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Effects of Helicobacter pylori infection on genetic instability, aberrant CpG island methylation status and
cellular phenotype in intestinal metaplasia of Barrett's esophagus in Japanese population: a prospective
follow-up study after eradication
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Nl MEIEIE, SR EEAMEAMR ERICER SV ERTH Y | TEMRE O AR
ELTHLS b EEH SN TE . IFFE, BCKTITAE H?J;E@%E)?f@imﬂﬂb)i&%éﬂ\ AFHTH
REZBEOLAED LN TWD. ANy MU, 2O E EEYRIC L5 5 8EYiiE (GERD)
D#&FKBTH 5. GERD L Helicobacter pylori (H. pylori) DGR DK T CRRE LD K 12 X
S THIMERIZ S 5 & S, GERD LHRWVBIE O H 5Ly MEOMMNEEENLD. Lol
—J57C H. pylori BREE# %2% GERD OFAEZ T 5 & OWMELH Y . H. pylori &L v Fﬁ
RENZEFHARME T2y MEERE L OBEIZOWTI—ED RMENRE S TNV,

Ny NEIED D ORIE R O R G & L C metaplasia-dysplasia-adenocarcinoma sequence 7%
BExOLNTWD. DFED . ANy NMEREIZ T 558G E R b4 (Specialized intestinal
metaplasia, SIM) 1%, LR H O AR L D H O ERALAE & [RBRICRTERZ & A7
ERTVS. bhbiuIFICHT D15 LRAbA &R TO 4 ) AORZERE DS H. pylori
BRI K 215 LRABAE T ORR X 2R BIR T RE OZLITHOWTHRE LA U 27 D ERAAEIZ
BET 20 F~—H—bBWLNI Lz Y. L, Ay MEEIZBWTL SIM (28175~ A
7a%T I A4 MREEM (microsatellite instability : MSI) 72 E D47 ) ARZEMESRS A F AR
(DWW TR LT3 1T 720 AREFZEO HIIE, N Ly M EIEIZH LT 5 Fli 4 O genetic
B LW epigenetic 72 B ZMET L. & 512, £ 5 & H. pylori [#Yx & O BEM I DUV T OfEMT %
MAZDZEITED, Ny FEEBIOAN Ly MEREORERT L 200 FHIEICH1DS
H. pylori JEG D EIZOWTHH LN T H 2 EThH.
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HWE NSRBI ALy MRE & SN D EIE T ORI &R R BRI

FAAEL Y B2 T o7, BN Ly M EEREES] (DYS BE. n=8) & HFERMG LR b/

(SIM) ZBD7JER] (BE BE, n=88) ZXfH & L, SIM Zi80D 7R\ 1y MATE 14 i) 4 5f R

(CLE#f) & L7z, & OIZBRERIEDPHIIRIC, 2 FF TOREZBE T IER 9 Bl bRE L
72. DNA (X~ U VEE/NT 7 4 VU £ D Laser capture microdissection system % T
SIM & FEERD B BRI HhH L7z, GIN (X MSI & ~T a4 PEDH K (Loss of heterozygosity :
LOH) 2O\ T, Bethesda BYEICHEL 725 oD~ A 7 aH T T A k « ~—H—% T ABI
PRISM 310 Genetic Analyzer & GeneScan (2 & - CTH#HT L7-. F£72, DNA % CpGenome™ DNA
Modification Kit (Chemicon International, Inc., Ca, USA) % H\ T —AffLALEE#. . Methylation
specific PCR #17V>, hMLH1, E-cadherin, p16., APC &7 1t —X —fHik CpG 71 7 FIZk
FOATFAEFM L7z, 6T, Ny FREIED SIM 0N Ly MEER & FFRICORT 5
7 u—F iR (Das-1 ik Y, BAIBEZRMT 2) &2 HWT, SRR D RUORTHEICD
WTHBREZMA 7=, £72, H. pylori FREVERIZE DT ) ARZENEL LORA FIALRE DZE
{7 2 AER R X R LTz, WEH2RMITIZ, o BEFS X O Fisher #7E. Mann-Whitney 1 7E
V., pfEDY 0.05 Kz AEEZHD & L.
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1) 77 AARZEMIL. CLE BECIEGER® T, BE 1Tl 53.4% (47/88 i) . DYS BETIX 62.5%

