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Chemoprevention of Barrett’s esophagus by celecoxib in rats
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[ Abstract] Objective: To examine the chemopreventive effect of selective cyclooxygenase-2

(COX-2) inhibitor celecoxib for Barrett’s esophagus in rats. Methods: Fifty 8-week-old male
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Sprague Dawley rats underwent esophagojejunostomy to induce Barrett’s esophagus model. Four
weeks after operation the animals were given celecoxib 10 mg/(kg * d™!) (celecoxib group),or
saline 1 ml (control group). Another 10 rats were sham operation group. All animals were
sacrificed at 20 week after surgery. The degree of inflammation, Barrett’ s esophagus,
adenocarcinoma ,COX-2 expression and PGE, of animals were assessed. Results: Among 60 rats,
6 rats died in celecoxib group,8 rats died in control group,1 rat died in sham operation group,and
45(75%) rats completed the study. The incidence of mild,moderate and severe degree esophageal
inflammation in celecoxib group and control group was 14/19(73.68%),4/19(21.05%),1/19
(5.26%)34/17(23.53%),5/17(29. 41%),8/17(47. 06 %) (P<C0. 05) , respectively. The incidence
of Barrett’ s esophagus was 7/19(36.84%),13/17(76.47%) in two group respectively (P <
0. 05) ; The incidence of Barrett’s esophagus with dysplasia was 2/19(10.53%),8/17(47.06%)
(P <0.05), respectively. The expression of COX-2 was 1/7(14.29%),10/13(76.92%) (P <<
0.05) in two groups. PGE, content was significantly lower in the celecoxib group than that in
control group (P <C0.001). No esophageal pathological changes were found in sham operation
group. Conclusion: Selective COX-2 inhibitors celecoxib can inhibit inflammations,development
of Barrett’s esophagus and esophagus adenocarcinoma.
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Fig.1 Appearance of metaplasia after resected esophagus surgical procedures in rats
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Fig. 2 Changes in body weight before and
after surgery in three experimental

groups
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Table 1 Incidence of esophageal pathological
changes in rats

(n, %)

a5 EkEAA R4 P
(n=19) (n=17)

RAE 0. 004
73 14(73.68)  4(23.53)
i 4(21.05)  5(29.41)
= 10 5.26)  8(47.06)

BEAZ R Bt 9% 13(68.42)  17(100) 0. 02

ERAMmEAE  11(57.89) 17(100) 0.003

kA AE 4(21.05) 10(58.82)  0.039

Barrett % 7(36.84) 13(76.47) 0.023

AR L 2¢10.53)  8(47.06)  0.025
i3 0 1( 5.88)
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«502 ¢ WL KEZER(EFER

EREE

a:WER b I A (X40); b BERME(X100); c: BB F (X100); d:Barrett HEH(X100); e HE R
(X 100); {.Barrett % COX-2 #ik(X100),
B3 ZRXAREFNCEARAEERE

Fig. 3 Histopathological charges of rats undergoing resected esophagus surgery
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P=0.001
3 #

Barrett R ERBHEETRERBBHTE
FRE . SRERBOREFIHERXD, HF
k.bEE HBE KRR KR % K& Barrett
BE. BEBRENRAERUBEFENE EXER
ATV HAER. SERECRIARERK
BOwmpigz— e RE MEKRESEHRE
EHFAME T SRERBHRREROE M,
Barrett R E R RERE AR R LHEBEZHM,
K4 FBarrett BENRERBIERBZFTHS
FEFFN10Y% . BB, fufa] B 13X — 5 BTR
EHREESRRBORANEXE.

Barrett B &AM HIIHLH  BETH

ARERE, T _HEHERERRAEREREE
RERY, CHT B S A BT B H
FHTREREBERMEERNER. T2%KBA
BUHAREBERGFHREHBECOX-2 ik
4R & A 5™, % BAR-T IR AR %
B R A R T B M AR
. AR ERBZ R ERE RN A COX-2 8
BN,

B A, %t F Barrett 88 R B E R KL
FRF A5 B R k4 Barrett BEEMME &
ERBEAEEFRIR. BTARERRGERS
HMEAHEEREVEARRRAENHEELR
N EE, RS RS MM R BT R HCOX-2
BT EFHBAAE BARLMRE &
JE& Sy B 920 40 B S REAR 47 b B M Barrett &
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