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EZ B

(2] RIBRBEDEREABE% (ulcerative colitis: T UC) OEMEE U TKRBEDREE
BB, UC [CRET DAEEE dysplasia EMEINBHMBEREEZFEREET D E. BRU
dysplasia ([C(EEFFMEFEOEREZFHNITDIVRAIN—N—EUTDEREEHDZENS.
RRIRA T — XA S5 > ADEART dysplasia DIREZEINRESNITIBZE (. KEBEEHIEESE—
BIREUTHERSNTSE Tz, 5. UC KIGHERE(C (& dysplasia ST, BEDIREGEFE T D
CENHDD (BFEMRE). CNSICHUTIE. FRBEHRE U < (FRRIBHNTIRIEEE —EIR
THD. UMU. BEAHNIE < BRDMEOERERC K DERERE# R EBDRIRN,
A&, UC D dysplasia &EEIFMARIEDRIBFMNEREEMHII I D EZBMNE LT, ffe
IBIEENRE. p53 BEERIFIR., 777K h—=X. a-methylacyl-CoA racemase (AMACR) FIRD
dysplasia &BEDRRIE (CHIFBDRBFEXZIRET U,

(SR EFHE] UC (CERHSNIZ dysplasia29 RE & RIEMUREREZ &M LRV EEDOKEE
(CFE UTIRIE 40 REZE MR E U T, Ki-67 RERE, p53 RERE. AMACR R, M30

B LDk, 7R —2XD8EE. ZiRET LTz,

(#&2R) Ki-67 L£BT(X. dysplasia BfEIRERF CHIMBEICHERE (FRNM DN, ME TIENE
wFODMEIBRICERDTHD (P<0.001). dysplasia B¥Tld basal DFEEMNHREE<
(55.2%). BRREE¥ C(% superficial DIEEMNREEMNDZ (65.0%). p53 ERIBRIFEIRDOIEE
(&. dysplasia B#HBRIEEE (CLERBER(CEMDZ (51.7% vs. 15.0%. P<0.0001)., AMACR
FISEE (F dysplasia Bf S IRAERE S TEEEIN D2 (82.8% vs. 82.5%) M, FIRMAEZD
DRI, dysplasia BED 72.5%7h" basal THoTeDICx L. IRFERET(E 70.0%7" diffuse
TdhDlz. Al (apototic index)(E. dysplasia BfHBRIEEFNLERBR(CEN D72 (1.76% vs.
0.61%). Al DAY bATfE%R 2.0 (CRTET D &, dysplasia Bf (S 2.0 MU E EFRBNEEFFET
oM. IRIERI T 1 REZRETEHIMN 2.0 RKiETH o1z, RFT U 4 RF 26 EICHRA
Zz=ERNE L. dysplasia EERFEMRRIEIERIDIZHD IV TY X LZERKR UTz. 77ILTUXAIC
KDKAT TR E LTz dysplasia D 75.9% EBREED 87.5% (IHHtRIEZHIN BIGE T H D 1o,

(#&3] UC O dysplasia &EFEIEARIEDRIEHRBFAIER(C(E. ERK D ZOEAMMN RS
SN TV DIEIER DRI, p53 EEBRIFEIR(CIR. AMACR FEIRAFRRX &7/ b—2 X58E
SEARRFEEZSNIZ. N5 4 DORFZEFEDE ERHNRIEZMZITO 2 EICK
D, dysplasia CEFEMUARED K DEEDOSEVERINAIEEIC/RDEDLEFEND. 5. UC
AR (CREUIZBADRE FR(ICATIVTU X LAZBEA ULHIRESHEZITD 2 E T 2DOEM
HEIREET D ENVETH D,



&

EHIZBOERMEKEBX (ulcerative colitis: BT UC) MEMIEE U TKRIBREODFREEN S D
L2 RAEMERIE EIEN TS P, UC (CRET ZAMBEES dysplasia EIFIEN DHEIERIES
EHEREETDTEND Y. ERLD UC [CRET S dysplasia DNEENRE SERICK

