HEMSEE 25 (8) 1 2139~2144, 19924

gywa—ABEREIC Y 5 EEEREREK
BIETHESREORE

FALKEE 1448

wE Bt ek &
FHL L REOER

NEE JRER

Ml BE

DHENBEE LT B EBbhi,

7 v & BT FHEIEIC necrotizing agent @ 1 ->T#% % Taurocholate (TCA) %5 L T ERS
BLOEER LT - RO BHEREORE SRR L, BEAEI BB ~NEEE Y
B <, REFCIXNER & 2ER UEL R L, BHE hexosamine 813, TCA #5312, 2.
BEHTHBRICHAEBR R LS, #5ROETIHBRICHL~NEETH 7. §HIE potential
difference (PD) 13, FEF T TCA H#5EOETHEBE T, ZOROEELBEL, BERIHHED
FRIOMEZR L. BN pH 3, TCA #%5 2 BH ¥ Tl 3 BRICE 2 b\ A% 3 BRI LU L5 7R
RICH~"EERCREY R L, REBIRBEOPMOMEER L, L EX Y, necrotizing agent #5-
X% B RIS CEERICRAE LT <, BEMC X V®EL, & QLB K PD /2 X OB MR T

Key words: cytoprotection, taurocholate, hexosamine, gastric mucosal potential difference, intragastric

pH

I FLoic

FAZEMEE (LT, BE) BECFEREnA + v
AD 5 L EHEHEEWEE S RET S LK
RSN T 5, ZOREDHERECE L it F 72
TR EDS D, ERMICIERRCIEBEOR
ERBRIh, TOFEREE L CHERF OB 28R
THRENL D BT, ThETT ., bKEH
RAMUVREFAEACCEERO BRBERE . i
DHHEFIEOWTE A DIREXRAGCTHRIA LT X,
EORR, HERICILHHWA IV ADOT, BHE
potential difference % B ¥R M 7 & o B R ¥ 2
BT DD BHEENRELPTRS LORE
T BY, Fhe, BEMIEERICET L ABHR
TeHRELBBRELTFTHT5 L 0RELE, £0F
ABESLTHRE LTV B9, L L, BERO B
BAOMEE ARt 5 diit, ThFEFTEEL
B LICKBHEEA M RADL O KEHHA LA E
Tl 2T, Robert¥~® 5§ ¥ cytoprotection &
B2 —HOFRCEVCTRFA LT EL, BHNER
<19924F 4 H 1 B2E>JIRGER L - RE #h

T80 MENHFEXERE 1—1 FREEFR
#1448

E# necrotizing agent Z# & L 7B B Rl pH fHs
BERNTAZEOAMNBEELNRS,

% 2T, 4MEEE G 3B REK necrotizing agent @
12TH%% v wa—B (Taurocholate, LITF,
TCA) 5 L THER S L CBEN LT - B0 g
HERERE I SV TR L,

I ¥MRBIUFZX

1. FHER

AEEEIT 5 8z TCA $-5 5 05 2 SEE A v
HERET BB, UTOFRERY T -7,

D x5 & Hik

. E250g §i# © Sprangue-Dawley 2t 5 » 46
g AT, TCABESHOBEERE (ulcer index LA
T, UD ORI LA,

URFFOERE, BEO=—-FAKBTILEE S
=a— U AWT100mM TCA/0.2N HCl 2ml % &
s L, XBHFHSHE Y — i AhBEREIREE &
L, 3047, 1, 2, 4, 6B EhFh=—7
ARBE BRI L. I0ml 0 1 %4Ar~Y) v &5
PIEEICEA LT 1 RREIREIE Lo, ABRB->TY)
BAL, BHEICRE L CBEEORE (mm) & EHAEK
ETHEL, TORERY Ul & L1,



80(2140)

Fig. 1 Ulcer index (UD after the administration
of 100mM Taurocholate (TCA)
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Fig. 2 Liver function of the each group
[3: control group, £ : jaundice group, &3 :
biliary drainage group (M*+SE, *p<0.05)
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Fig. 3 Ulcer index (UI) 1h after the administra-
tion of 100mM Taurocholate (TCA) (M*SE, *
p<0.05
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Fig. 4 Hexosamine contents (HA)
[1: before the administration of 100mM TCA,
74 1h after the administration of 100mM TCA
(M=SE, *p<0.05)
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Fig. 5 The gastric mucosal potential difference
O—0O :control group (n=5), A—A : jaundice
group (n=4), J—[] : biliary drainage group (n=
4) (M=+SE, *p<0.05 VS control group, tp<0.05
VS jaundics group)
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Taurocholate-induced Gastric Damage in Rats with Obstructive
Jaundice and Biliary Drained Rats

Tetsuya Matsuo, Iwao Sasaki, Yasuhiko Kamiyama, Hiroo Natioh, Yuji Funayama and Seiki Matsuno
The First Department of Surgery, Tohoku University School of Medicine

To investigate the effects of obstructive jaundice and biliary drainage on taurocholate (TCA)-induced gastric
lesions, male Sprague Dawley rats weighting about 200 g were divided into three groups as follows; control group,
obstructive jaundice group and biliary drained group. In obstructive jaundiced rats the ulcer index (UI) after
administration of 100 mg of TCA was higher than in control rats. Biliary drainage reduced the UL In both
obstructive jaundiced rats and biliary drainage reduced the UL In both obstructive jaundiced rats and biliary
drained rats the hexosamine contents of the mucosa was lower than that of the control rats. The gastric mucosal
potential difference (PD) was more markedly decreased after administration of TCA and didn’t recover as well in
obstructive jaundiced rats as in the control rats. In biliary drained rats the PD was improved. Intragastric pH was
not changed immediately after TCA administration in any of the groups but 3 hours later it was higher in
obstructive jaundiced rats. These results suggested that TCA causes a more severe gastric lesion in obstructive
jaundiced rats, and that biliary drainage reduces ulcer formation by improving the defense mechanism.
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