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1.1 #k

111 3 &S MEYESprague-Dwley (SD) K42, AFE2007220 g, W AT ERRSE LK
Y. BB ATH, 416 .

1.1.2  SEBAHOGAF RT-PCR—PlHIG: bt MBEAY TR AR Trizolikf&: Gibco; DEPC
(FEIRMR W) » WUk R B ahE, W, 3L L%E: Sigma; DNAZEAEZEME (X 10), DNABREEARIC: M
BAERHE AT

1.1.3 sZieqess (RIREOHLl:  EESigmaA@]; 4800FIPCRY Y. Perkin Elmer; “K4Mal Wt
IHCIHTAL: LS =TI s RSB (2 pl. 20 pl. 100 pl. 1000 pl): f#[EEppendorf/Al;
HAh % 25: vKEL, JHEEEPCRY M 2.0, JTow HZADEPCAN R ) AN RnasefJEppendor £ 4, Y B AE B HL 1k
L RAMTH S EANL, B, RS

1.1.4  FRFER5Y a5 Sk (1] HAEMed Line P vk & R PE A% ), i Bl A T AR A+
A, COX—19 7= K 5561 bp, Sense 5 —AGCCCCTCATTCACCCATCATTT-3’ ;Antisenseb’ —CAGGG
ACGCCTGTTCTACGG-3" ; COX-24 $/#)KJ¥201 bp, Sense 5 —ACAACATTCCTTCCTTC-3’, Antisenseb’ -
CCTTATTTCCTTTCACACC-3’ ; p-actiny 34/ #K 5540 bp, Sense5 —GTGGGGCG CCCCAGGCACA-

3", Antisense5” ~CTCCTTAATGTCACGCACGATTTC-3’ o

1.2 J5ik

12,1 BumBBElE  Z2%BrodieyiEHIME R A2 K N (WRS) B2 . 437 FWRSE RS0, 2, 4.
6. 12, 24 hIHREETTIE, FMARATRAT .

1.2.2 ARARRMRNAFREL B EAHSUR AR L1100 mgfE— R PERSFRILAPDIRE, LRI AST ml
TrizolIAFIMA KA, VK EE30 min, AAAHK, MEEFWMES nin; (K (4 C) 12 000 gEf.L15
min (2 ml 08 WA 25 —Eppendor &1, INA200 pl& 4y, #AE%15 s, =il MRCE
273 min; fKi& (4 C)12 000 g&.L015 min; HCEJZ7KAH (RNA) AFAZ160%, HIA500 pl 5 pRE (1. 5 ml &0
) IR A L0 ming {GIE (4 C)12 000 gB0h10 min; 35 B3, UHEPIMATSS LR mlykis, KIRT
500 g5 ming Wt PR3 B3, UUEHMT10 plfERIR — ZWRAKY, 65 C/KHS min. FrHEiURNAM
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1.2.3 RT-PCR  $ZSCHRIRIE AT 108 BRAFE N SERZ IR 5 14, 06 A6 00 DAL e — 3l 1 == iy
(GAPDH) ZEPME N A Z . Sl i REdgulGi &t Bk, RARERAET: ORT: 2 pl&42.5 mmol/1(
ANTPYRAVR 1 ul 10 XPCRZEMNE, 25 mmol/L MgCl, 0.4 pl, JOEERAEIRAW (FAMVIEL /. RNAsin)
1 pl, 1 pl SRNAKESN, 37 C/KHE30 min, 95 C/KMES min iGN MG IE, BEGEITPCREEE, @
PCR: IR 4, A2 pl#&h2.5 mmol/1fANTPIR A, 10 XPCREML. 5 pl, MALS mol/l
ENESIAL pl, EPLEES, FHddH204ME 525 pl, SRJF9T CAZVES min, WHIE4 C, JHTag DNAZS
M2 U, W20 pwlBi P TR L. PCRRNYZ4794 C 5 min, 94 °C 30 s, 56 C45 s,
72 °C 60 s, COX-1FICOX-2AK30MAHR, GAPDHA29MEHN. /572 ‘CHRMIEM10 min. @B HE
VKGR WPCRI=W)5 pl =) 11, 5Bt labiitiie bk, FRVKSEMBCATBE, HI50 V, #5710 minfE
SAMT R AT (AL B B R A L TR ok 1k K e R SRR S AMT SR, R AR S)
Brs BTN, H A FAE/ B-actinflBR h H IR FmRNA I FIX 5 5

1.2.4  Gedife RIFRHERBEAMLABCIER t, BUAIS QI ), Wb 22K, an#4os C 10
minBEPUE, 0. 3% Ak A BV I 20 min ABHIWT A YETERE. — PN ILAEHTRRCOX-1/C0X-22 3¢
BEpUMR, TARKREENT D200, 4 CHARE. HAASLK D BIZABCHDABIL A G it 31T, CAICOX-1/C0X-2
FIEBAVER B R AL 7 A BATEXS i, APBS AR — PR EAVE X I SRR IR AR R AL mi n PR it
Fo

AW B o AR Pl 25 AR e U RNAM R R 20K R0. 2 pg/pl -

260/280

1.3 ot 2gab e
KZHUL Fon, WU LLECE FIANOVA, P9 ELC IS FHLSDAG 56 o ek Bk R e X t A 06 . A BB 4eT1-4E
SPSS10. 0%k EikAT,

2.1 RT-PCREZMICOX mRNAZE B G HR ¥Rk

COX-2 mRNAZEX] A B AL T- %A %Kik, A RRSUAMO hFikdmm, MEEW NI, 50
HIHE 25 (P<0.05);  COX—1 mRNA 7EXFHRZHAISUH - A B3R IA, Wi sl W B2 5 (P>0. 05,
K1, 2).

