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ER EEEXREX (ucerative colitis: US) DREIBE, LKHEEABRBEADEGHENVLEDE LTABES HITSNS,
UCBERBIER L, THAEDNE, K-rasZER04 %L, pS3REVEETHLILFHMON TS, BE, BLORE
FRALHACIRBRERBEOBWETNVIEH S, REOATEHRICKBEE*REZIELILIIITELRY, —F, &
BRI ZHRALALETVCTREORERIEL 250, TOEFIIEEMIEL, ILALDOKRECK-rasZERIRD LR,
MNCRETHUCHERBIEL & IWRBENICOBEFEROE»LIRLIBMEET A LAHALLER-oTY
5o

AFFETIEp53 /v 777 b7 A (p53-KO<® 7 A) #HWT 4% dextran sulfate sodium (DSS) THBAZE I+
kY, RIBREMEEREECTFTVEREL, BELLZABEEORNBREERREZTEE 2RI L7
H ik DSS & HVT homozygous p53 /v 77 b~ A (p537/"-DSS#E), heterozygous p53 / v 7 7w k= R
(p53*/"-DSS#E), wild type ¥ A (p53*/*-DSSB) TR L BRS¢/, DSSDES5HiEIX, 4%DSS% 1:EHHE
HEKSE, 2BMOKEZ17—-EL, SHEEBEOTIRIMLT 27— VT, ZOHRMABICER L. kDOAES
RlzxyAzarbu—VEE L, BRE, KBEZHIML, EEEMESABEREZHCC, SBRICBTEEE AR
TEHE, MRREIZBRE L. MBEORBICEY 1 —VFHEHV, BiZK-rasi#BEFZE % polymerase chain reaction-
restriction fragment length polymorphism %3 X UF Direct DNA sequencing T, beta-catenin DRBEDORE 4+ HRiEd
1 TRRHT L 72, |
FER p537/ T-DSSHEE (n=12) TRIRTOYYACKBEEORAEEED/Z, —J, p53*"/-DSSE (n=13), p53*/*-
DSS# (n=15) TiZZhE€h46.3%, 13.3%D< 7 AEENRE L. IV VO —VEBICIESOREZ D LD 77,
FNENDO TNV —TIIRAE L REE L £OFY (£SEM) id, p53™/ " -DSSEET60#Z, 5.0+0.82, p53* -DSSEET
8IRE, 0.62+0.17, p53*/*-DSSEET 3%, 0.2+0.14TH Y, p53™ -DSSHETHMODSSEICHBLAEZIZSZ L DEE
B R ED (p<0.001), F4LEFEORREIZDWTI, p53~'  -DSSE T0MEHSSHE (91.7%), pb3*  -DSSEE,
p53"/*-DSSEETIX TN TN 8 WEH 6 WE (75.0%), 3WEF 1HE (33.3%) VEEMERE THY, p53~ -DSSBET
WX p53* /" -DSSEIC KB LARICKANEZEORENBEE TH 7. (p=0.028), DSSEICREL-LEEREKREN S b
8RE (P53~ -DSSE, 5J%% ; p53* -DSSHE, 2% ; p53* " -DSSE, 2% AWETHY, F05H7 TRENES
LT, 1REVEMEBETH o7z T72, p53™ -DSSEICRALLED S b 2 ML RMBETB~ORBE*ED 72,
K-rasERIZDWTIE, BT L2832 % (p53™/ -DSSH#, 2558% ; p53"/ -DSSEE, 5% ; pb3™/"-DSSEE, 2 %%
TRTTBRYETH o 72, Beta-catenin®HBHRIIDOWTIE, BT LAZEI235KE (p537-DSSEE, 17962 ; p53*/ -DSS &,
495% ; p53*/*-DSSHE, 29HE) DI b, 19K (82.6% ; p53~ -DSSEE, 13%%Z ; p53* -DSSBE, 4% ; p53*/*-
DSS#, 2#W%E) CTHIIRED SV TORIEALAD,
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Lo L AFRICB W T P53-KOT T AIZDSS 25 LTRKBAZEBREI®EILICX-T, BHECKBEE2R4E S
BILHTE, BRELZEEORME LT, EAREETHY, LR, K-rasZER2#ADT, beta-catenin DRHERE
EEHECEDLILEHIToN, e PVUCHEXRBEELEULADOTH72, FEFNITE P UCHERBEEOR
- -BEOAN=ALEBHATLIOICERATH), BELETFHEORBLCIFETELLEL TV,

mXBEORBERODEE

BB AR AT 5 KBRS S RIENC 5527, EERA, EREHICETILEA8 V. HIlE5Idps3/ v 7
77 bR (p53-KO®TRA) #ZHWTFFA LT VHiBEF MY 7 A (dextran sulfate sodium:DSS) CTHEZE T
TEIZEY, KBRAEREERETFVEHEEL, R4 LEEONRBECRETRE SR L.

FEDPSI-KOT T ATIEDSSIHBRIZCE D ITRTORTAIKBEEODREZED, —F, ~7F2p53-KO~®7 X, B
HERI<w Y A TRENENL.3%, 133%IEENEE L. KOAZEZ -0y P —VERICEEEORELED LRI o7,
FREDPS3-KOT Y ATid 1 lLh 7 ) FH5.0HOMEE #3280, N7 ps3-KO~w X (0.62fH), BFAERK< Y X (0.2M) 2k
BLEL DEEREZHDT, BEORRAEIZOWTI, FEP53-KO <7 A TIR60HEDTSHRE (91.7%) HFEmEEE
ThHY, HAEMTY R (33.3%) (CH# L EAREBORANBEECTH o720 K-rasBERIE, BH LT <COBRH TR
#HTH Y, Beta-caenin DRBIZOVWTIE, ZLDEFBIIBWTRERREZA LD,

F5bbp53-KOT Y AIZDSSBAEZBREEEILIZL T, BHEECKBEEERESESZ LATE . BEL
FREBE, TR ORETHMCD & MRS M KB L B L 72 b OTH o 1.

ORIz KBRS R OB L L FHHOBRBICEML, BIEBRECESTEEIAH50, fEoT
Faitt (B2 ORERLE LCHilEdsb0LRbb. b, KLIBEHHEZE, FRI6E 2 A 4 HERORT
AEL ZRICEELAREE 2, SREBEDORLZLDTHD,
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