ZEEBNE U —RAS2 R 57 BTN TETz. &z, dysplasia [FZNBEHOETE
RE (REFHRE) THDEERC. FARFGEEFMEOERREEZFAITDIIRIN—H—EU
THEEEHDZENS ¥, RBRENY -S> IERT dysplasia M"ERSNZBEE(E.
KIEEWISAEERIRE UTEB SN TS 10, fth5. UC KEBHR(C (SREMFERET
JRZ T D dysplasia M. BEDIRBEERI DI ENDD (BRURE) . cNSCWHUL
Tl FBERRE U FRRRNLIBRAAEE BIRTH D, KBUBREBEE LRV, LM
L. SBEAHNE < BRDIME FARIRNS KO LSRRG FN (CBENNRERC B <
TRV 127190 UC #EAR(CFAE U Tz dysplasia ZEXRMIRIE S 2o D & ABREEB® T &R
Do H(CEFEMRRIEZ dysplasia E2H T2 EARBUIREVWDBRIAEZIMNZ D EERDI
&. MEBORIBEMZNER (C(IBEOSVZIEENNE LN TS,

CNZFET. dysplasia &EFEMHIRIE Z RIBMRRF /Y (CHER I Db DMBIFE & LT, Hke
1=hEE AR & p53 EEBREREOEAMEN BV ESNTER 1> 19, MSIESEECDVTE. &
BEOXBHIRCHRES IIFETE. —MR(C, EEFEQRERB~TRBCEFEID > 7 B o
HUT, MEMRERIRZ (I & SN FIETREBE & DIREFRNARAE/R dysplasia Tld.
IETES (SIRE B ~EE CIFEIE T BT ENB L 15 19, #i1# (3 top-down morphogenesis. #%
#(J bottom-up morphogenesis EMF(EN S 19, p53 B FEE (SREEBFN (CEEBRF
HWEUTCAET BT ENTRETH DD 20, EBELCTFEEL. NMEMRE CETDRHERRET.
BEOABICHITIREBIETIETORPERB TR I I LN MENTVNS 22, CoZ&
M5, UC R (CHRA UIcfaiERRER 4R Z C p53 ZERBRIFRIRN RO SNIHZS (S dysplasia

BEOIREDRICE. top-down morphogenesis ZRSRAVWED ¥ B0, UC ICREELE
FTHEEAIPEIR(C (&, top-down. bottom-up WIND/NG - (CERFETETRVEDEFET D.
p53 BEBEIRIBCDOVT(E. BEDIRIETE p53 ERBRRRERIEONSHS 2> FERE
(C. p53 ERBRFIRC(HABEYE (BLTFEENG D CERERETEREERD) HMFET
BTENS 20, p53 BRBRRREMUNLST LE dysplasia ZEET BT E(TFRSRN,

AIAZL(E. UC @ dysplasia &EIFEEIRIEDRIBZNIEREZHEII I &ExBMNE LT,
REROMMAGIEENRE &~ p53 FBEBFEIFIR MR, p53 BAICL D THESINB 7R - 2
& IE£E dysplasia TOEWRIRENHRE N T BDa-methylacyl-CoA racemase (AMACR)
25°27) 3538 D dysplasia EIBEDIRE(CH T IRBEERERT U,

RE, NARIIFBAZMIBZESDER (ARES 2146)Z21 3 TITO 12,
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1. X%

AEHIBREBERBX 17 BIICEROH SN dysplasia 29 RE & RIEMBEEBEZEH LR
BEOXRB(CFRE URRIRMAIEEIBRANE T S N/ZIRIE 40 IREZ R E LTz, dysplasia DR
IBIERESIA (& BAEFBERFTIIC LS UC [CHITBEE R ORIRMERMDEE ) (TR UC-1IT
(B TH DN, BEFHETERA) EURBDDHF T, FEHEUL (FBEDMEL TE
& DIERDNABRELRRBREEEZE T DEDE U, dysplasia DEREEHFE(E Riddell SOE
# YD (THED Tz, BRAEDZET IS ABEEURUARK 22 (SR, BIRARIEDH 2 IZIR LTz,

BARFETTRIILY Y EEEN. /NS T > E80% 3um TELI L. hematoxylin and eosin
(HE) R ETFRICHRRNDBEREZHTU.

