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FBOSEMEARNG S0 B U TR U AR, Wb B dysplasia (Ulcerative colitis - associ -
ated dysplasia, DL F UCAD) & BCRMENRNE (Sporadic adenoma, BLT SA) O#ERIZTH F—¥

AP E I P EWE T B 78, T4 id dysplasia & BORMREIZE T3 7R~ &,
p53 FHIEFFER (p53 protein overexpression, LA T p53 OE) O F#E, ¥ LU pa3 M{n &R
DUV TCEHIT L 7z, 23 9% Z D UCAD & 385%™ SA 1224y T, hematoxylin eosin (HE) Hfd,
ph3 YL (4, 4 & UF DNA nick end labeling, & & {Z polymerase chain reaction (PCR) and
direct sequencing 12T ps3 #{Z - EROBMFEFNE{r L 7. pb3 OE 5% UCAD & p53 OE paft
UCAD D7 — ¥ Z8E, #HF4048 (£ 0.64), 020 (£037) THh, HEX (p=
0.020) % iZ@7z. UCAD &tk (p53 OE MMM A GbE 7226 d) T3 035 (£ 055 T, SA
D 839 (+12.01) LHEE (p<0.01) %ED7-. £/, ps3#@in A4 %E, p53 OF itk UCAD
& p53 OE [&1E UCAD TZhZ4889 %, 720 % TH - 7. —F, SA TIE W T ps3#n 1%
WEEMETH 72, pS3 D ELBEED—DONTHE =L ADFEETH Y, UCADIZE T BT H b
— ¥ ZAMOETIZ, ps3 VA FARIZBEL TOATREM Y S 5. 7K b — ¥ ZAORHl, ps3i#t
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(GTAROHFBOHEE, X 511X SA L ORBILMEINHHATH 5.
F—7— K BRI, 7 b - 2, dysplasia, p53, BORMEHRIE

#

i

EEM RS (Ulcerative colitis, AT UC) @
BRI, JOEICBE L - KIBED ) 22
AKS 5 V2 UC BERSHENREE (UC - asso -
ciated dysplasia, LI T UCAD) 1%, RiiE@HE B &
WEREDB) Ay v — - LTHEETH S .
HrZBREE A 2945 UCAD 1, Dysplasia - associat -
ed lesion or mass (LI'F DALM) &M:Eh, 32
EhEBBRIZES EahTwb Y, 2072 DALM
EBlrehs &, ERNIZAESMIHERE S R
T3 96,

—J7, BORMERRIE (Sporadic adenoma, LLF SA)
13, B O KGR FRRIZ UC KBS 384 L
55, SAETR, NREMTIG (ARSIRIED]
F##i Endoscopic mucosal resection; EMR & L <
AR S ARG T R BT Endoscopic submu -
cosal dissection; ESD) TH#Eh35. 2D LD
UCAD & SA & T, WHEHEFHI &< RE5 (|
LR AR, %ERNEENTR) 2o,
MR UC 1281 5 UCAD OZWHISHE TR
UL B .

UCAD & SA & OWRFEZRYZIN IE UIE LIS #E
THd0, WLOPOEMEBRE S TS,
Z N F TIZ p53, B-catenin, bel-2 DFEBIHEOM
ARG R T B D12 g8 B TR S S
O L 5500 ps3 BIEFEROFETH A
5. psS3BIZTERIE, UCBEEEEA R
(dysplasia - carcinoma sequence & T2 3)
ORI THERT L 315 8918, —F T,
HHEDWHW 5 adenoma - carcinoma sequence
T, ZO®RMBRET ps3 BIZTEEIIRT S
ZEMBIVM F ik dysplasia - carcino -
ma sequence Cid, dysplasia DS T p53 815 T
BEANB L, adenoma - carcinoma sequence T
i3 adenoma D EFE Tl ps3 BIZFERIZE A H

L TWHEWIENE WL, ZD4YD, ps3#lET
EROFED UCAD & SADENE LU TCHET
horLENT5. HE, ps3BIETERNES D
& RIZYE T p53 B FIF B (p53 protein
overexpression; L T p53 OE) & LT&6A6hH
3. L»L, &TOUCAD » p53 OE £ 2% 5hi
T34 <, UCAD D 30-80 % CTilldd b5 W17,
—J7, SATEp53 OE 2 0-15% CL 2w bh
7 8914 - p53 OF B> UCAD Dasliiid k &
BEEE->T0S. BEOWREIZLS &, p53
OE P2t UCAD 125V T & LIF LI p53 @i+
BRAENI IR TS B, Lzh->T, p53OE
FEPEidmg L e ps3 BIZFERD NI & 2 EIE
FTE5bIFTIREN. LrL, &2 TOWRET ps3 &
EAERERHETH Z L2, BHEORARZNT 3
PRy Tid .

