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Helicobacter pylori (LIF H. pylori) DB~
HILHEE 5 EEZTI AL &L DY, H pylovi
DBRWBREVRERBEDOHILICAMNTHEZ EHREN
TE&2D, L Z AT, H pylovi DREPIC L - TH| 34
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i DFEFERD 5 IZERBNA 7)) —=>7H
BT LB RRSERE 2 5 17 723761 (176, B
2005, SEEpIZ26~825%, FHIFRSLRE) ExdH L L7,
HENWFRITE K280, s 26, +HE%E 24,
TIHBA 3G, EE2BITH-72. Ta bR TH
ER, H, 70 i —, OBEER], 2704 F&|, NSAID
FRRL T 2EBIIBRINL 72, NS, BrRiIESRE
B ETOKRED L 3MMT2EKRET-72. 3MENI L
18Iz H. pylori ZEERIC AV, %25 28z UDP-Gal-
TiEHRERICEFREIN. H pylori DRI, 7
%/MA, R Ix> B2.51U/ml, ~>a=4fi
10pg/ml, FYAF7) LS5 ug/mlEMMZ 2T NETER
B, ERERE EERRL, MIEREM (0,5%,
CO,15%, N,80%) TT5—7 HiEEL 2. 72236
BWTIMBRA LT > BBz, & 5 BREIE
&) IEERET-72, BRI~V XESOHA
F7A4 2o TUTbNI:, FREFNEFNOBREDL LB
REMORE 21572,

2. PNA v 75> %A/ UDP-Gal-THIEH

UDP-Gal-TiEHEDBIE IZBER O Th 5, gtz
AT B &, ERIEARZ0.3MD > 3 ¥E300u] THRESF
A XL, 10500 g CERALTEEL 72, 20 Lg% UDP
-Gal-THEEEEARKE L TH . 7L ETFRLF
o TNMRETT I P —2% 3T LLF> (FPLT
OTHZ27 P uF>Y) 27779 — L TERL-.
ELISAR7Vv— DI ZNETLTaTHS 7 b 25>
T3a—+F L, 5mmol/L ® 2 -mercaptoethanol, 5
mmol/L # MnCl,, 4.8mg/ml? Triton-X % 21550 mM/
L Tris-HCl (pH 7.5) i UDP-galactose * Fig#%
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BA&L, ZORAWETVINCANT, v Fax—{
3 > 1%, horseradish peroxidase (HRP) TH#E#I 7z
PNAV  /7F o2& iz A7z, HRP-PNA LV 7
vidEHIcEEN T3 UDP-Gal-Tic &% UDP-
galactose 5T TR TH I I M aF o (TI7w75—)
~ galactose 2T 5 2 LI X D R & L5 galactose
-B-(1-3)-N-acetylgalactosamine # 22z, 4T
%, &L HRPZ, ®EHE L T2,2-azino-bis (3-
ethylbenz-thiazoline- 6 -sulfonic acid) # 112 TRBL,
#FE415nm DEEE (OD) 28IEL 2. BiEKICEFEIN
A5 ZEHAEIT Bio-Rad protein kit (Bio-Rad Labs., Inc,
Hercules, CA, USA) #BAvwCHIEL, UDP-Gal-TiE
#EiZ OD/mg protein T L 72, BEDEEREMIL, &
#3270 OD/mg protein &, EE¥EE L THWEKEY
200 g > SD RHEWET v + O BARIBIEE L D BER YD = &
CHEL FEERREK LD L TRb L.
3. BLEMBA LT > nERI

B EEMIERA L F > BO@FT 026, #MEBN periodic
acid-Schiff-alcian blue (PAS-AB) fEit-/E & # BE8R o
BEHEBAF OFETRHEL ™Y, Thbb, BRIES, L
DNRRERERIER210% KL= “ B/ TEEL, 27
T4 EEBL, FOYLE % PAS-AB L7z, BEE
N LT > DEE(LIZERETEE (Nexus-600) %
AwTEMESZHREL, ZohoEBMBEMAROERE
i2xt4 % PAS-AB BHEHEOEHENLL (PAS-AB
index) #5t 8T 22 ik V7> 72, BBHTHEBIL3 ~ 4
FITEEEBICEREL, ZOFHEEHERE L TH.
4 . HEHFH0E