2. RERaE

RSN~ — N —Ki-67 (LM BfRRre 9 ([CIEHA MIB-1 £/ U0O—F)Liitk (Dako.
Glostrup. Denmark) %. p53 EEARBKEOREE Y (C(&HT PAb1801 T/ U0 —FILik
(Novocastra, Leica. UK). AMACR FHRDREE *? (C(dH1 13H4 £/ 20O—F)Litk (Dako.
Glostrup. Denmark) %. 7/Rb—3XEE 3 (C(3H1 M30 cytoDeath £/ 70— F) Lk
(Roche Diagnostic, Mannhaim, Germany) ZZNEN—RHAE L TR,

3um NS T 1 AR &R (SKE#. 0.01M T DEEERIC=E L. 121°C20 94—~
L —J THREEZT o lc. ARMEAILAFSFI DT OvF>I% 0.3% B EKFRIA S
J—IVER 20 DB TITUL, —RFAEHBIREE 200 BT 4C—BREEEZ. 20D%, BERE
XA (EXRNT 7222 FILRTA > MAX-PO (MULTI) —FL-)EER 20 PEX
JS&Et, 0.02%DAB.4HCL - 0.02%:i8f&{t7K3% - 0.05 M hU XIEE® pH7.6 THRBRE, \Y
NS U TREELUR.

3. REREEAOM
Ki-67 %t

BARBICREEINDIEOZBEMIEEL. TOBBEMESES > FACH>TUTU,
1000 B DO M % labeling index (LI) (%)&EULTEH Uz, £i2. BEHiES
BEMREGEIEIES & U T, TDODMERZ. basal: BREFEFE U < (EHPE~ZEEB. superficial :
IREREBEUSFFE~KRE. diffuse : IREZRE. others: NSRS (CHFEUTZ,
p53 %t

BORBCRENDIEOZEF MRS U, BEHERODMERINZ. negative : IF 4R
L. sporadic : BN BTEME(CTFTE. nested : BBMEMBRSERR N BEME(CTFTE. diffuse :
SHHIREN U RAMICEE. [CHFEULE Y . nested & diffuse ZEEABEIFIR & Uiz 233,
AMACR #f&8



HRBEE2ANUFAME U (FFBERHRCREB(CRESNDIEOZEIHHEE U REROEHM
RBIC3 U T 5% LR HEMREA R SN3EDEBES & Uiz 32, BREADRBIEMIZD STk
X%z, Ki-67 2B EEHR(IC basal. superficial. diffuse. others (CH%EUTZ.

M30 cytoDeath &

HRRESANUEAMSE UL (FEAHR (CREB(ICEREINZI BOEBIEME S U, BIEHEN R
ERAECROSNDEEZEY > TU>T L. 1000 BT OB EHE%Z apoptotic
index (Al) (%)&EUTEH U,

4. fREtERIr

FRETRRAT(E PASW statistics 22 (HAY 1 - E— - TAKKS$) ZHAWTITWTITO 2.
Pearson WA —FRIRTE XK /=& Fisher DEIEHERFTEL. Mann-Whitney @ U 1&TE (CTHRE
L. P<0.05 ZBREHD LU,

m R

1. dysplasia & & IRIEEFDERFRREF 454
dysplasia Bt DFIIFERG (SIRERF K DBRICIEK . IREDAZ (L dysplasia BENBRICKE
mMofe. MRl FBESM. REEE@EBEMTEREERMNOE (R1).