ZIZTRAE, 7RF=VAZHFEH L 7R
b= A DL pS3 EIADKEED D Th 5 19,
BT p53 W AIERIZHERE 9 41T, DNA 85
ERIBLTTZE = ARNBEEXNE, LiL
pS3BIZTERPEL B E, THEN—Y 20FHH
IR AHE U 5. DNA B % F 5 S
BFOLTT7R -V ABEFICIHFEEI LW &
13, pA3BIETEROFELTHEES. Dbk
DR A1E, ps3BIETERIZBEM LT, SALD
UCAD 2B W T & 7K b=y 2l xh T
WBD TR AW LR E 72T/, UCAD & SA
OFEZEREMN BT T K =Y ZBEHTH
BHhES ARS8, UCAD & SAIZkT
B3F7H b= AL p530E, H& U ps3 Bl TER
IZDUWTEHI L 7=,

& A

1. #HREER
15 GER 23 #54D UCAD (R 1A) # L O%4E
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1A-B
(A) WHSE AN 7 BRI U UCAD &
(B) HUGEVEMRIE SA O

PEREE R2 5 IE KGR IEAE % 1 b 221> 38 KEH
38HAED SA (RIB) 128135, 744w VH
EENTNT 7 4 YU E 2 15 9E RO
UC & (UM 9ol Lotk 6 f5il, F-mivrp dofill 40 5%)
32T, PRELU 2 EAERME KR EE L 0L
DALM O 7= I 2K VIBR I A HETT 2 T iz,
38 WD SA (UM 24 B, Ak 14 150, AFfrp o
71 5%) 121, PFARTIED 22 1K Y
frahizdo (2361 NHSENUIKREhAE
D (5% BEEh T £72, Riddell 5 D%
Hi3) I2% 5T, 23HED UCAD i low - grade
dysplasia (LGD) 14 %%, high - grade dysplasia
(HGD) 7%, Wit ihdEEhdE0 25
WIZHFEE N, A TOBRKIE, 3pm DOFEXTHE
YIU 72, hematoxylin eosin (HE) ¥tf4, p53 &
e, 35 KU DNA nick end labeling AMhifT
iz E72, ps3 BIAFEROBE L Mfr L /.

2. p53 RIEMBILE

p53 WIEYEId, p53 Hifk (Pab 1801, Leica
microsystems, Newcastle Upon Tyne, United
Kingdom) % H\»T, streptavidin - biotin immuno -
peroxidase method (Histofine SAB - PO Kkit,
Nichirei, Tokyo, Japan) 12 - CThafr L 7= 20, fidt
A E LT, OUFAMBMEEZ/RT 2 EARRTS
2 KAl & s 7.

p53 BATEMINEIZ, Z DM X 1Zhnb o PR S
CIZRETEIEEERL. FOHMIZE-T,
PN A4 =< BB 0 & D % null type, —D &
U < 3BT & S5 TR 28 5
& D % sporadic type, MRS L TR
Wk B L Tl % & D% basal type, IV E
AR A 3R 8 5 & O % diffuse type & 4
sSH =2 (R2A-D) L, AfEtcidsk e
F % p53 OF Pk & B L 72 20020,

3. DNA nick and labeling E 7R =220
Eyalii

7 H b= A, Gavrieli & M L2 02)
terminal deoxynucleotidyl transferase (TdT)-
mediated biotinylated deoxyuridine - triphosphate
nick - end labeling (TUNEL &) 2k -, ¥—
U HRIRICRAICRA IRz DL LR
U7z BRIRIZIE, RIS & h 72 TUNEL 5
HWOBHFPERLZEDE—DDT K b= Ml
Jak U7z (B 3B RED). e FBipusic Tty »
A4 1ML LT, 7RV 2EERA
7o VWA, B & pe3 furEgeta S 4 — vz
Ko T OO, I Lz a7
LAZWEHOTH L — L ABERA, TOTHEE
Lo TEZOMIO 7 K b —> 2K EwHLZ (K
3A).
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2A-D p53 RIFREDINH —
(A) nulltype, (B) sporadic type,
(C) basal type, and (D) diffuse type.

4. ps3BIEFEROBRER

B 6 10 um OJE & THY) & h bR
3DEMBIINT 7 4 b L, HHERAFIC microdissec -
tion A fiE{T L 7z. DNA filillh&, DNA Isolate PS Kit
(Wako Pure Chemical Industries, Ltd., Osaka, Japan)
EHOWTT 72 2O%, PRTEEL L1,
2 FEFHO primer % H\ T polymerase chain reaction
(PCR) IZ& - THEIEZTHIEL 2. & 512 ABI
PRISM 310 Genetic Analyzer % fH YT, exon 5-8 12
B3 ps3 IR TEREME L.