H. pylori Btk & FeHEEBIZ 1% UDP-Gal-T
B3 t RE TIT- 72, £ 72, UDP-Gal-T &M & LM
NaFr g BT Y > OfEEBEERHEIC T
fliL 7z, '

& R

1. B#&E UDP-Gal-Ti{EH

3TEBID 5 b, 208155 H. pylori Wik, 17615% H. pylori
BMETH - 2. H pylori SN 8T, UDP-Gal-T
TSI B RTEEERCI130.36210.103, Bk EERTI30.360 £
0.137Ch - 7=, H. pylori FetEHliz 3> Tid UDP-Gal-
TiEMEIE BRTESR ¢130.454+0.154, B L& Tt
0.435+0.124TH - 72, HRIEIIC 1T 5 UDP-Gal-T
EMEIR, H pylovi GBI T H. pylori FEMERIC LB E
IIETFL T2 (P<0.05) (K1), —4, BHEKEBTI,

ﬁz o

UDP-Gal-TiEMNET A H. pylori BRI BT
AoNdLDD, MEFNLEAEREEZRRBO LN L7,
2. BEEMBEALSF
2361 (H. pylori Bt ; 1161, H. pylori & ; 1261)

7 BRIERRD b D ERAREE PAS-AB #L, BLEE
MBEN L F > 25 L 72, H. pylori FpiEfESI PAS-AB
index 1322.419.4% & H. pylori &tEiEHIo> PAS-AB
index =36.9+10.3%Ic b L FEICE@E2 R L2 (P<
0.01). -8B LEMIBANLF > & BMIE UDP-Gal-T
TEME X AEBIRE0.592% b > THELXENMEBEZRL 72
(P<0.01) (X2).
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ARFFERTIE, EERICBITEBLTF EARICRIZTT
H. pylovi BREDFEBEZHEN L, £ LT, #lBRLF >
BE LTV EARICBIT2ERELBHRETH S UDP-Gal-
TiEEL BRIESSD H. pylovi RBREBRIRIC B VT
LTWwaZ L L -T2, 4% T2 H pylori B
Pz & ) BHEORBREMEND L F > BRI T S
LW BODPDOBEDH 520, Far DRER L FERIC,
Kawano &7, H. pylori 33 L 7> B BTESRRIE TiT,
PAS-AB & THMBNLF > BIZRAVT 2 Z L 28E
LTw3, Byrd 5%, SREMBFENRETE n situ
hybridization 2 82T, H. pylori Bt B0 B RIED

UDP-Gal-T
EE
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P<0.05

HP(—)
B k&R

HP(-) HP(+)
HRIEAR

H. pylori REGBHEIE & e E¥ELIC 351 5 UDP-Gal-TiH#
BHENRE T AR UDP-Gal-TiEM %, PNA L 7F v &
o & DRE L7, BRIERIZEVTIE, UDP-Gal-T i, H. pylori
FEMEAEREIC L U H. pylori BRI BWITHEBICETL TS

(P <0.05). —%, H&ETI3, UDP-Gal- T Bt IcHist 22 A
BEIZDHLNL W, HP: H. pylori,

HP(+)

X1
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UDP-Gal-T &%

T T T T T T

2 FHHIESICHIT S5 UDP-Gal-TiEH & LEMIAN L F ~ & HBIF
BHHIESR A A > UDP-Gal-TiEfE &, PAS-AB I L 24
BRABHBENMHEE M5 L 722, PAS-ABindex £ LT&L-L
BEMRN LS &IZ PNA VZF o3& DRIEL 2 UDP-Gal-
T i&tE & HHBIR%0.592 TIEOMB % RL T3 (P <0.01),

DEBIEHAIRICBNTMUCS ACHRHYWAT S
L B28E 72, Bk D in vitro NIRRT, Byrd 5713,
EEE EREMaE AT, H. pylori 5* MUCS5AC 4 F
CEANAHRARBLERLIEERELZ.ZNDL SIS,
H. pylori BRGBIED L. F 2 BAOBFND 1 DI, 15 >~
DEREIZHTZBRTF FEDERIETTHS, —H, =
DFFDF 2 DEERH 513, UDP-Gal-TisENRLEIZ &
LRTF FYEAOWESIER (77 7 —R&EH) OET
HENLF > DBANL 5 1 DDBFTHBE LN 5,

UDP-Gal-T i3 & F > AR REERTH), B LEM
TN EBICBNT, AFCOWEEA~T T 7 L —R
PEBT LY. ZoWR TRV 2HK 2 nF L v UDP-Gal
-THIERIT, £ F BREED & NIRBHNCIE L 2R
BoBEESELMT T L2 WERICLL. ZL T H
pylovi BB TIX, ZOBENEEY, LF %4
BOET 25 &R THREEZRLL. 4F kel
BRI LT DBETHEXTF FHICHATS
EELBBIC S EBRT S, L2, H pylori B
? UDP-Gal-TRZE(z & 2 HEHNEILII > DE KL
RENENEZIIERITINEEZLNS, F—i2, ¥
SENFEICE N EL B LF > MRS D7 VRS NT
BEERRLRT L v v R b BHIEZ BT 50
KBETHLIHO KBLF DR EINLLF
DR NEAIL, HER#EE L TnaFr BiErEE
T 5. EBE, WY T—07 WEEDERGE) s B DS,