2. REREEE
Ki-67 %t

dysplasia &% S ARIEBF DB MR (IR RIETENTN 40.4%. 44.3%THD. MERH(CIFBER
E(@Rh oz, BiEiREZEEREL (18E%) ORm(EmEiH cBEREZRSIZ (P<0.0001),
dysplasia £ (3 basal DFEENREHBE L (16/29. 55.2%). diffuse H* 9/29 (31.0%). others
M 4/29 (13.8%)TT. superficial (F7dM o7z, —7F5. BRIEEFC(Z superficial DIEENREE <
(26/40. 65.0%). diffuse H*10/40 (25.0%). others #*4/40 (10.0%)T. basal (F73H >
72 (B 1), dysplasia. IRiEEBICIEIEF DDA diffuse IRED(E. BEEDSVBDI(CEZ
tEmN B Dz, others (CDWT(F, IBIEBHREFEICAET D2EDW, REN(CEIEMICH
mIBdBDOMNHoI,
p53 %t

p53 ERIAFIFIR (nested H KU diffuse) DIEE (& dysplasia BT 15/29 (51.7%). BREE
B¥C 6/40 (15.0%) THO. dysplasia BENBERICESHEE THD/z (P<0.001). RAEERFDE



ENBRIFIR(C (X diffuse (F7TR <. 27T nested T. p53 REBHHIBISIE—3H D V\IEUEDIRE
B TEREZHK LU TUL\IZ, —75. dysplasia B CT(IEBBEFIFIRD 9/15 (60.0%) (& diffuse
T3 0. nested (FRRIEE (FERD . BREHENSESSCH T TR F(EEGECERL
Twiz (®2).

AMACR #&

AMACR 3R (& dysplasia &% BRIEEF €€ 1 24/29 (82.8%) & 33/40 (82.5%)(CERHSN.
P74 R T (FMEF R (LR EZE (F7ah o 1z, B Dkl dysplasia B¥dD 21/26 (72.5%)
M basal THoT=Dx L. BRIEEEC(Z diffuse 1Y 28/40 (70.0%) Z s, MEER THMIERIIC
(FEREZRHIZ (P<0.0001) (H3),

M30 cytodeath &

Al (apoptotic index)DHSYE(Z dysplasia B 1.76%. IRIEEFN 0.61% T&H D . dysplasia
BENBRICEN Dz (P<0.0001). HY hATEZ 2.0%(CF&FE I D E. dysplasia B 2.0
BLEAY 12/29 (41.6%). 2.0 Ki@h' 17/29 (58.4%) E(FEFHD(CHRINA. BRIEEFCE 1
REZBRELHIN 2.0% K\ THoz (K4),

3. dysplasia & & IRIEEDERHE & REBRMFHER ZIILTUX A

Ki-67 2B THIE U HHRRISsiaEnas (BEFDMIE) . p53 RETHIE LI p53 ERIBRIFIA.
AMACR F3]. M30 cytoDeath 2ETHEULZI7/RE—2X (AI2.0 ZHY hATEE UTEE
a) ODARFEANT, IRKEF4DDIIL—-T (A~DB) ([CERt=nz (B5).

Ki-67 BT, WE(HEEFDODMMNS, basal (AEF). diffuse ZF/=(Z others (B, C&¥).
superficial (D &%) (CAKE<KBIENTIZ. A B SMDREDOREREE(CRANST . 24 (16 7/
Z) M dysplasia THD. D BEREERICIETEH (26 /E) MIRIETH >z, B Ef(d p53 EHE
ZFIR (+)B U< (X AMACR 2N basal T, AL N 2.0 L EDEDEEH] (6 ) A dysplasia
ToholzR. ENBIME (12 61) (& dysplasia ERREEAVETEL TUVZ. CE#(X p53 BEEEFRIF
IH(-)H"D AMACR £1" others TH. 2l (9F/ZE) NIRIETH DT,

