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H. pylori Infection and Gastric Carcinogenesis
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1982'd Warren®} Marshall ¥tA}o]] olslo] ]l EA = Helicobacter pylori (H. pyloriydo] £ - 4
oA ARFE E¥se dE 434 Aol 84 434 A% F MALToma®] UdF#Fd A
olgle AAL olAl BT dollA] AdAE AARA, o] ubA-E § Azle] el Ae]Fofddl U
HAHQ WIS YoAA H. pylorizh ol Axke] Yoz 79E7] Hell Aldels “No acid,
No ulcer’zh F33 7ol ZH5 ) A% F2 A AA2A 73 Fa3 ZAo] ielzta <
AEU, o]9 ARE s AN AR} Aslo] YA HANAE ALE5 glch
a2 ASAHQY A48 JdAANE Al ALFE sl AL A F AR 9%
I o] WHEHGEA, 94 Ade] Y AFA AGeE RS Frloke AYE2A
WAsE A At d4uteZ s olE A% Wy AE BT ARsirlde A
Ak 347t

a#y H. pylorie] EA7} 1= 3, o] ol % Mz Hel Ayt wsiAel uel olAle
AEE HHEEAY AT 8] FHksElE &34 Al 9] HEFol wkEl= AL, A= A
Aee AWer] Aol vlgl o] FFE EARLZA A9 AXd] 77k AHE A& F U
3 T yotrl 2z &9 A ol =it FHE ste] olal= “No HP, No ulcer’el= FH2
2 “No acid, No ulcer”7} WA= 7)71A] o] =)}

a7 ol Ad? £3M4 HY olLoE H. pylori Frdo]l 1¢e] wA# dAFddE A4
< o8 d%H =4, AP4A A7 9 AF FE AYE st FAse g3 g0k 19941
MARA7]+2] IARC (Lyon, France) 3]2]ol|A] H. pylorig class 1 carcinogen &, %3l ez}
Z A7)0l o235t o] FAL wlg Fa3% 9ulE JAA sHEdH ¥lF 100%E oA H
pylori= PP1 9 7 7172 §AAE ALsl= 34 QAR 7Y Fof Fofl diz] 90%A A A
ol 7hsst7] wiEell 5ol H. pylorizt 914e] ZAAA A AAE A 79 ke ol
£ %8 Ytel o] Sigto] gtell o3 A9 FUE A= AANANE H pylori AlFo]
el 3133 of]H (chemoprevention)o] & 4% 917] wijfol A} AFE ZAste Ar} "ot
aey oPAZAE H. pylori ZHell 3 91t WAL ol AR E =2o] HI Y& vl ol o
gz A7t A #Aho] ke 2FH glvke aFAeldl AR Ao Foldx, TE 4¥
AFRE golslr] wWiolw B AFolAE ol dHE BF s §F ¢ yolrlop ¥ £
< A gt
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1) A8l SERYO0M H. pylori 2t¢{n} QoteM

H. pyloriZ 1982yiell A& FAste] 1983 ydcl wEE ot slodx o] FF29 oujo)] thaledA
= A7} ARk o)A E 9 AR GAH H. pyloric £35A & FA9 AAIY AF=
7t AEte g 7hpslgl ot Marshall ¥hAZL A wiokst H. pylori F55 AAA] Fojste] 9
A¥e] AAZ AZg B3t vp gEd a¥dan A7 AR AL $E gl il o)
£ st 2EEE 29 Ade] olojA gk AR A, A, Do), HHY, Xolgt 5
T 2o AAEY oY E3lA ALEA ga glon] iilslo] ferret, Mongolian gerbil & ul-$-
27t E5HAl Agsa Qe

