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Abstract

AIM: To study the role of bile reflux in the stress ulcer in
rats after acute brain trauma, and to investigate the pre-
ventive role of Hydrotalcite (Talcid) to the stress ulcer.

METHODS: An animal model was established by Allen’s
method with modification. 128 male Wistar rats were di-
vided randomly into four groups: Group I (17 =32): stress
ulcer group, rats suffered from acute brain trauma with-
out therapy; Group II (17 =32): normal control group, rats
with sham operation; Group III (17 =32): Talcid group, rats
suffered from acute brain trauma with Talcid administration;
Group 1V (n =32): normal saline (NS) group, rats suffered
from acute brain trauma with NS administration. Each group
was divided into four subgroups of 1 h, 3 h, 6 h, and 24 h
after the trauma (77 =8, for each subgroup). The rats in
groups III and 1V received Talcid and NS by gavage re-
spectively before the operation for three days (Talcid:
500mg/kg.weight/day, NS: 1.5 mL/kg. weight/day). The
bile acid concentration in the stomach and blood, the PH
value and ulcer index (UI) were assayed, and the histology
of gastric mucosa was analysed.

RESULTS: The concentration of gastric bile acid in group I
was higher than that of group II at each time point (~<0.05,
P <0.01); The damage of gastric mucosa was serious
(P <0.05); and it showed a positive correlation between
them (r=0.05, P <0.01). But there was no difference in
the blood bile acid and PH value. The histology showed
corresponding changes. The concentration of gastric bile
acid in group III was lower than that of group IV at each
time point (P <0.01); The PH value at 1 h, 3 h, 6 h was
higher but UI was lower at 6 h, 24 h in group III (P <0.01).
There was a linear relationship between the gastric bile

acid concentration or PH value and UI (r=0.43, r=0.52,
P <0.01). The damage was ameliorated obviously in group III.

CONCLUSION: The bile reflux plays an important role in
the stress ulcer after acute brain trauma. It shows a po-
tential correlation between the extent of bile reflux and
gastric mucosa damage. As a new combined bile acid drug,
hydrotalcite can effectively prevent the occurrence of stress
ulcer after acute brain trauma.

Wang J, Yang ZX, Cui PL. Preventive effect of hydrotalcite on stress
ulcer in rats after acute brain trauma. Shijie Huaren Xiaohua Zazhi 2004;
12(9):2115-2118

W%
B8Y: WrsTiHi SRR RS RS M e B s Y
YER, B ERRRIREE (U8 X B 5 ) Tl A F.

T35 R FHC R B AlleniEEE7 R T/ M 3% B R
IR N5 220-280 ¢ & Wistar A8, 128 HEEHLY
A, 32 5, Bl AN, TAABRTFARA,
M ZHIK LA B IV LA A FRER KOG BREA , RFLRF N 7 M2
Ja1, 3, 6, 24 hiJE I Fs N4 PMAEHS H). 1.
VA Y FAR A1 H 2457155 500 mg/kg B4 #EER K
1.5 mL iz 3 d. W 2K R B W2 mE P SRR &

B B ipHIE . RIS IEE, LR BRI RO
%iTéﬁ ARV S g

R | A E SRR BRI ST 1 ZH(P<0.05,
P<0.01), BEPEHGEH(P<0.05), HREMAR
(r=0.55, P<0.01), MLFEDHHRIRE L S pH{E
Wéﬁzlﬂ%%ﬁiﬁ, pAs A2 S 12 ) VA sl || B B =

AN BRI BER AR T IV (P <0.01), B pHIA 1,
3, 6 h HTNHWP<0.01), Bomss6, 24 h/MFIVA
(P<0.01), BUHUBRE IR E I pH ([ 5im i 24k
PEAHR (r=0.43, r=0.52, P<0.01); LW INELEE
A R RGE.

LG HTH B2 5 U MR ) A, HH{JrJimL
REPE 55 H R R B TEATR, Bt SRk i
WA A R A

T8, BB, EISH. EREBETD AR SIEIM LA REER.

HRE BT 2004;12(9):2115-2118
http://www.wjgnet.com/1009-3079/12/2115.asp

=]

0 3SIE
P TR Z (stress ulcer) ENGRIRE WAAE, BHURTER



2116 ISSN 1009-3079 CN 14-1260/R

BRENBME 20040298158 F12%8 F9H

WOIRAS B DR A Sk B R RS . BUz AN, 7E
HOAE WP 5 R 85— 100%. I I50% 1 A bl
HilAER Sk, HATHARSE R 1. B S e B e i5
B KR PRI E A HGE, (HA SRR RO i 15
155 E A SOz DT TSR AE LD FeAl T a7 Rt
AN T A, A i A 5 3 S BET T Rk
B B oHAHAAL KA TS BUZ AR R, B
T RRAE RS 2R TR, JE MR LS

TRER'E AR IR A2 P01k B0 e 5t B a VR .

1 #MRRGEE
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