5DERNEZTIC. IRIBORIER#MFZNERN 7L TV LZERLUIE (”R6), 4RF=HE
HENEDZEICKD., dysplasia D 22/29 (75.9%) (ABf& BEFC Alz2) &EAREED 35/40
(87.5%) (CE&¥& D B¥) T(ImBEDIERINBIGE TH D oM, 1BIEFH diffuse E£7=(Z others T.
p53 EABRIFIR (+)B L <(E AMACR FEIRH basal T AL A 2.0 KiEmDED (BEFT Al<2)
Tl&. dysplasia CRRAE & DRI EREETH D12,



z ¥

UC DIgHEFRERNEEE=(CRE T DIEEHRE (RIEMFRE) OREEE®RE. 1. &8
B (@BEOSDCIMEIRIE S MB#F (CXBINDNMRNED). 2. 155%E (BEDKEIC
FHETIEBMERE & (FHSHCERDBHFNFARERIED) ([CKRBIENSD 3, 1R
& 1) REDbZRIESOMEEE. 2) MCHllE (EEMHEAE. /Cr— MR, Ao niERe)
ERAICEDEMMUEE. 3) MIEMEICSULOEIMEIRE. 4) EDMLEEDEEBREDR
Db, 5) RIEEBEESHENREAES. D5 DDENSHD, INSOHT, 1. BHEET
ARAE & DR FEHIXBIN DORNED, & 2-5)IR5E & B & BHENRE#LIEE. D2 DI,
HEEEPT R DA T (IR FIR R EIRZ HE B OIREN RAEALIR (CBFE U IE B DN (BFE4ARE) |
DEFINBRE T (IR EESBAVIATIC LD UC ICHBIT DR FRRDME#MDIE® TIE. 2-5)
(& UC-III (CHFESNTWL B,

BRU" 1. BERTIRE S OE#FHRBIN DHIRNED, & 2-5)IRIE - BEEBHEN
REAEE ORIBRMSFIER (L. Ki-67 2M(C L IIBIERODMER & p53 RBICLD

RENTULD, BiEm DD MERE. ENAREFB~XRE(CHFEIT D (RMHAFKD superficiall)
top-down morphogenesis &, BREFE~RE(CTFEIT D (KRAFRD basal) bottom-up
morphogenesis ([CABIEIN 19, I (FEVFEMEARIE, %%& (3 dysplasia DIEEEEZ X SN TS
100 NS 2 DU IEGER ) (T —> (RERFRD diffuse F/z(d others) ZRIFEICD
WTIIERFMEARIE S dysplasia EDEERNE TSR0, 5. p53 BEEFIFEIR(CDLTIE. B
ERIBRIFIRZL dysplasia (Cv T UBIFENREDTI(IR < BEDORIETCEI N 5 ERE
MRBERIEDNHS P, £, BLFEBNEELTE p53 RETEHBRRR(-) &S
NZBIEMEEFET D72 20, p53 BEBEIRIEHNLRVNT ENS dysplasia EBEL. BEFME
BRIEESZINT B EBETER. NSO EMNS. UC D dysplasia EEIFMEARIEDIERIFEE
ZEHDIZHICE, BIEFODME p53 BERBRIFIROMIC., HSTT/MRIBE#FNY—H—
ZMZDENDD.

AFAFET(E. dysplasia @ p53 ERBFIFIRAREOMEEFERITDIFERELT, FRb—
S ZADFEBRTCEE UTz. 7R b= X (FE (CHRFRIZEE SR RRIED 2 DICKDFEEN
27, p53 FHNRRREZHEL THD. p53 BEHFEGERFEUTE MO RUP(ICEIE.
bcl-2 7 TU—FHD Bax EENUTCTRN—IREFET S >, #>T. p53 BETER
(CEKDTIRE—=XDFECRENE LD & BHFENICAESND 7R b= XD5HEE B
TR ENTEEIND, p53 BILFEREE. ZRE p53 BADDMRELIC X BZAERE > (C
KD, RERETEABFRIREVTCREI DI ENAETHD. AT, BLFEEREUTE
H® truncation Z3 9 nonsense mutation > deletion. insertion & &M frameshift
mutation. splycing site mutation MU EBE(E. p53 EHBAHRMERSNIRAWZSH., EH
BREIFRRIEME2D (BEBRREBEAREYE) Y. UHU. p53 BERBRRRERERETSE.



