE saning, originalm agnification x200)
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Fig.4 Hyperplasia of rat mammary gland in celecoxib group HE saining, orignalm agnification:x200)
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Fig.5 Positive expression of COX 2 in breast cancer tissue in celecoxib group
(SP glaining, originalm agnification : x400)
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Fig.6 Positive expression of COX2 in breast cancer tissue in control group SP
saining, originalm agnification : x400)
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Tab.2 Expression of COX-2 protein in different groups
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Fig.7 Positive expression of VEGF in breast cancer tissue in celecoxib group
(SP staining, origialm agnification: x400)
B s BaFmARRIARBEALR VEGF EEBEMAMEE
Fig.8 Positive expression of VEGF in breast cancer tissue in control group
(SP staining, orighalm agnification: x400)
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Tab.3 Expression of VEGF protein in different groups

G roup n VEGF(-) VEGF(+) VEGF(++) VEGF(+++)
Control 24 5 5 6 8
Tamoxifen 13 7 2 4 0
Celecoxdb 14 8 2 3 1
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