M1 2 3 4 356 7

561

K1 HREBECOX-1 mRNAZRIA
Fig.1 Expression of COX-1 mRNA in rat gastric mucosa
M: Marker; Lane 1: Control group; Lanes 2-7: 0, 2, 4, 6, 12, and 24 h after water
immersion and restraint stress , respectively
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K2 B REARCOX-2 mRNAfK) Ik
Fig.2 Expression of COX-2 mRNA in rat gastric mucosa
M: Marker; Lane 1: Control group; Lanes 2-7: 0, 2, 4, 6, 12 and 24 h after water
immersion and restraint stress, respectively

2.2 AL IERNICOXAE HR IR 2 M R IA

TN WAL E RGN 2 ILCOX—2BH P Yt . SUM A0 h4] R COX—23&iAWI N, KSUH M6 h
ZH L RGBSR 2 b R 240 PR R SOR G 3 200 i P SR i R AT e B ) COX—2 44 (4 24 h41 B AL ICOX -2 1
PEAL I WSS . eIk BoR COX—1HEXS HRZH DA K KBRS U 1 ek FEAH N 4 550 (1) 8 52 400 et oty 3407 e £
(K3, 4).

K3 COX-27ESUH A6 h4l BRI £k
Fig.3 Expression of COX-2 in rat gastric mucosa 6 h after water immersion and
restraint stress (DAB staining, original magnification: X200)
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K4 COX—17EXS HR AL BRI N R IA

Fig.4 Expression of COX-1 in the gastric mucosa of a control rat
(DAB staining, original magnification: X200)
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PR 2 20 PR BB AN R 32 PGs IR M AT Y, COXOE & P Gs (M OCHE M . JLTEEARLLR C 2 WIAhCOX
SN HEAE A DU IR e AL R BB 2 I B, COX /AT P RP S A i, RIZS R RLCOX-1 i 3 REICOX-2, H ik



A AAEN AT HEAFCOX-3 2] [3] 4] [5]. COX-1 mRNAF &z H s € Ri1A T N2 ZAH R WAL S ni . B, 1
PR R, ATPGI2, PGEL. PGE2I&r i, A ORI B RIME. R MK I, (e MR S5
o 1EH BRI 20 A5 (RT3 ERUE T-C0X-1, COX—17E Bk #UT “HXK” MEMThagl6], Wik
R UAFURG AR . R, COX-1 mRNAFNER I7E AN b ik . COX-2FRAE DB T an's . M JBEAR .
YUELL SEAL. S B M SEAMR D B LT A T B IR e, TR SRR 2. A -
G2 P RAEA MR 5 S, ARSI K UM T, BI#EPGI2. PGEL. PGE2E &I, 25 RAE RV,
AWK II[7] [8]COX-2 mRNAFIEE [ FZERIA T MBS M, (FAERELNM . AN, 4. 2F4eik4n
M. VIR, Rt Rk . AN R R TR COXPA T BE S I A R AR A AR I A . A ORHIE ST A
Ji 22 2 T DA T 5% G £ BB AL o A DA RO U K AL 2 A KK, COX PR U1 7015 e 56 o R ¢ 1 COX - 241 )
FINS 398 R e iod 11 1] 22 588 JO U 2 1 Y8 )3 M S BT A 4 3 XL P e 40 B 0 i of A & A2 (91 [10], T 22
S4BT R IO — P S O B 2 S A PR AR/ 1A PR e s DR DA B 30 s B 3 IR ) 22 B i 42
Ao BRI AT 5 2 COX—27F BRI M R aA 4, FLAb DN S50 Cds . ol DUBAT R e . R L gl i
MFREES . Bivmmagiii][12][13].

ARSI M EZRNCOX -2 mRNALEXT AL IE 3 B AL RA KIS, AR R SU B ZU FEAH 41 b 26k W 2%
BN, JEREAE R ) KRR EES; COX—1 mRNAZEXS AL AN S SU H Ak FEAH N 2 0 rh 3404 Rk, Ik kg
B SCERIRIE — 8. M S RROR: COX—27E X FRAL I 153 BRI Y FIAME, WRS3. 5 hok il B RG A
COX—-23RIA M N, 75 K FASU A RO FEAH P I Bt Rk B KR SUBA A6 h, JLERGR 2 TR 41 fa A3
VRN 1) B R A N A e 5 B IRICOX -2 54 0, [ 724 hZHCOX-2BH PRIk ks . e difb Box COX-14%
o FEZE L R SUK BR 1 7o R A I 20 500 1 T 1z 40 i P e 9 204 et

AHFFUE S o, WRSITEUK R B A5 5, COX—2& 3k W] Wlahn. SClRIE: BRI 5 35 40
MR WEEZE. CIAIEAE 1 B MPRSRIEIN T oM IF AN IR A K IR 75 B3 10, COX—2 1) iR IA ] B 51X
SO 73R8 B OC[14] (161 [16]« WFFEREH (5] 76 15 BRI ZUNECOX- 17 AR T A1 IR 25 5K 0 1T B IR 7
Wo. ARPTERERR . AESU A AT AR b R COX-2 KA ST 41 i 2 0 b R AR AR P EAE I (171
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