[Hetelutstall - Jl 65 A
Vol. 65, No. 1, July,

13
2003

F20 M Cyclooxygenase—2

s20stn olnjthst ontstm Al 'Ha|stmA
= —_ = o =11 X o
ZAT - AL - HO|E - 9ER - ME - F[XHE

Cyclooxygenase-2 Expression in Periampullary
Cancer
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Jae-Woon Choi, M.D.

Purpose: Cyclooxygenase-2 (COX-2) expression is up-
regulated in several types of human cancers and it has been
suggested that COX-2 is closely inked to carcinogenesis.
The objectives of this study were to investigate COX-2
expression in periampullary cancer and to evaluate the
association of the clinicopathological factors with its expres-
sion.

Methods: Thirty specimens which were resected from
patients with periampullary cancers (13 pancreatic adenocar-
cinomas, 8 common bile duct cancers, 9 ampulla of vater
cancers) were investigated by immunohistochemical staining
using Anti COX-2 monoclonal Ab. The 30 specimens were
divided into stain-positive and stain-negative groups. The
correlation between COX-2 expression and the various
clinicopathological factors including the tumor size, nodal
metastasis, differentiation, perineural and vascular invasion,
were studied.

Results: COX-2 was expressed in 69% of pancreatic adeno-
carcinomas, 100% of common bile duct cancers and 78%
of ampulla of vater cancers. However there was no signi-
ficant correlation between COX-2 expression and the clinico-
pathological factors.

Conclusion: COX-2 is highly expressed in periampullary
cancer. Even though there was no correlation with the
clinicopathological factors, the utility of the COX-2 inhibitors
in preventing or treating periampullary cancer remains unde-
termined but warronts further investigation. (J Korean Surg
Soc 2003;64:49-54)
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o] QoA $elE Huli F9Ikl A cox2 el A
£ shelsha, ghakel Q4 ek oll¥ 2%} CoX-2
by Frole] A3 FAIE Folrazl gt

=13 Hq
o =

n AT Y

1997 39 5] 2002\ 397HA] FENEa WY 2]l
Jslo] x| gk 309 Wl F91¢ IS e s
skl Rk A& 9g #XF F& 4 27 AAZ
gl Ao g aF 4> HzA 93]Eou Zgkd Ak
Sk AR shatoleh. 2, HFRSE 130, A91E Bt
8odl, et 9ol et S F- F9¢toll &3t AolAA
OFe 20| 2 AT Azte] BAo)A AL AL} $Abe] T
ABE 14 10]9l o, A7 2840l 4] 79A4174A] thaksl
R, FH AH > 584190t

2) 9T

(1) B AL 7 34e) 94 ARA RS B
749] Ll AMS B,
7t &AL T, N, M 7|78 AR A, 94 AE, &
S EASI,

() Bl K| 8HaF ZAL Aol o8] ol 307 24
9] 10% E=wdlol] g5 stekdl 34 zA ol 4 uim =
AR & =k AR S 2oheh3l Sh(deparsffinization) A 71
. Q4 SARhE EhE AAN) Sld) wBes 3
3 3% T4 TSt FholA] 158 B A st v S
o4 Wes AN 19 10% A4 B B 108 5
QF HES A Z

U2} A 2= anti-cox-2 YHEE gA|(Cayman chemical,
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Fig. 1. COX-2 expression in periampullary cancer.
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Fig. 2. COX-2 expression in normal pancreatic duct cell (1 : 100).
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A AAG ARl A= AT 69% (9/13), A H 23t
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< Harh

2) COX-2 &5l Mo} oAl Hig[sty offeto] 2iEdM

(1) FFFe(Table 1): T #7] 17] A} 46| F COX-2 HA
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37] 37k 74l F COX-2 A 54, &4 290, T ®7| 47
2} 1ol COX-2 YA o2 T 7)ol ulel COX-2 g ol

Fig. 3. COX-2 expression in pancreatic ductal adenocarcinoma
(1 :200).

Table 1. COX-2 expression in pancreatic ductal adenocarcinoma

F3 A= Ak JA Aozt gle 104 F
COX-2 %4 8|, 54 24llo]9om, slsbd Hol7t Q& 3
of| 5 COX-2 ¥4 14, 54 262 SATA o2 Fo3t
A JAIE sldth A 9, ekt Hsrel A& 1dlE
COX-2 FAololom, 4173 91, ok Hs5o] sl 124l
F COX-2 %A 8|, SA 4ol|2 F F Zroll 23k A
TAE gloleh e Bikel wel nEIE 9o F
COX-2 WA 69, 24 39, T5 5% &3 2¢l] EF COX-2
FAolglom AR 26 BF COX2 SACE H3tE
o whgl cox-2 &3 Fxoll Fog Xol7} gt

() AT SaE2k(Table 2): T W7] 17] 32} 14|, T W7
27] 22} 40|, T ¥ 7] 37] &2k 26, T W7] 47] 24} 14|
BF COX2 A o2 T W7ol whel COX-2 wHalol| 23k
A3 A gl b Holzt gl 6dll, sl Aol
7} QU 20l B COX2 FA O BAH o7 fol3t 4
I BAIE $ek A F9, deh Hfel A& 44, 417
9, st HFo] Qe 40l BF COX2 Ao F F
Zholl frol3t &3 A= $ldv) e E3t=ol whel
S 4], FEE E3hE 4] EF COX-2 gAlolglon 2
3txol whEl COX-2 wd Aol o3k Xol7} glairh

(3) WCHEh(Table 3): T W7] 17] 37} 36| = COX-2 %
A 26, A 19], T ¥7] 27] 347} 36l F COX-2 A 24,
A4 14, T ¥ 7] 37] 34} 30f] B COX-2 YA o2 T H
Z1ell wket cox-2 el f2old 43k FAE gk <t
A Hol7t lE 3¢l F COX-2 %A 24, &4 1490,
Jsbd AHol7l Y= 64l F COX-2 %A 54, SA 142

Table 2. COX-2 expression in CBD cancer

COX-2 COX-2

COX-2 COX-2

L. . P value L. . P value
positive  negative positive negative
T stage NS T stage NS
Tl 2 2 Tl 1 0
T2 1 0 T2 4 0
T3 5 2 T3 2 0
T4 1 0 T4 1 0
N stage NS N stage NS
NO 8 2 NO 0
N1 1 2 N1 2 0
Neural, lymphatic invasion NS Neural, lymphatic invasion NS
*) 1 0 ) 4 0
) 8 4 -) 4 0
Differentiation NS Differentiation NS
W/D 6 3 W/D 4 0
M/D 2 M/D 4 0
P/D 0 2 P/D 0 0

NS = not significant.

NS = not significant.
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Table 3. COX-2 expression in ampulla of vater cancer

COX-2 COX-2
positive negative P value
T stage NS
Tl 2 1
T2 2 1
T3 3 0
T4 0 0
N stage NS
NO 2 1
N1 5 1
Neural, lymphatic invasion NS
*) 2 1
) 5 1
Differentiation NS
W/D 5 1
M/D
P/D 0 0

NS = not significant.
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