5. WEEtEEST

WEHEHTIZ13, IBM SPSS 17 software package
(SPSS Japan Inc., an IBM company, Tokyo, Japan)
% FV AT, Mann - Whitney U - test 3 & U Pearson’s
chi - square test IZTIT 7. 72, p<0.025 % & >
THEZHD LI

1. p53 OE

P53 IEREOMRIE, B 1IT/RL A 23 w%E
55 fil% > UCAD @ 5 % 30 s T p53 OF & % L
72, BRI O 25§ TIX p53 OE M TH - 72, 38
FREE 106 FHIR O SA 132 T2V ps3 OF Padk
Tdh -7,

2. PRr=2Z (%1, R3B, C, K4)

p53 OF 5% UCAD, p53 OF k21 UCAD, SA O
TR =V ABOVHEZ, FhEFh 048 (=
0.64), 0.20 (£0.37), 839 (£12.01) TH-7-.
p530E Btk UCAD & p53 OE f&: UCAD 0 7 &
b= ZBICHEE (p=0.020) 2807 F
7z, UCAD &fk (035 +0.55) & SAD7H b —
VABITHEZ (p<0.01) %87z, UCAD D7
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“1 lesion”

B 3A-C
(A) #R% lesion, FH area, FFF view DBIfRE TUNELEIZE B2 7R b =2 201% 5
(B) BOEYENRNE SA, (C) s AlE 2 B MRS A E S UCAD.

1

TSP KN 25 B HDRG I I UCAD & B MEIRIE SA 12 B1F %, p53 @
FIFEBL (p53 OE), 75K b — v 2% CPUfi MR ), 5 LU ps3 BT

%5 (exons5-8)

pS3 O No. of arca No. of apoptosis 33 genetic mutation
UCAD (23 lcsions) (+) 30 0.48£0.64* 24/27 (88.9%)F

) 25 0.20+0.37%* 18/25 (72.0%)++
SA (38 lesions) (+) 0 - -

) 106 8.39+12.01 %+ 0/106 (0%)

* v ®E P=(,02; ¥ vs ¥¥¥ P<0.01; ** ys ¥** P<0.01;

T vs 11, P>0.05.
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100
80
% 60
£
% -
£ 407 E
H
7 E 3
5 BT S W i
o UCAD TCAD SA.
with p53 OE without p53 OF
= 4
TEIEE R 2% B EDRE B AR UCAD & BUR IR SA IC k1 %
VA S {0, ¥l
=2 MBS UCAD (25 13 IR ps3 s T4 R
No. of area P53 genetic mutation
LGD 37 29/37 (78.4%)*
HGD 18 13/15 (86.7%)**

LGD, low grade dysplasia; HGD, high grade dysplasia; *

A= 28I BT 3 LT &R AR L 7=,

3. pS3EIEFER (R, %2 H5)

p53:BIn T2 %1%, p53 OF Btk UCAD 7#13 T
%<, p53 OE k&t UCAD I8 [MfEEED b h i
(ZhZh 889%, 7120%). F vty AKR 7
L—bv 7 PR (KK, fA) 13, p53 OF &t
UCAD 1ZD Hi8¥% 7=, LGD & HGD & DT p53
BIEZTEROBEIRABE TS -2 (ZhZh
78.4 %, 86.7 %) (F2). SA TIXAEHIT p53 Iz
THERERD L, 72,

vs **, P>0.05.

% =

AifFETIE, UCAD D7 b —3 ZAHIZ SA IS
HWUAEBICEWE TS 72, 7~ UCAD T p53
OE Pt & 72 13RI b 6 4, ps3@i{nTER
EEEIZED . — T SA T ps3 R T IR e
BTHERTH /2. ZOZLhrs, PEF—V
ADWAE ps3 IR TFERLBEL Tnb I LH
Mg Ehiz. 2F0, 7R =V 2OWDE LS
ABIELT, pS3BIZTERFUBRETSI I &
%<, p53BIETEROAEAHEETE B HMN
MBHB. 7HEE—VAN, p53 OF &tk UCAD #
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7 wild \
28%
deletion
( 20%
\ " 12%
missense AN missense
S\ B9% S 3%
- -
S
R3060PA
[

CEOEHIGCACTHAGIIBAGOTAAGCAAGLAGEA
' ' v

®5A-C
TSV A S BE UK S P IS UCAD 123503 % pa3 s TR S8 — v

(A) p53 HITERIFEBL (p53 OF) PhtLfl,

(B) p53 OF RaMEM, & L TF

(C) F vty 2RO BIKE (exon 8 9 codon 306 12351 T TGA ' CGA I

LT 3)

oD —h—-LhbZEMsans.
HARELLELT, AR TIESADTIZE 7K
=V ZPMEMETH B LD an» o FHFEL
P, 7ERN—-AKMEETH BEFIZIE,
UCAD L3 SAL e EA\,. HlZ7HRF—V 2
B EMTHILE UCAD &0 & SA Th 3l
PEAE L NZ B,

