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COX-2 Gene Promoter Methylation in Patients Infected
with Helicobacter Pylori
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v uFx s —F (cyclooxygenase: COX) &, B REMEBL MRS 12
HEREEZH > TV D, THFAVNZFEELT % COX-1 1TaH IF o HRGEE)
I, COX-2 ITRIECHITMIC L 0 £ DORBINFHFE I, MIREICE S
T 5, C0X-2 DNA 7' &—& —fIkiZiE CpG island BfF(EL, £ D%
BUIT Y = X7 4 v 7 R Z 2T 5 A RMENRRBR I N TV D,
Helicobacter pylori (HP)J&HIZ X 0 BAEIE CRE % 72385 723 A T v
bz Z &S (Am J Gastroenterol. 102: 1361-1371, 2007) &
NTNHZ &6, HP BEBHEMBIZHIT D C0X-2 DNA A FAbE faEt
L. HE~OEE IOV TR Lz,

JiihE - X5
t NEEE ORI, BV 7 o FERIRFREEIZ T, 2009 4 3
Ao 2011 5 12 H £ ToORNIC, EEEIE NS 2 i T S Av7z 114 4




ERRIAToTe, A7 ) —= 7 BNESVES], B -+ _faasEs],
HP BREGBIIZ I T, B RTEEE B A 2 B L. DNA il L 72 1%, A
YT 7 A b my—7 2 ZYET DNA A F /b % & BRI AT L
77

in vitro TOMFHEL, F~®EEZ COX-2 DNA A F /L3 #HE T
W5, b -EEMIER KatolIIAAE & AGS fifi % . COX-2 DNA X F/LAkik
REDE T /LI E L CHW T, COX-2 mRNA ZEEUZI 1T 5D C0X-2 DNA D
ATFIALDREE G LTe, Bkl nwT, 7Ymr A ¥ —t8
C (PKC)HIAITH A 7 A /LR — LT A7 LOPIIZ LY . COX-2 mRNA
DEBENFEINDIDHREND D L 25, a phorbol
12, 13-dibutyrate (PDBu) % COX-2 mRNA F&ELFHEH| & L CT/HW =, £ 7=,
A FIAHIE LTAFIL T A7 =T —PHEKTH D 5-Aza-dC
ZUSHN L, COX-2 mRNA DFEHL% U 7 /L4 A L RT-PCR & CTHiET L 7=,

BREBAMEZ, B~ T U FERR P EMMELZES (KR 1636 5)
DERBEBZT DD TH D, ML x 2 FMEK O Student D t FRE % H
Wiz, p<0.05 HE & Lz,

BREEIZ 31T D COX-2 DNA D A F Ak % HP BEPER] (n=65) K& ON HP
2 (n=30) T4 % & HP BB CTHEIZE > 72 (27.5% vs
8. 1%, p<0.001), E7=. HP BHEflichH T 2 H 2% (n=26) & Bi&E (n=39)
OWFEF THEZETA LR (p=0.26) DD, IHEHIT COX-2 DNA
D A F AL EVMEIANC o 72 (26. 7%, 28.4%), HP Bt B i&E &
FOFRT 10 ABRFEAT A FEFRIEZFK (hon-steroidal
anti-inflammatory drugs : NSAIDs) ZfEH L TV, COX-2 DNA A F
AL L~ULE, FENSATDs 1B (n=29) & il U THEEITA DL
moiz (27.9% vs 29. 6%, p=0.45), HP FREH] (n=19) & HP [GEH]%
g4 5 &L C0X-2 A F L b L~ LiE HP BRE G CTH B - 72




(18. 7% vs 27.5%, p<0.001),

WIZ. in vitro DT, KatollANE & TN AGS FHAE D COX—2 mRNA
DFRBUIIMEMHETH > 7223, 5-Aza—dC ZIRIMNT 5 &, COX-2DNA D X F )1
fbiZ. KatolIHHAE TIL 88% 75 65%. AGS FHAE TIL 45%7)° 5 40% 124K
T L. Katolll##fa (p<0.01), AGS Hifla (p<0.05) DiJ7 T, COX-2 mRNA
OFRBFITAEEICHMR LT, £7-. KatolllflfgizcB W TIX, 5-Aza-dC %
WML 7=#12, PDBu #1725 &, COX-2 mRNA DI HL L 5-Aza—dC Bl
E AT, ARICHER LT (p<0.01),
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b BRIV T, HP ERIC LD COX—2 DNA [T A F /b & &7- L
Tz, HP BRE#% DEE TIL COX-2 DNA A FILA L L~ BNE T35 2
D, AR EE Z BT, in vitro DRFTT, COX-2 DNA O
i A FARIZ LD COX-2 mRNA DFEBLIIHISR L7-, COX-2 |[TIEBIARIC
HERKRFTHDHZ 0D, COX-2 DNA A FIAKIZIEE 2 38JE L0
BRI D —D>Tdh D AREMNN & 5, HP JEYLE Tl COX-2 DNA D X F LAk
2 X0 KEEREEREC COX—2 mRNA NEILEIN T, MFEERE L2V
BIERIEIZ DM D AlRetEns b 5, —J5, HP BaMEE] & 2 W EFREHI T
I%. COX—2 DNA IZ A F /AL L T2 i= b, kLR SR 12 COX—2 2N F8ER
HE XL, KB IEE IS E bz, E£72. in vitro DRt
T, COX-2 mRNA DFEELIIME A F/ALAI & O PKC FIFEANZ & 0 A8 0y
ICRBADTUET 52 O BRI L o =T 0 v 7 BT E2T
LTHIEENTWD B2 LT,
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ARFFEDORE RS COX-2 DNA [ HP JRYLHBE O FHREIZ BT A F
MMMEEh, EERAEICEE L TS AREERS D EEX LN, £,
COX-2 mRNA DOFBUIIREFH L N BV = X7 4 v 7 72 Tl <
nNTWnWsEEX b,