olF FEEWNA H. pylori 7+l 213k 9J9hr Aol i3t B Mongolian gerbild} ferret2- o]
43 AFlA olu] WA WAH H. pylori o]l ALE A= Aol oju] FHEl wh
et 1Y o] E AT FAHSZE Mongolian gerbile] 74 o] FES YubAQl wgEA 4
HAAE w9 HE ko] SFAET PA o] WA= wig st g4l 2 AAAA
A ol WAE= Rlolu g H. pylori 7ol 43 AghitAlell tidt AulelE vhd 319 0]
g Aol vt Sitel zAEE Fxdo] dRout mFolA AFe Asxlo]7b glof(AA
5] g ALAANFES dRo) vt w9 343 YRolA Bnd H pylori ol wE
Mongolian gerbilell 4] 2] 9]¢t A Aatol] tiste] AR J7tAE AYHA gdehes FAH3QY
Aol mFE EE YE UAE otz ojxul AR gk tidt Bi2E MNU
Y MNNG#F 7he Wit E4L 4 Folsta o)Fo| H pyloris 7AA7 A= MNUL
MNNG$} ZH2 hEd s Folo] vlste 3% FoTolA w3 hibael Frist A#=
H. pyloric &4 8NA et AAZAE ZHgslAat oF vkl 231 Q) A H(promote) £A] & &rol
A3 Ao Baxm girh. a3id o]Ee AdE MADC] RolT Hol: wul, ol HIF H
pylorioll Ztisl #ate] Z-¢ gldolu} MaltomaZ A E = A} &3M4 Ago g AA=E 31
A7t e el AR E T34 Az HA ALdrie AddAe o] B dFatEol
A8 k2 g o] 83k A¥AI} 717 Mongolian gerbilE o] 83 A A}NAE ¢t LA
< BEFRA gt AT A AAL, MA N 24 Felol] wEl H pylori Zedoll 2%
A el dstedN e Fe FS ¢ 5 Ut '

2ol ¥ AFAte] AR A oA 7150 Y& TGE-B signalg AFGAR AF medo]
A= H. pylori ZF ol f1¢te] A"l AAgA MA 4HF 4&<lo] H. pylori ZdF9
A AL AR £ F Jdda 3tk HAZ o] TGF-betad] AZADA7E ot pS2-
dnRUZE AF 9 A5 2L Al A AF Tl wiste] TGF-bead] AEFA AAaFe] &4
ol 213 FAA el WA= HadF 717452 PCNA labelling indexst f-o8tAl F7hsw
ol29] Walthd #F AE 17 4olA BE upg} o] ofF A 9 W ZA4 o] WAy
H3 F7loke 7 36FA] Auidtel oA wAY S A ol Fe] ARE 293 H.
pylori 9] SEE AFelAEL H pylori AL ¢ AL AA F44 &< (genetic
predisposition)o] F2 @ glolgta 3}t

2) al#al SEOoIM H. pylori 2ti3} 22t Wi
H. pyloriF-2 microaerophilic conditionol]A] sljeko] 7ls3le] H. pylori wjok Alolli= anaerobic jar
9l microaerophilic conditiond -F2|5l7] 93t CampyPaki} 722 A2 Eol Hesirl asjung o)A
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Moz ALMEE ol §ste] live bacteriad ZAAA AMIAS T 2 AnE FasheulE @
A7t e AE Adold TEh} H pylori T2 Aol ols FRel ALY ol 74
Aol AN E AA Fd Addet 22 AZA Ado| 7hgsly] dlFol in vitrodAE H.
pylorizkedoll @& A7} 7hsstct 13k AAZ VacA FAQA H. pyloris ALAET ZHA
71Al B AZEF AEF ol FE3UF A= ER wE el Fub X3 9ol AL alof
Woll IL-8¢0] F7tE]w, A& fe]7] Aol 2% chemiluminescence 'HAJo] F7latAl et

