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[E] H M 20 R 4 R AR B M 5% 0 50 M BE A 4R 3 T8 RL < I B 5% o 9 1 R L 4B R B R B ] R 9%
B, J7i%: Wistar M AR 60 R QMK 6 A AL NERNEABAXNEBE R KA. CAATER [ 4.DA K FER I
BAEAAMELNAFANFRSETA, CDEAFENB M AA % 0.5h/d.1h/d1h/dHELESd.FATRETEE.&
B 2ml/100 g, %% 6 d, M#¥.B.C.D.FAEAZM 8 h.E A AFEA 10 h, RFH KA % 5% N2 BB & % A R iE i
0 6-B-B 7 IR ZE Fla K PR, B Guh B iF R HH R EHAHFALARBA8 ST, SR CADUARF4
mENEFATEZFMKT BA(P<0.01.P<0.05,P<<0.01);CA . DAXFAME 6-F-WIEE Fla X FTEEFEH T B4
(P<<0.01,P<C0.05,P<<0.0;CA DAREARHEHBEM T B4 (P<<0.01,P<<0.05.P<<0.01);C 4 .D 4 X F 457
BRBUAKE, EALE BALHFENE 25, 4510 FE 57 A KR E A KRB % % L 8 5 58t 18] K K W7 46 9% BT BL 4
RyPEA.
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Effect of different preconditionings on stress ulcer induced by seawater immersion and restriction in rats
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[ABSTRACT] Objective: To establish a stress ulcer model by seawater immersion and restriction in rats, and to investigate the
mechanism of preconditioning on stress ulcer and the effect of different stressing periods on the ulcer. Methods: A total of 60
male Wistar rats were equally divided into 6 groups . namely, the normal control group (Group A) , direct stress group(Group
B), precondition group [ (Group C), precondition group [[ (Group S), precondition group [l (Group E), and ranitidine group
(Group F). Precondition peroids of C,D,E groups were 0.5 h/d,1 h/d,and 1 h/d,respectively, for 5 days. Stress time in E
group was 10 h,and in B,C,D,and F groups were 8 h. Radioimmunoassay was used to determine the sera levels of endothelin
(ET) and 6-dk-dPGFlgq in rats. Ulcer index was calculated by Guth method; the ulcer lesion tissues were collected for further
pathological examination. Results: The sera ET levels in group C, D and F were lower than those in group B(P<C0. 01,P<C
0. 05,and P<C0. 01, respectively). The sera 6-dk-dPGF1lqa levels in group C, D and F were significantly higher than those in
group B(P<C0.01,P<C0.05,and P<C0. 01, respectively). The ulcer indices in group C. D and F were significantly lower than
those in group B (P<C0.01,P<C0. 05,and P<C0. 01, respectively). The pathological results were improved in group C, D, and
F compared with those in group B. Conclusion: Preconditioning can effectively reduce the rat stress ulcer, but long-time stressing
may offset the protective effect of precondition.
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1 MRFAEE

1.1 FE¥zh4 ZXH 20 FEHEYE Wistar K,
T 180~220 g (b 58 4 F) 4 52 56 2h Wy e KA
B A ], VF ATHE : SCXK 3¢ 200620018) , 52 56 =5 i &
(25+2)°C R 50% ~60%, HARGK, HKET
¥ GE = Wl = AR A A LS 050216) .
T LBk KR RE R AE g K, BB TIREE R K
HEERBHZ)EM S . 20060206) , 4 A A2 #
EhK B R IR E N 2.5 /L R EW . ET iU
TIENNT I A R E ARG R A A, 6-
K-PGF 1o W50 & A b [E 5 - e BFH2 0 50 b .

