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Bl PR/ IR . AR RHRVRRE . MR . Dukes AR ICIC. SR, EERIAMICOX-
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Tab.l Correlation between COX-2 and the

clinicopathological features
Variable High-COX Low-COX Pt
(n=32) (n=524})
Age(yrs)
= 60 15 42
=005
=60 17 52
Sex
Male 16 50
=0.05
Female 16 44
Tumnor size{cm)
<5 18 52
=005
=5 14 42
Tomor location
Colon 13 44
>0.05
Rectal 19 50
Histological type
Well diff. Adenoca 18 51
Moderately or poorly diff, =0.05
14 43
Adenoca
Depth
Muscle 18 49
=0.05
Subserosa 14 45
Lymph-node metastasis
+ 12 38
=0.05
- 20 56
Dhakes classification
Aand B 20 56
>0.05
C 12 38
Recurrence
+ il 15
<0.05
- 21 81
Recurrence by haematogenous
metastagis
4 g g
<0.05

23 a5
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1264 025 B s g e T2449), AEAF10249], HrhCOX-2 /i RIA A (n=26) FET 124, COX-2{LFRik4
(n =100) FET=12061. JoMisRa s Ay, COX—2m Rin 2 ALK IE 2 (A7 % FKap lan-Meier J7 L PEAL, JF
HLog-rank test#HfTLLE:, WA ZAAER HA B EZER. Kaplan-Meier i Sl g RE W 3a Rt Ae %
LECOX-21 K3 20 J88%;  TMIAECOX-2 /i ik 2 M 53. 8%, A Log—rankiiy, COX—27E &k SRk LH (B 77
2k A W2 22 5 (P=0. 0067) (K1) .

10| L“—-_|_I
u.sli

D.&E Low-COX-2 group
.4 E High-COX-2 group
0.2 t
%o 12 24 36 48 & 7 84

K1 AEZKFCOX-2K ik A7 h 4 (Kaplan—-Meieryk) , Log—rankyZ Hus ol 4 A4 17 Hh £
Fig.1 Kaplan-Meier disease—free survival curves of patients with high and low COX-2
expression
A statistically significant difference was observed between the two groups (P<0.01)

fEk2, ffifForward LRJ7VE0HT, SfiitAe, 459 145 Dukes /7 WIFICOX—2 5 I AE & 30E A\ Cox [F]H 75
P, KUK EGEFHRE RS SDukes 2 WIm BEAH DGR 2, SEbr RS AEDukes 0 X — R 2, BRI AECox Al
E T R iiDukes 2 I 22 7E V347K 1 5 43 H RCOX-27E Rl A 5 B v R A8 T UK B 49 10. 086 JiT
AP Z R FEDPTEE REIR, EBANTUS R ZE S G M BB/ BB, LR R
. Dukessr . COX-23Rik), COX-2KIAMDukes 7 M N A 2 A G JOT TS R 55 .

=2 COX-2 SR gEMMEREES A FRHARZEAZN HEE S IFER
Tab.2 Resulis of multivariate analysis of the possible prognostic factors related
to disease-free survival by Cox proportional hazards model

Variable Hazard ratio( 95%CI) Unfavourable/favourable P wvalue
Age (.940(0.863-1.023) (L1538
Sex 0.382(0.084-1.746) Male/Female 02148
Histological type 1.118(0.813--10539) Poorly or moderatelyWell 04197
Tomor size 1.020(0.991-1.050 ) 0.1795
Lymph-nede metastasis 2215(0.542-9.054) Positive/Negative 0.2681
Diikes stage 4.222(0.99917.835) C/A and B 00501

COX-2 expression 10.086(1.971-51.612) High/Tow 00055
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