HERFHRESNDITRE=ZIDNED LU TONE,. BRICAEGCTFEENFEID (p53 &
EIL%'J%EP%KQ'I?E) CEDHEENTIETH D, ZDULIETENS. RAFRTIE p53 ELFER
BR(CHIRT B 2P dysplasia TIF p53 BEBRIFRIBEOEECHNNDS T TR h— I HMNH|
SNTHH. 2O p53 EEBEFRIFIRAIEMED dysplasia ERFRMIRIEZ IR T D7=8HD
N—H—(CRDDB3TEaFRUR. BRIFFEREEERD. M30 cytoDeath RETHIIZT R
~—= X (&, dysplasia O BRAEEF (CLEX AT (apototic index) MER(CE < (1.76% vs. 0.61%,
P<0.0001). dysplasia BfT(377/R b—>ZDHIFHIFECTULVRN DTz (R2). p53 RERE
THIz p53 BERBREFRIROSEE (L. dysplasia BN IRIEREICLERBRICEMN D ECENS
(51.7% vs. 15.0%, P<0.0001). EEHBERIFIRBEEEFOFEZERL TH. dysplasia #F
(FRRAEBE(CLEN p53 BLFEEESRICEUTVWRZENEEEIND., CDZEMNS.
dysplasia [CHFD TR =& p53 (CKDHIHESNIZREEUN THEESN TULDEIEENEN
REENB, AT, dysplasia (CHITFBTRE = ZBEDAN X AIFRPETHDIEDD.
AATRTOFEE(FFEDELKT. M30 cytoDeath REBTHEL=77/R ~h—= (&, dysplasia
ERFEERRIEZ SR T D DY —H—E L TEREEZSND. AlDAY hATEZE 2.0 (C
RTEUTZIHA. dysplasia 85D AL (& 2.0 DL E &K ETEFFETBINEN, IRERF T 14
ZERE2HIN AL 2.0 KiEThHoz (K 4-C). 7205, Al i 2.0 U EDHRZEI(E. dysplasia
AJEEMNBVNEER D ENTES,

UC @ dysplasia Z52Ii 9 25T/c/a~N—H— & U TIE. a5, a-methylacyl-CoA racemase
(AMACR)DSEEEN TS, AMACR (FRESHEEESRL T ISASAAEADREML(C RIS I DB )
TH D, FINAMEPERERETRE CERIAL. JSEEBHMETREFELAERR LRV EIRESN
TWLB 38, UC TlZ dysplasia & T3 60-90%IZEDRIBNHER SN TLIN 252, cnx
T dysplasia &BEEOIRIE & 7 B U (FAM R0 39, KIAFKHERTIE. AMACR 2
B4R (S dysplasia 8f. IRIEEFEE(C 80% U LETH D, MEHEIICEEREEZERMN >z, LML,
B EFRRE DD IR (C(EBAHVRELAYS D, dysplasia B3 CTIARERE~ZEED (basal) (T
IBIEDN 72.5% THOT=DICH U, RIEEFCEHREERICHDIZED TUFAMICHTRITDIED
(diffuse)™ 70.0% TdH o7z (F2, K3). AMACR BHEMEDDHIRIN(E. UC D dysplasia
ERIRMERIEOER (CBM IR —H—EEBEZ SN, UC OXRBHIRIC (3HE 2 DIZE DRI
P, REBERBY FREFETETD. S&IE. D USEERY - REMMR(CH TS AMACR
FINZ RGN (CARFT I D EN DD,

AT T(E. UC D dysplasia &EIFEHEAREDRIEZNEREZHIIT DI EEBNE LT,
[AMACR HIFERN] & [77/RB—=>XWBBRRR] (SDOVWTRRET LIZ. NS 2 DORFZH
RICMRBDZETIC, IEREDBREEN TS BiEFOSM] [p53 ERBRIFIR] ORIE
RICEAUT—EDERNRENZEDEEZBND, 4 DORFZEAVWZEFIMETIE (K5).
FWHRIRE (L. A BE : 1BGEE DD AN basal, B & : 18RO diffuse E£7=(3 others T. p53
EABEIFEE (+)B U< (I AMACR FIEHRE2 A basal. C &% : 18w D3 mA diffuse iz
(Z others T. p53 BEIBEIFIR (-)H D AMACR B others, D &F : IEIBH DD



