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Tab.l1 Comparison of the incidence of breast
caner in different groups

Group n Bmagcancer mﬁfmgf&] e P
Contol 28 24 8571

TanoxiEn 27 13 481% g811 0003
Calamxih 28 14 50.00 g1B87 0.004
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K1 paiifm 40 LR RIE M B A 2
Fig.1 Infiltrating ductal cancer of rat mammary gland in control group (HE staining,
original magnification: X200)

K2 Bl 4K B LR AN 23 8 A= 20 27
Fig.2 Atypical hyperplasia of rat mammary gland in control group (HE staining,
original magnification: X200)



K3 ZERE A KR IR P B A 2
Fig.3 Infiltrating ductal cancer of rat mammary gland in celecoxib group (HE
staining, original magnification: X200)

K4 FEkE A dloR UL s AR 41 20
Fig.4 Hyperplasia of rat mammary gland in celecoxib group (HE staining, original
magnification: X200)
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P=0. 035) ; AR AL 5 41 COX -2 88 [ R IA TE W M 22 57 (32=0. 990, P=0.320) .

K5 ZEk AT 4K B FL I 41 2 COX-28 PR PR G (7
Fig.5 Positive expression of COX-2 in breast cancer tissue in celecoxib group (SP
staining, original magnification: X400)



Kl6 i 41K L e ZH 2R COX -2 85 F R A ME R (1
Fig.6 Positive expression of COX-2 in breast cancer tissue in control group (SP
staining, original magnification: X400)
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Tab.2 Expression of COX 2 protein in different groups

Gmoup n COX-2(-) COX-2(+) COX-2(++) COX2(+++)
Conbol 24 4 4 7 9
Tanoxifen 13 4 1 4 4
Cebaoxd 14 10 1 2 1

2.4 VEGFHEA/ES A I AL T RS

VEGF &5 [ R B 1 4 (o R (7 T SR A0 B BRI B BT Y, 820 P B2 40 Pl LR (. Bk B A 4 (B T) 55 5
Al (KI8) L, VEGFER [ 11k ] i iksg . VEGF & 1L & A m 42U A 1 K3 . ettt
T S APHMERIAR 27 B (42=6. 457, P=0.040), FEREAMVEGE & AFRIAE T HA4iiFmA (4
2=5. 179, P=0.023), ZEREAAIVEGFIE FIFRIA =R IR W #2253 (x2=0. 030, P=0.863), = R4
LRI LE S AL VEGE 2R [ RIAAT B F M 7 (x%=4. 194, P=0.041) .

L [ --1.-‘ “,#;

e
’f

BI7  JER B A ALK B SR AL ZAVEGE 8 1 B G 4
Fig.7 Positive expression of VEGF in breast cancer tissue in celecoxib group (SP
staining, original magnification: X400)



KIS  FLaliify e 41 K B FL MR A ZAVEGE 2 i PR ME e 1
Fig.8 Positive expression of VEGF in breast cancer tissue in control group (SP
staining, original magnification: X400)
I VECFEEESAIREAL P ERL
Tab.3 Expression of VEGF protein in different groups

Group n VEGF(-) VEGF(+) VEGF(++) VEGF(+++)
Contiol 24 5 5 & 8
Tanoxien 13 K 2 4 0
Celsxb 14 g Z 3 1
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