(5/8 f5l) (238, CLE Bf L ORNCAHBEEZRDZ (FNEH p<0.0001, p<0.005). F£7-. Das-1
PURBGE=RIL CLE BETIE 7.1% (1714 451) . BE #£ & DYS BETEALE AL 73.9% (65/88 i) . 100%

(8/8 f5il) T CLE Bt & ORICHEZZFEOT- (p<0.0001, p<0.0001). 2) BE L DYS FETO 2
F AR OHEFEIL, hMLHL TIZZNZFh 8.4%., 16.7%. E-cadherin Tix 54.7%. 25.0%. pl6
TIE 15.3%. 33.3%. APC Tt 71.6%. 75.0%CT&H>7-. —JF. CLE #TiZ hMLH1, E-cadherin,
P16 D A FIALITFED 220> 723, APC Tl 35.7%IZ78® 7=, £, MSLICE#ET 5 I A~ v T
EIE AR F hMLHL D 2 F AL OBEEE T MSI ST TIE 14.8% T, MSIREMER] (0%) (ZHA~F
BlZ@E»rotz (p<0.05).  3) H.pylori BHEGITO S 7 AARZEMDOBE L 65.4% CRatERED
36.1%& i L CHEICE -2 (p<0.01). F7=, hMLHL, E-cadherin, pl6, APC ® 2 F /AL
FLE OBERE L, H. pylori BRI TEIREIL 10.6%, 68.6%. 15.7%, 71.2% T, Z® 5 % E-cadherin
DIDS H. pylori FEMEFNZ LR TN W CHBEICEHEE TAF b E &2 LTz

(p<0.001). 4) H. pylori BREFEIEZMIT LT=7 7 ARZEMBNED BE SEF O 5 il 3 #]T4
J DAL EMRITE E(L L. E-cadherin @ A FAALRGMERI O 7 FilH 3 F1A3, APC D 2 FLALRGMEH]
D 9 Bl 5 BINBRETREZIZENENA FIALRE OBELZRBDI-.
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ARBFFED S, SIM B2 Ly hRIE (CLE ££). SIM #78% % BE B, DYS #f~& AH
IRENHERT DIV T ) AR EME, E-cadherin, pl6. APC i&f{n+ 7 vt — X —fHEik CpG
TA T ROAFIALEF I LU Das-1 HUIK TR S 125 BRI E OSBRI 5 Z &
DAL MNE T, EBIT, 7 AR EMR E-cadherin, pl6 d A F /LA LEH 1% CLE BEIZ IR
B9, BE#E, DYS BECOAGRDT-Z B, ZHH O genetic 35 L U epigenetic 72 5 5 LI
HA~OZAIE, BiRAL L Shbo Ly MRIEICEIT S SIM BL ULy hRIEREOFEAEICE
HBLTWHZ ENRBENT. —J, APCEBIEFD AT NMALIZTT TIZCLEHTHRAH TED
APC 5+ D A F AT RIE R T LR A B~ & RIEE (b2 kT RMICBE S L T D b
DEFz BTz, £72, H.pylori EYILY ) AR ENE & E-cadherin D A F /AL R EIZB 5 L C
WHZ ELWLMNE o7, BKSH D Z L2 BE BEA xS & L7z H. pylori BRERECIZ. 7/ L
RZEME L E-cadherin, APC D A F /AR OBEEIMET LT, ZOFEFENL, H. pylori %
GuI by FREEOFAEICE G T 5 DNA RFELFE L, S HICZ ORRETRRE) DNA 2H 2K
TEELZEWRBRENT. LLEOREENS, H. pylori REREN, WO ELIHTS
D ERKRIC, Ny PRESA Ly MEEREASOERZMEIT DRSNS D LB b