H. pylori L EHBICBWTRENTWSEY, TNk
o, EXSEBHEE ORI H pylori BT & - THl
AR EANIMEEENEELRFENLIOTHS.
sz, H pylori O 1F > ~OVESEIKFER A BRE
Ehno, AF i3 H pylori O EE~DHEARIET
32 EHARENT W B2, G uF o nEfbis, H pylori
DEEADEELEEAESICL, 5lEKEFERIS
N2 REMEDRBMBOTFHE L v - ZEERGICHE
#52 eSS EZ LB,
UDP-Gal-TiE®E T OBFIITHNE F TH 5. 2
{LEFRIREELEOR) KREEE L o2 H. pylori
L EESMENIWENFEEL Thdoed Ltk
H pylori D7V T —XICENELBTrE=TIZE 5]
x@-3n 5 pH FH &V RBRENE(LS, UDP-Gal
-THEMZETIEWMELHS. $12, TVE=TD
E#ERLTSEZLNS, TYE=TOEENLE
I3 BRIES T2 UDP-Gal-TiHEHIZAFICEL T 575
BRI TRABICHBY LV EW I BRrLRBEEINS,
b, T E=TIXBRSWHEEBTH 5 BRI TIEH
MEnsdiced, BEEL D BRIERND D, Z0OHFEEIR
I N REBEIND L TH B2, Ll uhs, 553EM
Fa% RWTIT-72 in vitro EBRTIX, 40 & 25 H. pylori
BY:EME - UDP-Gal-TiEH2 BEEET IR
WY GRICERES), H. pylori BREBENERRNICE
7% UDP-Gal- T i&EMENETIE, RS & 5 REE G
T EDTROIGERRIGDFERF ERI I N T2 THE
HLZEZ 55, wiusE L, 4% UDP-Gal-T g4
RHENRFZHL2ICL T BESFHLLNEBLNS,

b=

E

H. pylori B3, UDP-Gal-TiEMNETIcL N B A
FrESGREMEL, BHESHEELEETS, -0
ZED5 H pylori BRI L D55 SN BXEERE
NEELBEFO—DEEZ LN,

| &

FERZBITHIN, TRY LN > TR %55 - 72 BET LA
FRERERESATRN Wb R - REENREgsS
FRHUR, KETTKRBIHIZ, £7:, REMBESHRSE /I iEE 5,

WEFEHT, FHROEH, BT CBHTHE-LHEROH 2
25 [AVARUE- 3 2
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Helicobacter pylori decreases mucin synthesis in human gastric
mucosa via inhibition of UDP-galactosyltransferase
Shoichi TANAKA
Department of Medicine and Medical Scinece,

Okayama University Graduate School of Medicine and Dentistry
(Director : Prof. T. Tsuji)

Background/aims: Alterations of gastric mucin have been postulated as important pathogenic properties of
Helicobacter pylori. In this study, we investigated gastric mucin synthesis in H. pylori-infected gastric mucosa by
measuring UDP-galactosyltransferase (UDP-Gal-T) activity, a key enzyme for the synthesis of mucin, and the
amount of intracellular mucin in the gastric mucosa.

Methods: Gastric biopsy specimens were obtained from thirty-seven patients (20 H. pylori-positive and 17 H.
pylori-negative). UDP-Gal-T activity of the biopsy specimens was measured by an assay system we had developed,
using a peanut agglutinin lectin. The amount of intracellular mucin in the gastric epithelial cells was analyzed by
measuring the cells’ periodic acid-Schiff-alcian blue staining-positive substances.

Results: UDP-Gal-T activities in the antral mucosa of H. pylori-positive patients were significantly lower than
that of H. pylori-negative patients (p<0.05). The amount of intracellular mucin in the antral epithelial cells of H.
pylori-positive patients was significantly lower than that of H. pylori-negative patients (p<0.01).

Conclusions: H. pylori infection decreases gastric mucin synthesis by the inhibition of UDP-Gal-T activity. This
effect may impair the gastric mucosal barrier and contribute to the mucosal injury induced by H. pylori infection.