1.2 K-SR B MR % (Seawater-immersion
and restraint stress,SWRS) #& & 5 60 H ik
Wistar KR, AL 3408 6 4, A 40 I X R
H.BANEHENEA CHNTIEN [ 4.D4N
TOEN [T 4H.EAANWIEN M. FARFRET
H, AHRKRIEFKEIE, BHES); C.DE £4 K
BRI AT TR Y. % 21 K B3 7K 2 0 I8 R] 43 331 K 0. 5
h/d,iE4:5d,1 h/dgi#5d,2 h/d RIS d;F 4K
BT HEER T IEBWZ R H 2 ml/100 g 14 i & ¥
B 6 d, 58 5 HAFmAEE., B A Ao HRe4l
KB HEAT N B A0 25 24 h 5. [le T H
HIAKR b, B E RN (19 +2)°C g Kh GRE N Zh Y
SI5EKF),B.C.D.F # 8 h,E 41 10 h, Wik
WA AR IR A gL 1] L], B WTEA

12 W 4 ml JF¥ 2 H R T 1% H RSP E 10 min,
W KA EIT,
1.3 @wEFAEFED . W EE LPGL) &R
O I, B A8 P EDTA-Nax 20 ml 1)
JEBE 40 pl LW & ET; 5 — W&t 30 pl
EDTA-Na,, il 52 PGI, A 774 6-Hi-71 4 It &% Fla
(6-K-PGF1a) . B> 3 000X g,5 min, BUILHE —20°C
SRAEREI P A A 1 3270 & W AT,
1.4 BHEBRALRERESFAESEBRHIKIHUD
W B AU E KR oA s U H-E 3t
L, 6 BB % R AL 2L B A AR,
Ul 9 H5E 2% Guth ¥E™, RIS BE s BERS T 1 47,
BEREKE <l mm it 24,1~2 mm ¥ 3 47,2~3
mmtt 4 4y, >4 mm i 5 4. WE>1 mm W
fH X2,
1.5 St FA®E KHSHU ot Zon N
BRH ANOVA. WP LLEC A LSD A4, e X %t
BER FHBCOR ¢ A 56, A OC O¢ &R 1E AT XUAR 8 AH O 4y
Mr, H e PE A0 2 R ECR H Pearson Ml R E, &
ZiilfE SPSS 10. 0 8 kAT,

2 & R

2.1 &bk ET.6-K-PGFlq K-Fri A.C.D.F
M ET AKF 2 EFAT B4 (P<<0. 01 8L P<
0.05),C.D.F A1l ET KV & 3% w1 15 % ) i 4
(P<<0.05 8 P<<0.0D),.CAE FAMEEF %R
(P>0.05, D4 M5 ET K FEZEmT C4A.F4
(P<0.05,E4 5 BALEF%=7%;A.C.D.F 4l
H 6-K-PGFlo KF W2 5 T B 41 (P<<0. 01 B P<<
0.05),D 417 6-K-PGFla KL T A.C.F 41 (P<<
0.05),A.C J& F & 4LR I 6-K-PGFla KV 7C 2
EER EASBALEEER, HILE1,

R 1 FHEMEF ET,6-K-PGFla 7K F iR 718 $ LK
Tab 1 Comparison of ET,6-K-PGFlo and ulcer indices between different groups

Group ET ps/(pg+ml™ D) 6-K-PGFla pp/(pg » ml~ 1) Ulcer indexes (score)
Normal control 57.28419.8 87.36+11.4 -
Direct stress 143. 47421, 944 43,29+7.8448 39.6144.5
Precondition | 71.98+17. 4% * 4 76.574+10.6" " 14.43+£3.7" "
Precondition [ 103.63422. 644 63,6418, 2440 26.56+7.2"
Precondition [[I 127.474+18. 744 52.314+9. 944 41.6746.1
Ranitidine treated 77.024+17.4* 4 82.454+12,8* " 11.984+3.9* *

* P<C0.05,* * P<C0. 01 ws direct stress group;~ P<C0. 05,44 P<Z0. 01 vs normal control group
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2.2 wmHIsH C.D.FAMBGHFHE LT B4
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Fig 1 Pathological results of gastric mucosa tissues in stressed rats of different groups

A:Normal control; B:Direct stress group;C: Precondition [ group; D: Precondition Il group; E: Precondition [[I group; F: Ranitidine group (H-E

stain, Original magnification: X 400)
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