%:é':
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7 LA ENE & E-cadherin, APC D A F/LAkIE, /SL oy FRIEND DNy M EEREASDFE
JERERE & LT 2 541 CU D metaplasia-dysplasia-adenocarcinoma sequence (Z 33\ CTHIHIZ B9
LHaTREEEZLND. 2D DB X H. pylori EYs & o BE AR S du, H. pylori B
BIETDR LDV Yy FMEIEOEL~D AT v T2 dE T DL EEZ LN,
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Effects of Helicobacter pylori infection on genetic instability, aberrant CpG
island methylation status and cellular phenotype in intestinal metaplasia of
Barrett’ s esophagus in Japanese population: a prospective follow-up study
after eradication

(388 : BERAAZXHBRL LIV y FRERBITIZS ) AFREEE, C6TA TV
CRDOAFMEB LCHBBERICHT2~Y 2,37 5 — - Ea VEORBIZOVTO
B BREGFRIEIEIT B & & Tonlipa & 5 50)

ALy bAER, RERPERSMCAEMAE ERICERENEERTHY | RER
BADRERMBE LTHES POEER SR TE R, KBAORRAMIRE LT,
metaplasia—dysplasia—adenocarc;inbhla sequenece REZX bh T3, NVy R
BEEEc 33T A 648k L Br{bA& (Specialized intestinal metaplasia: SIM) 43,
SERERAIET 2 B OB LE{LE LRI, BIRARELZRERATWS,
Sk BIZRITABEREE L HEBERATOS ) AOREEYER H pylori RE
LB ERILETORBEFREEOVWTHLRNITLTEL,

RXRHEL, ALy FOECRATIEL OBETFORLERIL. &b,
H pylori BRI BT AREHNREBTTEILILE-T, Sy FEERAL Y b
BERADRERF L 2O FHRBERLNITTIEDIC, UTORNEITo .

FiEe LTI, ARGHHRETICREWT, ALy MEEE Sh3 g THOMRMD

L RYEDE LR OSERBICHT SRBAREITV., MEFRFTOREREET




v, BEOHEBBCHEERBLORBIZL Y, ThOOABEITOVWTRNETT-
2o ¥7=. K pylori RETEERAICEV T, RRITEORETELE 2 EMOFM
& RN CORFTEIT > 10

FOERLLT, ALy MOELORAIZREFRENSEBT DT LN, 77/
LAREEM, E-cadherin + pl6 * APCREFDT 0T —F —FKCpCTA 7 FD
AFNALRE B & U Das A CRR N 3 BRMRTEORENEMT S Z & 15
binkirot, &bi, BERLEDRY, ALy MEEBIZIX, F/ AFEEH
% f-cadherin, pl6 DA FNMLEFIIRDT, BER(AERL BHALy MEMN
| Al oIz DRERBO b, —F. APCEETFO A FALit, Rk
DRV Y FEETTTIZEELTWE, 2FIZ, A pylori BEIZBWTIX, B
HpstERlict LT, 4 AREEEE L E-cadherin DA FNLERE OBENREI-
Teo B pylori REERIREICBWTIE, ¥/ ARREM L E-cadherin, APCEETF A
FMLBEOBEENBT T2 L&BbMITLE,

ShbORERIE, BIBAREL Eh3 vy PEBEIZBVT, genetic R
epigenetic f&%#&’ﬂ%@ﬁ?ﬁ’\@%ﬂ:ﬂ{ MRRIB R kAL y FRERADE |
ElrlELTWAZ &, ¥, Hpylori BEUX, Ny FEERECETAIINER
HEBEL, &5ITEOKRETARE DNA iﬁ'wﬁﬁ%ﬁﬂ? ERTVWAHIELERLT
W5,

EFEIC Lo T, ERALRERIT, ¥/ A’Ffﬁﬁc‘: E-cadherin, APCD AF NV
s, ALy FEEPBAL Y MEEBA~ORRABBIZBSVTEHOTWATE |
HABONITRY . A pylori REIBROTAMEY, BERACBVTHETITES
T RPHTHLMTRS T,

ThHOR/RIT. BRI LERCRBRVEELONE,

7, RXRHFICHT SREERCBVTY, U RBHELENREH,

BT T3 +9R2aMEFLTVR I LARDLNL,

1 UEoRENIDL, t%ﬁ@ﬁ*’*iﬂiﬁ%xiﬁﬁ—?-ﬁﬂ:@#ﬂﬁxa LTHTZHD
THHLHEL, '






