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1. 53
AgL FIAoA 713 go] B dozA, Ho] £ F9 FHFF g9y
A B34 T FAF QaQle] ddez yEd F Ay, FHIZde FAY 1A
A A< hMLH1 promoter ¢ FHE3l7 o] 30%0] ol A EAste Aoz By wr}

ATt o]¥A hMLH1 A=} promoter o FuE3s7t e YLoAE hMLHL ¢ mRNA Y
gld o Bdo] A% ZAHER RAY uA 7T YA, 2 BH ps3 I} Ki-
ras & IXPT A4F FHAY EFYt T st =Y. B dF9 B
oA BABA g e £F 8¢, 12y F 899 FEFFo] hWMHI FAA
promoter ¢ FWEs L RIEAYE EUFAG A¥d wAE 4FE FJosn, ol
FAH BRG]l AY A AL =49 p53 F Ki-ras FHA EAWlI nA=
J&E 7R E Ao,

2. ¥4

ez doz g¢doz d @& #AA 96 P ol5H A 4L AAL
Hz2T 192 3¢ 2J38ta, o]Ed dste Hojgdd &F, 1gn FA T A
A8 Z2d gid AN FAARAE AANIFIRY. BZE gdAd gido GSIT1 2
GSTM1, —=z2]3 ALDH2, CYP1Al, CYP2E1, NAT2, L-myc ¢ #AA t3dA& ZFA}stqct.
LA 2AoA FEF DNA § ©] 889 methylation-specific PCR o2 hMH1
#7472 promoter ¢ I AR-Z FAFHAL, RT-PCR & pb3 4 Ki-ras o] 7|4 E L
A5t 2N g HAESY. HEAE EUAAAY A5, dAxAA 553 DA 9
Ao FZE¢ DNAE o83t PR WO R FAs R},

3. A3
SFeE, 99/38Y FHF/FIE 5ol Y AT Fod #dAol AU
Aol gEOZE FEHFYG ZAFI Agd dF R3adst Jde ReE JENReH,
JFadAde 4a, YEEF, Yololdl, 24F 59 AFAF0) BEFE JLTHE]
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2 Ao® YEWdrh. L-myc 3 ALDH2, e]i CYP1Al, CYP2E1, GSIM1, GSTT1, NAT2
Y AR 9¥E BXs (TR ORE Apold Fog AolE Ro|A gt}
A=) 38.5%904 hMLH1 A& promoter 9 Fudslz} Ve, 42.7%0) A
BMEAE EQAAEE RoFen, nMHl FHA promoter o FHvidsier wWEAQ
EAAAY Aloldle F9d #HAo] ANY. FAH &F, a8 FFA9d Ho] F=
Zo1 4 WMLH1 F3A promoter ¢ FHuldst oFg Fod AAGo] Q= WHE AN
AA @A A WMHL FAA promoter ¢ FuEslel wWIEAA EQAAY ¥ o E
FAA g4 BEXE ZAG A3, ADH2 fAA 9¥AI hMH1 §43 promoter
Fu g3l Alolo] Holg #FHAe] Ue Aoz vEuTh. ps3 Eduold fo%
FAAHl e AolgEojy AdFr e e Roez ey, ¥, Ao §Eo A
FAF9} FHE Lol HHIEFE Ki-ras SFHO)} F931A4 Z4s= iy, @358
Bo] AHEFE Ki-ras E9d07 Frtete Aoz JeEwd. ¢, p53 EaWo|9
hMLH1 promoter FwEs} Alojo] AAA {oAo] e o=z YEHRRoY, HHEANY
EAAA L ps3 oy Ki-ras AR Eddo] EX YA Fod ddAo ).

4. 31F

ol AFE FEFS 2AFI AL BREEA} QLS AAEtE Aol EE,
ALDH2 NN F4AEE 21 e YA N E2 DD FAAYE Zu Qe ddzd
vl 3k WMLH1 3 F promoter FHE37t F98 A BL Aoz YEstEd, ol ALDH2
N FHAEE 231 e AHdol & FAAY vgtd FFo] oo, ALDHZ
FA2AYFH SFFdo] WMHL FHA promoter o] FHedd] FFL A F YL
AAbshE Zojth. hMLHL #AA promoter HWEst7 e @AM = FAdEs} e
@A Hlgt] p53 FARCL ¢ AL Aoz yEkEd, ot % AR
AojA F 7kA M2 & molecular pathway, = tumor suppressor pathway 9} mismatch
repair pathway 7} d€¥xoz #FAFd 5 J&& AAHE FHolw, WA mismatch
repair pathway 9 A Aoz #AdH T & g LA/ |He] AT Aoz A5},

¥ B AT HAEAR 2U87]£d T NEAE (2000.5-2002.4) A g o2 FAFHUS.
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