F7/2, LGD & HGD & DMEITC, p53i{n1# %
RIIHBELRBRD LD 5727 13, UC BHRE
BRI BT ps3 BIZTERENEHIC (LGD O
BERECTERIZ) AL T3 0 I EEOME 10 1
BETHEEDIS.

p53 OF F&%E UCAD T2, p53 OE B UCAD iZ
WU 7R b= 28R L0 KIETH -7 Thid,
p53 OE F&1: UCAD 12k W ThAh, F vty A%
BT L =007 PERE O LRI A R
NABEN-T L EBBRL TS HENLN S 5.

T, pS3BIETER L p53 OF & ORI

DWTEET S, iz, ERL L ps3@iaT
IZ& > TARENER pS3 BRI, TR
AR p53 k0 BEIZEL, pb3 RIEGLEAII THEN
WMERRE LTRFEEIS. LrL, 35 —%ED
EF T C2HEOR—HMBET S, Thbb,
PSS ERTEENED NI DIZhHH 6 ¢ p53
OF Batk& 23 50 &, pss B{RFER»RYD
ENBLVDIZHhhh 64 pb3 OF Bk d 2524
BD2OTHS. FiglizO>0WTiE, Friy 2%
BXT7L -0y 7 PERIZK->TEHMTEZS. &
VRV ZAERTIE, Wh®wAZ2 by TarF itk
> TTEREABHKAH &4, ps3 EAMVAR Ik
WV T L =AY 7 FERTIE, HRORERHEA
ZkoT, B BASEEAVAREINTLED.
IO &I BIRIETIE, ps3BInFERMPHLET S
IZEBDHS6 T, ph3 RAREMED OhEVwE O
LEIZIO5NB. X512 Yoshida 5%, #+4L v b
TRIZE>TENED L) BA—FMA L 5 &b
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NTWB W ot LT, 27540
FEHNOERNPFETOND, ZOBERBH DL EK
#FmRNA PER I, EEHAAKE L0, &%
FAZDWTE, RBHMN O exon IZER L H B
WEMELOND. AR THEL = ps3 &ET
BRLEROHEAEWE E NS exon 5-8 TH

D, D exon NOZERN B - 7254, HBHEORE
WEAabfEs, X612, Mdm2 X pl4ARF (2R L
7= pS3 NEMALY 2 F AOLREA K E LTH
A6N5 29720 fiz, 7~y vEERR
BIETREROIEREGE & W - HIENRAES Zh
LOA—HDOFEKE L THEALNETHAD.

THE M= 2L T, ps3 IHETFED T A b —
VAR (BIAIE, p73 itk - T X N DR
BE) IZDOWTEEEBELETIE A5 k028,
p53 JEMR(F IR T, pS3SBIETERDAE T
TETHR -V 2ADFEEEh D, LLDFERTII,
PS3EIETERAMNED UCAD IZBW T 7H b —
VANSE BN OED 6NN, ThEORET
%, pS3 GO 7R b — > AR ASHEEEL T
W AREMES B B,

LIED &5 ps3 OERERMETE ps3 Bz TER
DAL EVE RS Y, Zha ps3 OF B
UCAD DM Wi L T3 —K &k > T
%. p53 OFE F&1t UCAD »&tb 72384, TUNEL
BERHWAETE =2 2O L 5T, p53i#
R EROHEAHEL, ZOBKNOHEIE T2
TENTEDERLXIIEZLS. L LENSAN
"TIE, TH b= AEPMEMEE R L 72 SA & 17
fEL, HEA8+%, —J, UCAD Tid7 K b —
AP EEETTEOREDT, SHEO TR
P— 2, UCAD &0 SA % T3 5iie%E
ATdneEbhsd, T/, KR THREIL 7z SA
REEERE A LAV DA ITERINL -
2, Sk, UCKIEIZRA U7z SA S A 72 A
PVETH 5.

&

%&‘

TUNEL & & W=7 8 b — ¥ ZA0FHMIE, p53
BIEFEROFROHETE, X 51213 UC BERLE

MAEIE (Wb B dysplasia) & BFEMERGIE O 8
WIZHEHTH S, Tabb, 7THF—2ANEH
BEThhTIOBRMERBEELES Z &N TE,
p53 RIFGE LA B DE THWS Z & T, #il
WA b4 5 Z & A ah s,

i

FEKADIZH D, BHREED & LB AR
FelR Bk AR A TFFE RN LSS - IFR 297 EI K
P2, 5 7REWORERSE T I DRV — B B &
T, ARIICBIL TS - WTHE F LR T
158, PM-ERE 2 COREOER ISR L 7
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