B RANAE B8 H plori 7 Fol ZAANE COX2 WA A¥e zARI Astol
COX28 Th2d A7 AEZe] H ploris FAAA Bvk 2% 4Ze] AFst pashs, AEA
7ol Fhgteke A, AEQ olFol F7IsAL apoptosise] °F3l7t AZivke ATFAIAE A
AAZ H pylori 39 3ol Uehbe 945 AES] Wt 39 b L8] Zrkskn o2 <lst
of dZol ekshhs AUQE COX2 B AEFIAE mock o] AEel vlet] §olat
IL-88) ZEE VAL 4+ AT ol2I% AUL H. pylori 2 Fol inductiond] COX-2 ol o
shg slchibAlel 2 - EH e Bol¥ 4 gloke AR Adol Sk Azl Aok ¢ 5
sl 35 AFAFGIA oIzt Aol TAsto] AH COX2 AANE H. pyloricl) I AT
AFoA Foigt An o3t A AFE odo] COX-2 wrdo] H. pylori Zhdell o2& ¢
PAlel A5 BolGohe A4 ¢ 4 Uitk Aol 7 S AFAAe Jeke H. pylori
7 Folle 53] apoptosis7h eFstElo] AEI} AlLGA Sl vl 9t Aol A 5 v
© A2 e, = Lol Saitama YAlE]] Fujiki AIFAE H pylorioll 3lE
MP-1 olgle oAl osle] M E=4] g TNF-alpha7} 52 4 Qi MP-10] ras Az 7
of Z+&shd ofF 73dk o WA promoterZ Z&F-E HIs G ow] Akhtar 52 H. pylori ZHgol
COX-2 A A 2] promoter methylation®] loss®} A= o] A A A= ule}l 7L COX-2 Wio] &
Askel ol Sishidel $21% JWes 43U VERAG. T2} A Lol Bejshe A
AAQA FAAESH 714 AAVE KA g A UA 7] wfFoll ol gt AF7 A F ofof
H. pylori Z¥dl v} & 9| vrA9] in vitro evidenceZ AA|S 4+ YAt

3) S&ts HTAMO At H. pylori 2T DUt

o] 71¥% uksh o] retrospective cohort ATATS lB] ek ZAoll SIste] H. pylori
o figkst ABslel Yk Bust B el Welel 2slel AN Tk ARl JBAt
ke GzA ARE Qek §u ohzests] A9 B H plori FAEANE BFska A%
TS o debs BaE gl of ASole 4% Aol stod BIF H. pylori BHL &
ol ol YA 714F Fdoll e WA ZAE SJetel H. pyloriol] % 9 AR EA et
£ ATARE o] ARE thik SFE AIAL b H pylori B AL A B
A7 geks FANAE Sk H pylori iz A% HATE BAE FHHA AT AY FL
AYo e YRAGS FolA BF H pylori AFAZ Foll ATE AZ Aol A
ol Flete] HAF Adurke Sl Yrbe ATARE A £ Yebd uoh UG 3A
2 AAY S Ak olHE ATE WA YR AW 3 glo] o9 Aol AR FBHw
et

4 =

H. pylori Z<iol <18 91g WAZS] ABVAGIA W ATE DAHZ olFolAn glon]
53 ¥ dAFAE FH T SNP EAo|u} differential display W microarray 48 o] &3] H
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pylori Z+edoll thak AR A mMAe] dolE FHETozA 9t wAI H pylori A7
BATRE FE H pylori ol 23 ZrfAdxE del Yoz ol A o ¥ A&
o 2&& F7] A% F3A4 dFE AYstx Uk AEA L] AFAIE BRI DY-ARE
43 wedls 22ekA ZEAAT H pylori ZHdol A LA BodddE dFd S
ol £5 S8z gvkm s

zZAle =
AAE H. pyloris TF2E ATsle obFista ARt H pylori T3PS, =88, &
A5, A, FHA, AE, @19, 269, P E, AR, olAF, AFH, AAS, oW, =
A FodazsA FA=EH, obgd £ AFE Hskd dTuE AddFE A SA F(HMP-
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