¥ superficial.@ 5 B (CHFESNTz. CNSDHT. AEFE D B IIBIERDDHMN S, RERDIHK
& 1516 @0, 2611 dysplasia ERRIETH D Iz, IEIEHOD MDA T dysplasia hEIFHARIE
HOERINEZ THD BEFE CAF T, p53 ERIBRIFEIRE AMACR O basal DFEIREH SR
W CBEE. 2BINARIETHD. AMACR D basal MFIR (L p53 ERIEFIFRIRBIZEREIRIN T S
MREVTEBREEX SN, B 81 (CDULTIE. p53 EHEBFEIFEIRE AMACR FEIR(C(FER4 14
INEF—=2PH 0D ZDHIC(E dysplasia BARIEGEFENZHY. M30 cytoDeath ET AL A 2.0
Bl EDEDEEHIN dysplasia TH D . BEEHCADREDERN(C(ETRN—IANDNEHEEZS
Nz, B5%Z7xIC/ERR Uz, dysplasia &EURHRREDRIBMARFAIEERI 7L T U X A(K 6 )%
BB ET AT THRERE UTz dysplasia @ 75.9% ERRIED 87.5% (IHEMEVEZRITIEE T
Dlze ATIVITVUXAITHD TRFMIRIBIEMZIIZ1TD & T, UC (CHRET S dysplasia
DAREN Y — A S > XERDOZIBEN M LI D EDEHFEIND, SEIE. UCHARICHK
EURBL2ORE FRICATILITVULZEBRAULHBESHARZITD CET.TDEHZIRET
ITRICENMVETH D, o, BRBEMEVLEFKREIN TS, BIEFDMA diffuse F£/z
(& others/p53 ZEEBFIFEIR (+)HB L < (X AMACR FEIRN basal/Al<2] (B BT Al<2) i
RIRBEZ LIS DIz DR FEORRENNELEZ SN,

& W

UC @ dysplasia &ERFEI4RRIEORIEIRMZ AR (C (X, EREKL D TOBRAMMNIRESNTLY
DIETEH DD, p53 ERBFIFEIRICHNZ . AMACR HIRMFR £ 07/R b—> XBEEEBRRR
RFEEZSNC, NS5 4 DORFEMBEAEDE ERBENRIEZHZITOZLICEKD.
dysplasia EEFEMRARIED K DIBE DS UVERIN AR (CIRDED EHFEND.

&t

WERABICHED. AHEEER D E UIBAY R HATARMCRAR 2N, S5
S8, ANT - BUREEH. WEE—HIEORHZUET . F. AWRICEUTH
NEESELEAT - BHEDTME (LOMZ. (T, IWIIE) %Z(EUBHREOERC
R LET,
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(1 7AEHI299RZE) (36AEMA0RE)

4Rl (8 : &) 9:9 25:11
Fip FH+SD3 43.0+15.4 69.5+12.3
FHAEMI

Bl 2 11

BEERS - [EfR 27 29
AEE (mm)°

<10 7 25

10=X<20 3 11

=20 19 4
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EREE 22 23
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=2 RERAERE

dysplasia IR P&
(299R%) (405RE)
Ki-67
LI (%) H9YE (£6H) 40.4 (25.5-51.6) 44.3 (34.8-53.7) n.s.
1EhEs <0.0001
basal 16 0
superficial 0 26
diffuse 10
T DAt 4
p53 <0.0001
negative 3 0
sporadic 11 34
nested 6 6
) J 15 (51.7%) J 6 (15.0%)
diffuse 9 0
AMACR <0.0001
negative 5 7
basal 21 5
superficial 0 0
diffuse 5 24 (82.8%) o3 33 (82.5%)
others 1 0
Apoptosis (M30 cytoDeath) <0.0001
Al (%) hME (FE) 1.76 (0.77-3.32) 0.61 (0.30-0.88)

AlI: apoptotic index
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dysplasia
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